
The Unof� cial Guide to

OBSTETRICS &
GYNAECOLOGY
Matthew Wood and Katherine Lattey
Series Editor Zeshan Qureshi

 P Guideline based topic summaries
 P Written by juniors for juniors

 P Core O&G curriculum
 P 300+ exam style questions to test yourself

Unofficial_Obs&Gyn_cover_FINAL.indd   3 28/02/18   1:17 PM



FIRST EDITION
Editors

Matthew Wood BM MRCOG
Obstetrics and Gynaecology Registrar, West Midlands Deanery, UK

Senior Clinical Fellow in Robotic Gynaecological Surgery, 
University Hospitals Leicester, UK

Katherine Lattey BMBS (Dist) MRes (Dist)
Foundation Doctor, North West Thames Deanery, UK

Series Editor
Zeshan Qureshi BM BSc (Hons) MSc MRCPCH FAcadMEd MRCPS(Glasg)

Paediatric Registrar, London Deanery, UK

Obstetrics and Gynaecology Registrar, West Midlands Deanery, UK
Senior Clinical Fellow in Robotic Gynaecological Surgery, 

Zeshan Qureshi BM BSc (Hons) MSc MRCPCH FAcadMEd MRCPS(Glasg)

The Unoffi  cial Guide to 
OBSTETRICS &
GYNAECOLOGY

000_Prelims.indd   1 28/02/18   1:11 PM



ISBN 978-0957149977

Text, design and illustration © Zeshan Qureshi 2018.

Edited by Matthew Wood, Katherine Lattey and 
Zeshan Qureshi.

Published by Zeshan Qureshi. First published 2018.

All rights reserved; no part of this publication may be 
reproduced, stored in a retrieval system, transmitted in any 
form, or by any means, electronic, mechanical, photocopying, 
recording, or otherwise, without the prior written permission of 
the publishers.

Graphic design by Anne Bonson-Johnson, A Poke in the Eye.

A catalogue record for this book is available from the 
British Library.

Commissioned medical illustrations by Caitlin Monney, Harry 
Heyes and Sam Goddard.

Medical illustrations:
Caitlin Monney 1.01: Fig 1, 5-7, 1.02: Fig 11, Table 3, Fig 14-16, 
18, 1.03: Fig 24, 1.04: Fig 28-29, 1.05: Fig 30-34, 36, 38, 1.06: Fig 
40-41, 1.07: Fig 43, 45, 2.01: Fig 3-5, 7, 2.03: Fig 11-13, 2.04: Fig 
16-23, 28-29, 31-32, 34, 2.05: Table 26, 2.06: Fig 42, 2.07: Fig 
45-46, 48-50.

Sam Goddard and Harry Heyes 1.01: Fig 3, 4, 1.02: Fig 10, 1.03: 
Fig 21, 23, 1.04: Fig 25-26, 1.07: Fig 43, 2.01: Fig 1, 6-8, 2.04: Fig 
14, 24-25, 27-28, 30, 33, 2.05: 35-36, 2.06: 37-39, 2.07: Fig 44, 
47-38, 2.08: Fig 51, 53-54, 2.09: Fig 55.

Clinical photographs:
Matthew Wood 1.01: Fig 2, 8, 1.03: Fig 22, 1.05: Fig 35, 
1.05: Fig 37.

Molar pregnancy 1.03: Fig 22 image from www.emcurious.com/
blog-1/2015/1/17/ultrasound-leadership-academy-ultrasound-
in-early-pregnancy. Licensed under a Creative Commons 
Attribution 4.0.

Lichen sclerosus 1.04: Fig 27, used with permission from 
DermNetNZ.org.

Although we have tried to trace and contact copyright holders 
before publication, in some cases this may not have been 
possible. If contacted we will be pleased to rectify any errors 
or omissions at the earliest opportunity. Knowledge and best 
practice in this field are constantly changing. As new research 
and experience broaden our understanding, changes in research 
methods, professional practices, or medical treatment may 
become necessary. Practitioners and researchers must always 
rely on their own experience and knowledge in evaluating and 
using any information, methods, compounds, or experiments 
described herein. In using such information or methods 
they should be mindful of their own safety and the safety of 
others, including parties for whom they have a professional 
responsibility. With respect to any drug or pharmaceutical 
products identified, readers are advised to check the most 
current information provided (i) on procedures featured or 
(ii) by the manufacturer of each product to be administered, 
to verify the recommended dose or formula, the method and 
duration of administration, and contraindications. It is the 
responsibility of practitioners, relying on their own experience 
and knowledge of their patients, to make diagnoses, to 
determine dosages and the best treatment for each individual 
patient, and to take all appropriate safety precautions. To the 
fullest extent of the law, neither the Publisher nor the authors, 
contributors, or editors, assume any liability for any injury and/
or damage to persons or property that may occur as a result of 
any person acting or not acting based on information contained 
in this book.

Print managed by Jellyfish Solutions Ltd.

Acknowledgements 
We would like to thank all of the authors for their dedication and hard work, our panel of student reviewers for their unique input 
and our senior reviewers for their expertise. We would like to thank you the reader, as a medical student or junior doctor you have 
inspired this project, believed in it and continued to promote, contribute and distribute this book across the UK and further afield. 
In addition, we are thankful to the support of medical schools, without whom this project would not be possible.

Additional thanks to our friends, family and particularly partners (Emma and Greg) who have put up with us, and supported us 
during this project.

Matt and Kat

000_Prelims.indd   2 28/02/18   1:11 PM



...that fresh graduates have a unique perspective on what works for students. We have tried to capture the insight of students and 
recent graduates to make the language we use to discuss this complex material more digestible for students. 
...that texts are in constant need of being updated. Every student has the potential to contribute to the education of others by 
innovative ways of thinking and learning. This book is an open collaboration with you. 

You have the power to contribute something valuable to medicine; we welcome your suggestions and would love for you to get 
in touch.

The Unofficial Guide  
to Medicine Project

We want you to get involved. This textbook has mainly been written by junior doctors and students just 
like you because we believe:

admin@unofficialguidetomedicine.com

@DrZeshanQureshi

Unofficial Guide to Medicine

www.unofficialguidetomedicine.com

Please get in touch and be part of the medical education project 

000_Prelims.indd   3 28/02/18   1:11 PM



Foreword 
Chloe Knox
President of Brighton and Sussex 
Medical School Obstetrics and 
Gynaecology Society

This edition is the latest in the “The Unofficial 
Guide to Medicine” series, providing compre-
hensive coverage of the core components of any 
medical school obstetrics and gynaecology cur-
riculum. O&G can seem a daunting specialty as a 
student, but the book’s content is helpfully divided 
into manageable topic areas, each followed by 
related multiple choice questions. This allows you 
to test your knowledge and structure your learning 
effectively. 

As with all books in the series, the chapters are clearly written, 
user friendly, comprehensive, and informed by current national 
guidelines. Main points are emphasised, and example cases 
allow an understanding of some of the common presentations 
of key conditions. 

A strength of this book is the integration of anatomy, 
physiology, practical skills, imaging, clinical management 
and therapeutics in one place, allowing you to gain a full 
understanding of each condition. It is suited to those who want 
a summary resource to thoroughly revise O&G for medical 
school finals, but equally has further detail for those who have a 
specific interest in the topic. 

The skills sections of the book guide you through obstetric 
palpation, demystify CTG interpretation and provide guidance 
on how to professionally and sensitively perform pelvic 
examination. The content of the practical skills components 
provides a clear structure and step-by-step guide to ensure 
precise and efficient examinations, suitable for the time 
constraints and pressure of OSCEs. All that’s left to do is 
practice! 

Wishing you all the best of luck with upcoming O&G exams! 

Helen Bickerstaff
Senior Lecturer in Medical 
Education, Honorary Consultant 
Gynaecologist, Kings College 
London, UK

The Unofficial Guide to Obstetrics and Gynaecology 
is a wonderful addition to the range of texts avail-
able from the Unofficial Guide to Medicine. The 
book is the ideal, straightforward antidote to the 
perceived complexity of O&G. It is poised between 
traditional textbooks that cover anatomy, physiol-
ogy, pathology and clinical O&G, and exam cram-
mers for those short of time. This book will help 
students navigate their new clinical environment, 
by making sense of the physiological and patho-
logical conditions they will encounter. The logical 
stepwise progression through the specialities is ex-
cellent and reflects the student learning process. I 
liked the way the scene is set before the complexity 
discovered. Confusing subjects become clear, and 
lists and tables complement difficult subjects.

In the book the use of simple language and ‘normal’ words 
to explain very unusual conditions and complex situations 
is refreshing. There is no drama about communication here, 
just clear acknowledgement of the need for sensitivity and 
the potential vulnerability of women in O&G consultations. 
Simple steps describe the simple examinations we perform, 
that none-the-less can create panic in the clinical setting and 
during an OSCE. Simple tips for examinations are abundant. 
Following on from this the questions at the end of each topic 
are well structured, and the references at the end of each subject 
are relevant and up to date. The answer compendium provides 
excellent consolidation material. 

Practicing O&G as a speciality has, for me, been a passion, 
privilege and pleasure for my entire working life, but this career 
does not appeal to everyone! However, every opportunity to 
educate girls and women about their fertility, pregnancies, 
hormones and gynaecological concerns, can and should, be 
seized by doctors, who should remain confident to offer clinical 
O&G advice to women, throughout their careers. For this to be 
possible the undergraduate O&G experience must be memorable, 
beyond finals. The Unofficial Guide will help achieve this through 
thorough, simple explanation. This book can help students find 
their O&G rotation one of the most fascinating, life affirming 
experiences of their medical school career. 

FPO
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Introduction
‘The Unofficial Guide to Obstetrics and Gynaecology’ is the ninth book in the Unofficial Guide to Medicine series. Obstetrics 
and gynaecology is a speciality that covers a broad range of medical and surgical presentations in women and girls of all ages that 
often appear both on the wards and in medical school exams. However, clinical exposure to this speciality at an undergraduate 
level is often limited. Therefore, it is crucial that educational resources explain and cover this area of medicine in a concise and 
accessible manner. 

Matthew Wood and Katherine Lattey
Editors
Unofficial Guide to Obstetrics and Gynecology

Obstetrics and gynaecology is a challenging specialty because 
of the “grey areas” in clinical practice where management 
strategies are often led more by clinical experience and 
preference rather than by clear cut guidelines. This can be 
difficult at an undergraduate level where multiple choice or 
short answer questions, do not leave much space for explaining 
these subtle complexities. The core ethos of this project was 
therefore to produce a book based on guidelines and evidence, 
minimising the use of potentially differing clinical opinions or 
variations in practice.

This book presents a succinct, approachable summary for 
each section which covers information that is both relevant for 
examinations but also working on the wards. These summaries 
lead into over 350 questions, both multiple choice and true/
false, or extended matching questions. Answers are then 
explained in full to help gain an understanding of not only why 
the correct answer is right but also why incorrect answers are 
inferior options. 

With this textbook we hope that you gain a greater 
understanding of obstetrics and gynaecology and whether 
you are interested in this specialty as a potential future career 
choice, or you are just learning it to pass exams, we hope you 
find it a useful resource. 

'...the core ethos of this project 
was therefore to produce a 
book based on guidelines and 
evidence, minimising the use 
of potentially differing clinical 
opinions or variations in 
practice'.
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17-OHP 17-Hydroxyprogesterone 
ABC airway breathing circulation
ABCDE  airway breathing circulation 

disability exposure
AC abdominal circumference
ACE angiotensin-converting enzyme
ACS acute chest syndrome
ACTH adrenocorticotropic hormone
ADH antidiuretic hormone
AED anti-epileptic drugs
AFLP acute fatty liver of pregnancy
AFP alpha fetoprotein 
AIDS  acquired immunodeficiency 

syndrome
ALP alkaline phosphatase
ALS advanced life saving
ALT alanine transaminase
AMH anti-Mullerian hormone
Anti-HBc antibody to hepatitis B core protein
anti-HBe anti-hepatitis B envelope antibody
AP anteroposterior
APH antepartum haemorrhage
APS antiphospholipid syndrome
APTT  activated partial thromboplastin 

time
ARDS acute respiratory distress syndrome
ARM artificial rupture of membranes
ART assisted reproductive techniques
ART anti-retroviral therapy
AST aspartate aminotransferase
ATP adenosine triphosphate
AVPU alert, voice, pain, unresponsive
B1 thiamine
B6  pyridoxine
BASHH  British Association of Sexual Health 

and HIV
BMI body mass index
BNP B-type natriuretic peptide
BP blood pressure
bpm beats per minute
BSO bilateral salpingo-oophorectomy 
BUSOG  British Undergraduate Society of 

Obstetrics and Gynaecology
BV bacterial vaginosis
CA 19-9 cancer antigen 19-9
CA-125 cancer antigen 125
CAH congenital adrenal hyperplasia 
CAIS  complete androgen insensitivity 

syndrome
CBT cognitive behavioural therapy
CD4 cluster of differentiation 4
CEA carcinoembryonic antigen
CGIN glandular intra-epithelial neoplasia 
CIN cervical intraepithelial neoplasia 
cm centimeter
CMV cytomegalovirus
CNS central nervous system
COCP combined oral contraceptive pill
COPD  chronic obstructive pulmonary 

disease
CPR cardiopulmonary resuscitation
CRL crown rump length
CRP c-reactive protein
CRS congenital rubella syndrome
CT computed tomography
CTG cardiotocography
CTPA  computer tomography pulmonary 

angiogram
CTZ chemoreceptor trigger zone
CVS chorionic villous sampling
CYP450 cytochrome P450
DCDA dichorionic diamniotic
DEXA dual-energy X-ray absorptiometry 
DHEAS dehydroepiandrosterone 
DIC  disseminated intravascular 

coagulopathy

dl decilitres
DM diabetes mellitus
DNA deoxyribonucleic acid
DSD disorders of sexual development
DVT deep vein thrombosis
EBRT external beam radiotherapy 
EBV Epstein-Barr virus
ECG electrocardiogram
ECT electroconvulsive therapy
ECV external cephalic version
ED emergency department
EEG electroencephalogram
EFW estimated fetal weight
EMQ extended matching question
EPAS early pregnancy assessment service
FAI free androgen index
FBC full blood count
FBS fetal blood sample
FFP fresh frozen plasma
FGM female genital mutilation
FGR fetal growth restriction
FHD fetal haemolytic disease
FHR fetal heart rate
FIGO  Fédération Internationale des 

Gynaecologistes et Obstetristes 
FSE fetal scalp electrode
FSH follicle stimulating hormone
g grams
G&S group and save
GABA gamma-aminobutyric acid 
Gamma GT gamma-glutamyl transferase 
GBS group B streptococcus
GCS Glasgow coma scale
GDM gestational diabetes mellitus
GH growth hormone
GnRH gonadotropin releasing hormone 
GP  general practitioner
GT glutamyl transferase
GTT glucose tolerance test
GUM genitourinary medicine
H2 molecular hydrogen
HAV hepatitis A virus
HbA haemoglobin A
HbA1c glycated haemoglobin
HBeAg hepatitis B envelope antigen
HBIG hepatitis B immune globulin
HbS haemoglobin S
HBsAg hepatitis B surface antigen
HBV hepatitis B virus
hCG human chorionic gonadotropin
HCV hepatitis C virus
HDU high dependency unit
HDV hepatitis D virus
HELLP  haemolysis, elevated liver enzyme 

levels, and low platelet levels
HHV human herpes virus
HIV human immunodeficiency virus
HIV-ab  human immunodeficiency virus 

antibody
HMB heavy menstrual bleeding
HNPCC  hereditary non-polyposis colorectal 

cancer 
hPL human placental lactogen
HPO hypothalamic pituitary ovarian
HPT hypothalamus pituitary and testes
HPV human papilloma virus
HRT hormone replacement therapy
HSG hysterosalpingogram
HSV herpes simplex virus
IBS irritable bowel syndrome
ICSI intracytoplasmic sperm injection 
Ig immunoglobulin
IGF1 insulin-like growth factor 1
IgG immunoglobulin G
IgM immunoglobulin M
IL-6 interleukin-6

IM  intramuscular
IMB intermenstrual bleeding
INR international normalised ratio
IOTA  international ovarian tumour 

analysis
IPT interpersonal therapy
IQ intelligence quotient
ITU intensive treatment unit
IU international unit
IUCD intrauterine contraceptive device
IUD intrauterine device
IUGR intrauterine growth restriction
IUI intrauterine insemination
IUS intrauterine system
IV intravenous
IVF in vitro fertilisation
IVIG intravenous immunoglobulin
JVP jugular venous pressure
kg kilograms
L litre
LBW low birth weight
LDH lactate dehydrogenase 
LFTs liver function tests
LH luteinising hormone 
LHRH  luteinising hormone releasing 

hormone
LLETZ  large loop excision of the 

tansformation zone
LMP last menstrual period
LMWH  low molecular weight heparin
LSCS  lower uterine segment caesarean 

section
m meter
MAOI monoamine oxidase inhibitor
MC&S microscopy, culture and sensitivity
MCADD  medium-chain acyl-CoA 

dehydrogenase deficiency
MCDA monochorionic diamniotic
mcg microgram
MCMA monochorionic monoamniotic
MCV mean cell volume
MDT multidisciplinary team
mg milligram
min minutes
ml millilitre 
mm millimeter
mmHg millimeters of mercury
mmol millimole
MMP matrix metalloproteinase
MMR measels mumps and rubella
mol mole
MRI magnetic resonance image 
MRSA  methicillin resistant Staphylococcus 

aureus
MSM men who have sex with men
MSU midstream specimen of urine
MUS mid-urethral sling
NAAT nucleic acid amplification test 
ng nanograms
NHS National Health Service
NICE   National Institute for Health and 

Care Excellence
NICU neonatal intensive care unit
nmol nanomoles
NRTI  nucleoside reverse transcriptase 

inhibitors
NSAIDs  non-steroidal anti-inflammatory 

drugs
O&G obstetrics and gynaecology
OA occipitoanterior
OAB overactive bladder
OGTT oral glucose tolerance test
OHSS ovarian hyperstimulation syndrome 
OP occipitoposterior
OSCEs  objective structured clinical 

examinations

Abbreviations
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OT occipitotransverse
PAIS  partial androgen insensitivity 

syndrome
PAPP-A  pregnancy associated plasma 

protein A
PCA patient controlled analgesia
PCB postcoital bleeding
PCOS polycystic ovarian syndrome
PCP pneumocystis carinii pneumonia
PCPwSI  primary care physician with special 

interest
PCR polymerase chain reaction
PE pulmonary embolism
PEG-IFNα-2a  pegylated interferon alpha-2a
PET positron electron tomography 
PFMT pelvic floor muscle training
pg picograms
PG prostaglandin
PGE2 prostaglandin E2
PID pelvic inflammatory disease
PIGD pre-implantation genetic diagnosis
PKU phenylketonuria
PMB postmenopausal bleeding
PMD premenstrual disorder
PMS premenstrual syndrome
PO per oral
POI premature ovarian insufficiency
POP progestogen-only pill 
PPH panhypopituitarism
PPH postpartum haemorrhage
PPROM  preterm premature rupture of 

membranes
PROM prolonged rupture of membranes
PT prothrombin time
PTNS posterior tibial nerve stimulation
PUL pregnancy of unknown location

PVR post-void residual volume
RBC red blood cell
RCOG  Royal College of Obstetricians and 

Gynaecologists
RDS respiratory distress syndrome
RMI risk of malignancy index
ROM rupture of membranes
S2 second heart sound
SCC squamous cell carcinoma
SCCA squamous cell carcinoma antigen
SCD sickle cell disease
SCJ squamous columnar junction
SFH symphysis fundal height
SGA small for gestational age
SHBG sex hormone binding globulin 
SIRS  systemic inflammatory response 

syndrome
SMI serious mental illness
SNRIs  selective noradrenaline reuptake 

inhibitors 
SNS sacral nerve stimulation
SSRIs  selective serotonin reuptake 

inhibitors 
STIs sexually transmitted infections
SUDEP  sudden unexpected death in 

epilepsy
SVR systemic vascular resistance
T2DM type 2 diabetes mellitus
T3 triiodothyronine
T4 thyroxine
TBG thyroid binding globulin
TCA tricyclic antidepressant
TCRE  transcervical resection of 

endometrium
TENS  transcutaneous electric nerve 

stimulation

TFTs thyroid function tests
TORCH  toxoplasmosis, other, rubella, 

cytomegalovirus and herpes
TPO thyroid peroxidase
TSH thyroid stimulating hormone
TTP-HUS  thrombotic thrombocytopenic 

purpura haemolytic uraemic 
syndrome

TTTS  twin to twin transfusion  
syndrome

TV trichomonas vaginalis 
TVS transvaginal ultrasound
TVT tension free vaginal tape
TVUS transvaginal ulstrasound
TZ transformation zone
U&Es urea and electrolytes 
UAE uterine artery embolisation
UK United Kingdom
UKMEC  United Kingdom Medical Eligibility 

Criteria
umol micromoles
UTI urinary tract infection
V/Q ventilation/perfusion
VAIN vaginal intraepithelial neoplasia
VBAC vaginal birth after caesarean
VDRL   venereal disease research laboratory 

test
VEGF  vascular endothelial growth  

factor
VIN vulval intraepithelial neoplasia
VTE venous thromboembolism
VZIg  varicella zoster immune  

globulin
WCC white cell count
WHO  World Health Organisation
β hCG beta human chorionic gonadatropin 

VII
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GYNAECOLOGICAL ANATOMY AND 
EXAMINATION  
Matthew Wood

G
ynaecology is an exciting, wide ranging specialty. 
It is predominantly a surgical speciality, but 
endocrinology plays a crucial role in many of the 
diseases and treatments offered. Like obstetrics, 

aspects of the speciality are highly emotive, requiring good 
communication and interpersonal skills to guide patients 
through challenging times in their lives. Gynaecologists 
have the enviable role of making a difference to a panoply of 
different aspects of patients’ lives:
 ӹ Creating life – subfertility.
 ӹ Prolonging life – oncology, colposcopy.
 ӹ Saving life – emergency surgery to treat ectopic pregnancies 

and heavy bleeding following miscarriage.
 ӹ Improving quality of life – treating chronic pain 

from endometriosis, acute pain from ovarian torsion, 
incontinence, menstrual disorders.

This introduction will explain the key aspects of the 
gynaecological examination. As this is a surgical speciality, 
we will also highlight the important anatomy and provide an 
overview about obtaining consent for surgery. 

Examination
The pelvic examination is completed in three stages:
 ӹ Abdominal exam – similar to a surgical examination.
 ӹ Speculum examination – to inspect the vulva, vagina 

and cervix.
 ӹ Bimanual examination – to palpate the internal organs.

Pelvic examination is intimate and invasive. It is essential to 
communicate well with the patient prior to any examination to 
adequately prepare her. This can be achieved by completing the 
following steps:
1 Formally introduce yourself and check the identity of 

the patient.
2 Ask if the patient has had a pelvic examination before.

INTRODUCTION
1.01
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3 Explain what the examination involves and the reasons why 
it is being offered.  

4 Gain verbal consent.
5 Ask the woman if she would like to empty her bladder prior 

to the examination.
6 Introduce the chaperone to the patient. It is imperative for a 

clinician to be chaperoned for any intimate examination.
7 Ask the patient if she would like a friend or relative with her 

at the time of the examination, for support.  
8 Allow the patient to move over to the examination couch. 

The patient should have privacy so she can remove her 
clothes from the lower half of her body and be given a sheet 
so that she can cover herself while on the examination 
couch. This limits unnecessary exposure and discomfort. 

Abdominal examination
Conducting an abdominal examination before vaginal 
examination is important, as it enables the patient to get used 
to being examined prior to the more intimate part of the 
examination. 
1 Wash your hands.
2 Expose the lower abdomen and inspect.
3 Ask the patient if she has any areas of tenderness.
4 Palpate in the four quadrants like in any standard 

abdominal examination, identifying masses and areas of 
tenderness. Take particular notice of tenderness or masses 
palpated over the ‘triangle’ area (Figure 1) between the 
anterior superior iliac crests and symphysis pubis, as this is 
where the ovaries, uterus and bladder will be palpated. 

5 Assess other aspects of the standard abdominal 
examination, as dictated by the history and examination 
findings, such as balloting the kidneys, palpating the liver 
and spleen, testing for pain on a straight leg raise and 
listening for bowel sounds. 

6 Allow the patient to pull her top back down.
7 If a rectal examination is indicated, this can be performed 

after the bimanual examination.

Speculum examination
1 Obtain consent for a speculum examination during the 

introduction.
2 Put on a pair of non-latex gloves.
3 Prepare the trolley – appropriate sized Cusco speculum 

(Figure 2), lubricating jelly and any swabs or other 
investigation tools required, dependent on the case. If 
the speculum is metal, warm the speculum to avoid 
patient discomfort. A Sims speculum may be used in 
some circumstances, such as when examining for vaginal 
prolapse. The examination technique for a Sims speculum 
is discussed under pelvic organ prolapse.
[See ‘Pelvic organ prolapse’ page 105.]

4 Put a small amount of lubricant on either side of the 
speculum. 

5 Explain clearly for the patient to “bring your heels up to 
your bottom and then move your knees apart”. It may help 
to suggest that she concentrate on placing her knees as far 
apart as possible, as this maximises space to examine the 
vagina and it helps keep the patient relaxed.

6 Position the light and switch it on.
7 Inspect the vulva (Figure 3 and 4) for any ulceration, 

masses, erythema, rashes, papules, discharge, bleeding and 
distortion of normal anatomy. 

8 Carefully part the labia, ensuring all hair and skin is out 
of the way, and insert the speculum into the vagina with 
the dominant hand, with the handle of the speculum at 
around the 2 o’clock position. Once the speculum is a 
few centimetres into the vagina, turn the speculum so 
the handles are at 12 o’clock. Swap hands and hold the 
speculum handles in the non-dominant hand. Apply 
pressure with the thumb of the dominant hand at the 
base of the speculum and insert the speculum as far as 
possible, gently and slowly. This technique reduces patient 
discomfort.

9 Once the speculum is inserted, place the non-dominant 
hand against the patient’s pubic bone and hold the 
speculum handles between finger and thumb of the non-
dominant hand. 

10 Reapply pressure to the speculum base with the dominant 
thumb and gently open the speculum by squeezing the two 
handles together with the non-dominant hand.

11 Identify and inspect the cervix and the external os. 
12 If required, take vaginal swabs and perform any other 

investigations or procedures needed; for example, a cervical 
smear, insertion of an intrauterine device, or taking 
an endometrial biopsy. To help with this, most Cusco 
speculums have a screw that locks the speculum in the 
open position.

13 To remove the speculum, hold the handles tightly in 
position, undo the screw and then gently release pressure 
on the handles, letting the speculum close. Apply a little 
pressure to stop the speculum from fully closing as it can 
pinch the vaginal tissue and cause pain.

14 Gently pull back the speculum, holding the handles with 
the non-dominant hand and the base of the speculum 
with the thumb of the dominant hand. While removing 
the speculum, view the rest of the vaginal walls for any 
abnormality.

15 Once the speculum is out, dispose of the speculum, turn off 
the light and label any swabs taken.

16 Cover the patient with a sheet while preparing for the 
bimanual examination. 

4
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THE MENSTRUAL CYCLE AND 
PHYSIOLOGY OF THE HPO AXIS 
Yashashwi Sinha

T
he hypothalamic pituitary ovarian (HPO) axis refers 
to the interplay of hormones between these areas. 
The axis is referred to in this way because these 
glands normally behave in a coordinated manner as 

one system. The HPO axis controls the menstrual cycle, which 
is, in turn, responsible for development of the ovarian follicles 
(folliculogenesis), maturation of the oocyte (egg) within each 
follicle, ovulation of the oocyte from the dominant follicle and 
maturation of the uterine environment to facilitate pregnancy 
(Figure 9). 

The hormones involved in the HPO axis
Gonadotropin releasing hormone (GnRH) 
 ӹ Peptide hormone.
 ӹ Produced by the arcuate nucleus in the hypothalamus, 

released in a pulsatile manner.
 ӹ Stimulates the production of gonadotropins; luteinising 

hormone (LH) and follicle stimulating hormone (FSH) from 
the anterior pituitary (adenohypophysis).

Follicle stimulating hormone (FSH)
 ӹ Peptide hormone.
 ӹ Produced by the anterior pituitary in response to GnRH.
 ӹ Stimulates growth of the granulosa cells of primordial 

follicles (primitive follicles which each contain an oocyte) 
within the ovary, which leads to the development of the 
ovarian follicles. 

 ӹ The granulosa cells of the follicles produce oestrogen and 
inhibin, which act by negative feedback to inhibit GnRH and 
FSH production. The follicle with the most FSH receptors 
is able to grow, while other follicles regress as the FSH levels 
fall in response to the negative feedback. The one remaining 
dominant follicle (also called the Graafian follicle or tertiary 
follicle) is then ready for ovulation. 

CONTENTS
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Luteinising hormone (LH)
 ӹ Peptide hormone.
 ӹ Produced by the anterior pituitary in response to GnRH.
 ӹ Stimulates production of androgens by theca cells of the 

follicles within the ovaries. Androgens are then converted to 
oestrogens in the granulosa cells in the follicular phase.

 ӹ The release of oestrogen and inhibin provides negative 
feedback to reduce LH and FSH production in the follicular 
phase. However, at high concentrations, oestrogen then 
positively feeds back on the anterior pituitary, causing a 
sudden release of high concentrations of LH (the LH surge). 
The LH surge causes prostaglandin synthesis in the dominant 
follicle, causing the follicle to burst and release the oocyte 
inside. This event is ovulation. 

 ӹ After ovulation, LH promotes the luteinisation of the granulosa 
cells, which then begin to produce progesterone, converting 
the remnants of the dominant follicle into the corpus luteum.

Oestrogen
 ӹ A steroid hormone.
 ӹ Produced by the ovarian follicles from the granulosa cells in 

response to FSH.

 ӹ Stimulates proliferative changes in the endometrium, 
building up the lining of the uterus in preparation for a 
potential pregnancy.

 ӹ Increasing levels of oestrogen in the follicular phase has a 
negative feedback effect on the hypothalamus and pituitary 
glands, leading to a decreased release of GnRH, FSH and 
LH. However, when high levels of oestrogen are sustained 
for approximately 40–50 hours, the negative feedback on LH 
becomes a positive feedback and the LH surge occurs.

Progesterone
 ӹ A steroid hormone.
 ӹ Produced by the granulosa cells of the corpus luteum.
 ӹ Stimulates secretory changes of the endometrium, preparing 

it for blastocyst implantation.

Androgens, for example, testosterone and androstenedione
 ӹ Steroid hormones.
 ӹ Produced by the theca cells of the ovarian follicles in 

response to LH. Some androgens are also produced by the 
adrenal cortex.

 ӹ Androgens are the precursors of oestrogen. They are 
converted into oestrogen through aromatase enzyme activity 
within granulosa cells. 

Hypothalamus

GnRH

Anterior
pituitary

LH FSH

-ve

-ve

Ovary

Theca cell Granulosa cell

Cholesterol

Desmolase

Androstenedione Oestrogen
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FIGURE 9

The HPO axis in the follicular phase.
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HYPEREMESIS GRAVIDARUM 
Matthew Wood

H
yperemesis gravidarum is nausea and vomiting 
in early pregnancy with symptoms severe enough 
to cause clinical dehydration or a significant 
reduction in the patient’s quality of life. Weight loss 

of around 5% of body weight and electrolyte imbalance is also 
commonly used as part of the definition. 

Aetiology
Mild nausea and vomiting in pregnancy affects over 70% of 
pregnancies, with symptoms classically worse in the morning, 
leading to the popular colloquialism ‘morning sickness’. 
Hyperemesis affects around 1% of pregnancies. 

Pathophysiology
The cause of nausea and vomiting in early pregnancy is not 
fully understood. The best established theory suggests the 
hormone human chorionic gonadotropin (hCG) causes 
hyperemesis. Produced by the placenta, β hCG is at its 
maximum maternal serum level in the first 8–12 weeks of 
pregnancy. It is believed this high level of hCG has a direct 
stimulatory effect on the chemoreceptor trigger zone (CTZ) 
and vomiting centres of the midbrain. 

The β hCG levels fall sharply in the second trimester. For 
this reason, hyperemesis usually resolves around or before 
16 weeks of gestation. Ongoing or new vomiting beyond 20 
weeks of gestation is unlikely to be attributable to hyperemesis 
gravidarum, and further investigation should be undertaken to 
identify an alternative cause.

Clinical features
Symptoms
 ӹ Nausea.
 ӹ Vomiting or retching.
 ӹ ‘Unable to keep food and drink down’.
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 ӹ Decreased urinary frequency.
 ӹ General exhaustion.

Signs
 ӹ Prolonged capillary refill time.
 ӹ Tachycardia.
 ӹ Dry mucous membranes.
 ӹ Weight loss.
 ӹ In rare severe cases – decreased conscious level, seizures 

and coma.

Hyperemesis gravidarum is a diagnosis of exclusion. The 
purpose of the clinical review should be to exclude alternative 
diagnoses. Identification of other signs and symptoms should 
prompt further investigation for an alternative diagnosis.

Investigations
 ӹ Urinalysis:

 › Ketones – demonstrate starvation (metabolism of fatty 
acids and amino acids rather than glucose).

 › Leukocytes and nitrites – exclude a urinary tract infection.
 › Glucose – consider diabetic ketoacidosis or renal pathology.
 › Colour and concentration is a subjective marker of 

dehydration.
 ӹ Urinary pregnancy test – to confirm the patient’s report of 

being pregnant.
 ӹ Weight – 5–10% loss of body weight may indicate severe 

dehydration, which increases the risk of metabolic 
disturbance. 

 ӹ Blood tests – these tests are useful to exclude alternative 
causes of vomiting, and haematocrit and urea and electrolytes 
(U&Es) are also useful to assess the severity of dehydration:
 › Full blood count (FBC).
 › U&Es.
 › Liver function tests (LFTs).
 › C-reactive protein (CRP).
 › TSH.
 › Glucose.

 ӹ Ultrasound scan – identifies twin or molar pregnancy, both 
of which can cause significantly elevated hCG levels. 

Diff erential diagnosis
 ӹ Infective cause – gastroenteritis, urinary tract infection.
 ӹ Pain – appendicitis, renal colic.
 ӹ Gastrointestinal – reflux, peptic ulceration, liver disease.
 ӹ Endocrine – severe hyperthyroidism, diabetic ketoacidosis.
 ӹ Psychiatric – bulimia nervosa, anxiety.
 ӹ Raised intracranial pressure.
 ӹ Molar pregnancy.

Complications
 ӹ Severe dehydration.
 ӹ Iatrogenic Wernicke-Korsakoff encephalopathy.
 ӹ Refeeding syndrome.

Management
 ӹ Rehydration – obtain intravenous (IV) access and prescribe 

a crystalloid fluid. The choice is dependent on serum 
electrolytes; however, carbohydrate containing fluids are 
usually avoided initially.

 ӹ Anti-emesis:
 › Anti-emetics

 › An intramuscular or IV antihistamine anti-emetic, 
such as cyclizine or promethazine, is usually the 
first-line anti-emetic therapy. This is then switched 
to the oral route for ongoing prevention of emesis 
once oral intake is tolerated. If patients would prefer a 
non-pharmaceutical alternative for mild symptoms of 
nausea, ginger is recommended. 

 › If symptoms are not adequately controlled with the 
initial anti-emetic therapy, a second-line anti-emetic 
can be given in addition to the first-line therapy. 
Prochlorperazine or metoclopramide are commonly 
used as second-line therapies. 

 › If symptoms are still not controlled, ondansetron can 
be prescribed. Limited safety data are available, but this 
compound is not known to be harmful to the fetus. 

 › If, despite all other treatments, vomiting persists, 
senior obstetricians can consider treatment with other 
anti-emetics such as domperidone or dexamethasone.

 › Treating reflux
 › Often gastro-oesophageal reflux and the symptom of 

water brash can complicate hyperemesis. Treatment 
with a type 2 histamine receptor (H2) antagonist, 
such as ranitidine, or a proton pump inhibitor, such as 
omeprazole, can relieve these symptoms.

 › Antacid liquids and tablets can also offer good 
symptomatic relief. 

 ӹ Thromboprophylaxis – dehydration and pregnancy are both 
independent risk factors.

 ӹ Encourage oral intake of food and liquid – this returns the 
body to normal metabolism, stopping gluconeogenesis.

Treating the severe complications
In severe cases of hyperemesis with prolonged starvation and 
weight loss, patients are at risk of serious complications of 
routine treatment. In these patients, vitamin B1 (thiamine) 
should be given prior to the patient receiving IV fluids 
containing carbohydrates or attempting to eat again. Thiamine 
is essential in the metabolism of glucose, and in these patients, 
serum levels are often low. If carbohydrates are given, thiamine 
is rapidly depleted, which prevents further glucose metabolism. 
Neurones are reliant on glucose, so severe thiamine deficiency 
can cause neuronal cell death. This can result in Wernicke’s 
encephalopathy which, if not urgently treated with specialist 
assistance, can progress to permanent Korsakoff psychosis.

Patients with severe hyperemesis are also at risk of 
refeeding syndrome. Prolonged starvation prevents 
ingestion of electrolytes. To maintain serum levels 
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The following medications can be used in the management of 
hyperemesis gravidarum. To what class of drug do they belong?

Q1 Cyclizine.

Q2 Metoclopramide.

Q3 Omeprazole.

Q4 Ondansetron.

Q5 Prochlorperazine.

Q6 Promethazine.

Q7 Ranitidine.

Q8 Which of the following is the major cause of hyperemesis 
gravidarum?
A Mass effect of the uterus pressing on the bowel 

and stomach.
B β hCG affecting the vomiting centres of the brain.
C Progesterone relaxing the lower oesophageal sphincter.
D Oestrogen delaying gastric emptying.
E Insulin-like growth factor (IGF1) causing insulin 

resistance and ketoacidosis.

Q9 Answer true or false to these statements regarding 
hyperemesis gravidarum.
A Ketonuria supports the diagnosis of hyperemesis.
B A raised haematocrit is a common investigation result 

in hyperemesis gravidarum.
C Ultrasound scanning should form part of first-line 

investigations in hyperemesis to diagnose molar 
pregnancies.

D Pregnancies troubled by hyperemesis are more likely to 
end in miscarriage.

E Hyperemesis commonly presents in the second 
trimester.

[Answers on page 174.]
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of electrolytes, such as magnesium, phosphate, potassium 
and calcium, these ions are shifted from inside cells to the 
serum. When feeding restarts, insulin is released in response 
to increased carbohydrate levels. Insulin drives electrolytes 
back into cells, resulting in sudden dangerously low serum 
concentrations of electrolytes, which can result in seizures, 
arrhythmias, confusion, coma and death. To prevent this, 
regular electrolytes levels should be taken and low levels treated 
with intravenous replacements. 

Prognosis
Most patients’ symptoms resolve quickly after administration 
of IV fluids and simple antiemetic therapy. Symptoms usually 
resolve by around 16 weeks gestation. There is also evidence 
that pregnancies with episodes of hyperemesis have a reduced 
risk of spontaneous early miscarriage compared to pregnancies 
without. 

A Dopamine 
receptor agonist.

B Dopamine receptor 
antagonist.

C Histamine H1 
receptor agonist.

D Histamine H1 receptor 
antagonist.

E Histamine H2 
receptor agonist.

F Histamine H2 receptor 
antagonist.

G Hydrogen/sodium 
ATPase inhibitor.

H Irreversible proton pump 
inhibitor.

I Nicotinic 
receptor agonist.

J Nicotinic receptor 
antagonist.

K Serotonin 5-HT3 
receptor agonist.

L Serotonin 5-HT3 
receptor antagonist.

QUESTIONS

Sandra, a 24-year-old woman, gravida one, is around 
eight weeks pregnant. She has suffered from nausea and 
occasional vomiting for the last four weeks. However, over 
the last week, she has been unable to eat, is only drinking 
small amounts and has been unable to work due to the 
frequency of her symptoms. She is exhausted and very 
upset. She has no past medical history and is taking no 
medication. 

Questions
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CONTRACEPTION 
Katherine Lattey, Matthew Wood

C
ontraception involves the use of methods or 
techniques to prevent pregnancy. A wide variety 
of contraceptive methods are available (see Tables 
14, 15 and 16) with individual choice based on 

weighing up the risks, benefits, cautions, contraindications and 
practicalities for each patient. Aside from the barrier methods 
of contraception, none of the other methods described protect 
against STIs.

Combined oestrogen and progesterone 
contraception
All combined forms of contraception contain both a form of 
oestrogen and progesterone; therefore, the user experiences the 
risks and benefits of each hormone. The underlying principle 
of any combined contraception is that oestrogen, and to a lesser 
extent progesterone, inhibits the HPO axis at the hypothalamus 
and pituitary. This results in decreased FSH and LH release, 
which prevents oestrogen production and folliculogenesis in the 
ovaries, resulting in anovulation. Decreased oestrogen production 
reduces the amount of endometrial proliferation, thereby also 
reducing menstruation volume and pain. The cervical mucus is 
also thickened by combined forms of contraception, reducing 
the ability of sperm to enter the uterine cavity. However, it is 
anovulation that has the main contraceptive action.

Progestogen only contraception
All progestogen only contraceptives thicken the cervical 
mucus to act as a physical barrier to sperm, and they also 
thin the endometrium so that implantation is less likely. 
Thinning the endometrium reduces the blood volume lost 
during menstruation, so these medications can be used to treat 
menorrhagia. Many progestogens also inhibit ovulation (the 
Cerazette® pill and intramuscular (IM) injection, in particular). 
Compared to the combined contraceptives, there are fewer 
risks, as the disadvantages associated with oestrogen are lost. 
All contraceptives, except the combined contraceptives, can be 
used while breastfeeding.
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PELVIC ORGAN PROLAPSE 
Kirsty Dawson

P
elvic organ prolapse is the protrusion of one 
or more pelvic organs (Figure 30) through the 
supporting fascia of the vagina, leading to downward 
displacement of the associated vaginal wall. These 

protruding structures can include the urethra, bladder, rectum, 
uterus or vaginal vault. The herniation of these structures 
causes indentation of the vaginal wall, with the appearance of a 
lump or bulge at the introitus (opening of the vagina).

There are different methods to stage and size a prolapse. A 
prolapse can be small, causing no symptoms and only identified 
on examination, up to the prolapsed tissue protruding through 
the introitus.

Types of prolapse
Anterior wall prolapse 
 ӹ Cystocoele – prolapse of the bladder (upper anterior vaginal 

wall) (Figure 31).
 ӹ Urethrocoele – prolapse of the urethra (lower anterior 

vaginal wall).

Posterior wall prolapse
 ӹ Rectocoele – prolapse of rectum (lower posterior vaginal 

wall) (Figure 32).
 ӹ Enterocoele – prolapse of pouch of Douglas (upper posterior 

vaginal wall); this often contains small bowel.

Uterine prolapse 
Prolapse of the uterus into the vaginal canal. In severe cases, the 
uterus can prolapse through the introitus and become external. 
This is called a procidentia (Figure 33). 

Vault prolapse 
A prolapse of the vault (top) of the vagina. This can occur after 
someone has had a hysterectomy, as the supporting ligaments 
to the vault are severed during the operation (Figure 34).
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Posterior wall prolapses: rectocoele and enterocoele.

Normal pelvic anatomy.

Anterior wall prolapses: cystocoele and urethrocoele.
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ENDOMETRIOSIS 
Patrick Green

E
ndometriosis is the presence of endometrial-like 
tissue outside of the uterus.

Aetiology 
Chronic pelvic pain affects up to 20% of women at some point 
in their lives. There are many causes for this, but one of the 
commonest causes is endometriosis, which may be present in 
up to 50% of female patients with chronic pain. 

Risk factors
The main risk factor for endometriosis is menstrual cycles – the 
more cycles, the more likely endometriosis is to occur:
 ӹ Early menarche.
 ӹ Short menstrual cycle.
 ӹ Nulliparity.
 ӹ Family history.
 ӹ Age – being of reproductive age increases the risk. Symptoms 

usually settle after the menopause as oestrogen levels 
(which drive endometrial cell production) drop after the 
menopause.

Pathophysiology 
How endometrial tissue can exist outside the uterus is not 
understood. The two most popular theories are:
1 Retrograde menstruation – cells from the endometrium 

pass through the fallopian tubes and implant in the 
abdominal and pelvic cavity. 

2 Metaplasia or neoplasia of cells, resulting in endometriosis 
wherever the cell changes occur.

The most common sites of endometriosis are the ovaries, 
uterosacral ligaments and the peritoneum of the pouch of 
Douglas. Less commonly, it is found in other local structures, 
such as the fallopian tubes and on the surface of the uterus, 
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bladder and rectum. Endometriosis has been reported, 
although rarely, in almost every site in the body, including the 
lungs, brain and skin. It is unknown whether endometriosis 
arrives at these distant sites by lymphatic or haematological 
spread, or whether there is a metaplastic process. 

The endometrium in the normal menstrual cycle proliferates 
under the influence of oestrogen produced by the dominant 
follicle of the ovary. In a similar way endometriosis proliferates 
in response to oestrogen. This fact is important because it 
explains:
 ӹ Why endometriosis does not occur before menarche and is 

rare after the menopause.
 ӹ Why the pain and other symptoms are often cyclical 

in nature. 
 ӹ How the medical treatments of endometriosis work.

The most common locations for uterine tissue outside of the 
uterus are shown in Figure 40.

Signs and symptoms
Common symptoms
Pain – thought to be caused by inflammatory responses 
triggered by endometriosis.
 ӹ Chronic pelvic pain.

 › May show a regular pattern that follows the cyclic 
proliferation of the endometriosis in response to 
oestrogen produced in the menstrual cycle.

 › May be constant due to larger lesions, such as ovarian 
endometriomas, which cause persistent inflammation.

 ӹ Dysmenorrhoea.
 › Endometriosis can invade the muscle of the uterus 

and cause inflammation. This condition is called 
adenomyosis.

 ӹ Deep dyspareunia.
 › Commonly due to endometriosis in the pouch of Douglas, 

which is irritated during intercourse.
 › Rarely can be due to endometriosis in the vagina 

or cervix.

Other presentations
 ӹ Infiltration into other organs:

 › Dysuria or haematuria due to bladder endometriosis.
 › Rectal bleeding or dyschezia (pain on defecation) due to 

rectal endometriosis.
 ӹ Rarely, other organs may be affected, presenting with 

haematemesis or pneumothorax with lung involvement, or 
local pain and bleeding from skin involvement. 

 ӹ Subfertility – endometriosis may be diagnosed during 
investigation for subfertility.

 ӹ Asymptomatic – endometriosis is commonly identified 
during laparoscopy being performed for another cause. 
These asymptomatic findings have demonstrated that the 
degree of endometriosis does not often correlate with the 
severity of the symptoms a patient experiences.

Some clinicians advise patients to keep a pain and symptom 
diary to aid with diagnosis.

Ovary

Fallopian tube Body of the uterus

Uterosacral 
ligament

Pouch 
of Douglas

Peritoneum
(lining of the pelvic cavity)

Uterus

Myometrium
(adenomyosis) Broad ligament

Uterovesicle
fold

Bladder

FIGURE 40

Common sites of endometriosis.
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GENERAL PRINCIPLES OF 
GYNAECOLOGICAL CANCER 
MANAGEMENT 
Matthew Wood

T
he options available for treating gynaecological 
cancer vary depending on the type, stage and grade 
of the cancer. The chosen management of each 
patient is individualised to optimise the care for 

that person. However, there are some general principles for the 
management of gynaecological cancer which we will discuss in 
this opening section.

Multidisciplinary approach to care
A multidisciplinary team (MDT) should be involved in the care 
of all patients who are diagnosed with cancer. Gynaecologists, 
oncologists, pathologists and radiologists review the patient’s 
history and investigations collectively, in order to decide what 
forms of treatment are appropriate for the patient. Specialist 
cancer nurses should also be involved to act as a regular point 
of contact for the patient and to help answer any questions that 
the patient may have in between hospital appointments. There 
is good evidence that specialist nurse involvement significantly 
improves patient satisfaction with the overall care provided 
during this difficult time. In certain cases, particularly those 
where radical surgery has been performed, other healthcare 
professionals such as dieticians and physiotherapists may 
become involved. 

The MDT will offer appropriate management options 
dependent on the likely stage and grade of the cancer, which 
will be based on available imaging and histology. The general 
health of the patient and their wishes will also determine 
management. Treatment can include surgery, radiotherapy, 
chemotherapy and palliative approaches. 

Grade
The grade of a cancer is how malignant the tumour appears on 
histology (when viewed under a microscope). If a biopsy has 
been taken, this can be assessed prior to surgery; otherwise, the 
grade can be determined from specimens removed at surgery.
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 ӹ 0 – non-invasive (this is how borderline tumours are graded).
 ӹ 1 – low grade/well differentiated.
 ӹ 2 – moderate grade/moderately differentiated.
 ӹ 3 – high grade/poorly differentiated.

The lower the grade, the more the cancer resembles the normal 
cells of the organ of origin, whereas the higher the grade, the 
more abnormal the cells appear. Higher grade cancers are likely 
to be faster replicating and usually hold a worse prognosis than 
low grade cancers.

Stage
Staging is an assessment of how far a cancer has spread within 
the body.
 ӹ MRI is usually the most appropriate imaging modality to 

assess the pelvic organs. It is the first-line staging modality 
for endometrial, cervical, vaginal and vulval cancers. CT is 
used first-line for ovarian cancer.

 ӹ CT is most useful at assessing the thorax and abdomen for 
metastatic spread.

The Fédération Internationale des Gynaecologistes et 
Obstetristes (FIGO) has written criteria to objectify the 
staging for each gynaecological cancer (Table 26). The specific 
criteria for each cancer are discussed within the appropriate 
book subchapter.

Surgery
Traditionally, surgery for gynaecological cancer was an open 
procedure, usually performed by a midline laparotomy. 
However, improvements in surgical equipment and techniques 
are allowing increasing numbers of patients to be treated 
laparoscopically. Laparoscopy gives similar disease free survival 
results with additional benefits, such as shorter hospital stays, 
swifter recovery, less blood loss and fewer postoperative 
complications. The organs for removal can be taken out 
through extensions in the laparoscopic port incisions, or more 
commonly through the vaginal vault (after the uterus has been 
removed). Where possible, the surgeon tries to avoid opening 
the organ containing the tumour while the organ is still in the 
body, as this can lead to tumour spread and a worse prognosis.

At the time of surgery, the abdomen and pelvis are carefully 
inspected, including the diaphragm, liver, bowel and peritoneal 
surfaces of the pelvis. Where disease is thought to have 
advanced beyond the primary organ, removal of the omentum 
and pelvic and para-aortic lymph nodes for histological 
assessment is considered. This whole process is surgical staging, 
which corroborates staging based on previous imaging. 

Curative surgery
Where possible (low stage disease), surgery will aim to be a 
curative procedure, removing the entire tumour. Depending 
on the stage, this may involve removal of just the single organ 
affected, but more commonly all of the uterus, cervix, ovaries, 
and fallopian tubes are removed. Pelvic and para-aortic lymph 
nodes may also be removed, the omentum may be biopsied or 
removed entirely, and fluid from the pelvis sent for cytology. 
Recovery from this level of surgery is usually good, with few 
long term sequelae. 

Salvage surgery
In cases of either recurrent cancer or cancer that has spread 
locally within the pelvis at presentation, extensive surgery 
is required if the intent is curative. Salvage surgery can be 
performed, which typically involves pelvic exenteration 
(the removal of all organs from the pelvis) and subsequent 
reconstruction. The removal of the organs from the pelvis has 
significant consequences for the patient. As she will no longer 
have a rectum, she will require a colostomy or ileostomy. The 
removal of the bladder means that urine must also be diverted, 
either through a urostomy or ileal conduit. The vagina may also 
be removed, meaning that the woman will no longer be able 
to have penetrative sexual intercourse. The recovery from this 
type of operation is protracted, with a multitude of potential 
complications. The patient, her partner and family are likely to 
undergo significant psychological distress, so they should be 
counselled appropriately prior to consent for the procedure. 

Palliative surgery
In high stage disease, where there is metastatic spread, 
complete resection is rarely possible. Although not curative, 
palliative surgery can be offered, where as much of the tumour 
is removed as is safely possible (debulking procedure), with 
the aim of improving the quality and duration of life. Surgery 
may be able to improve specific problems, such as bowel 
obstruction, ureteric obstruction and pain. 

Radiotherapy 
Ionising radiation in high concentration causes DNA damage 
and cell death (Table 27). This is traditionally delivered with 
external beam radiotherapy (EBRT), where radiation is aimed 
into the body from various directions and meets at a single 
point where the cancer is situated, providing maximal energy 
and therefore damage to that specific area. In some cancers, 
such as vaginal or cervical cancer, the radiation source can be 

TABLE 26 : Simplified version of the FIGO staging criteria.

Stage Description

0 Carcinoma in situ

I Cancer confined to organ of origin

II and III Cancer dependent, criteria often include one or more of:
• Local invasion of tissue adjacent to original organ
• Invasion of other pelvic organs
• Lymph node involvement

IV Metastatic spread to distant parts of the body
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ORGANISATION AND PRINCIPLES OF 
ANTENATAL CARE 
Katherine Lattey

T
he World Health Organisation (WHO) advises that 
all pregnant women should be offered antenatal care 
(Figure 1). In the UK, this is primarily provided 
by midwives, with the support of primary care 

physicians, within the community setting. 

Schedule of appointments
First contact with a healthcare professional
The first contact is almost always with the woman’s 
primary care physician. Primary care physicians are crucial 
in the antenatal and postnatal care throughout a woman’s 
pregnancy. 

Upon initial contact, information regarding the following 
should be given to women:
 ӹ Folic acid and vitamin supplements.
 ӹ Smoking, recreational drug use and alcohol intake.
 ӹ Antenatal screening.
 ӹ Diet and exercise.
 ӹ Maternity benefits.
 ӹ Antenatal classes.
 ӹ The pregnancy care pathway.

Booking appointment
The second antenatal appointment is called the “booking 
appointment”, and ideally this should take place within 10 
weeks. It is usually carried out by a midwife who will be 
assigned to the patient throughout the pregnancy. At this 
appointment, the woman should receive information regarding 
the pregnancy, particularly the screening tests available. Early 
appointments facilitate rapid identification of the woman’s 
needs, and for any extra support to be put in place early. If 
risk factors that require obstetric input are identified, then the 
obstetrics team may see the patient throughout the pregnancy, 
in addition to her routine appointments.
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The primary outcomes are to:
 ӹ Identify women who may need additional care or obstetric 

input according to:
 › Past medical history, for example, epilepsy, hypertension.
 › Past psychiatric history, for example, bipolar disorder, 

depression.
 › Past obstetric history, for example, caesarean section, pre-

eclampsia.
 › Family history, for example, puerperal psychosis, diabetes.
 › Social history, for example, smoking, drugs, female genital 

mutilation, domestic violence.
 › Risk factors for venous thromboembolism – where 

significant risk is identified, low molecular weight heparin 
prophylaxis may be offered antenatally. 

 ӹ Measure height and weight to calculate BMI.
 ӹ Measure blood pressure to identify pre-existing 

hypertension.
 ӹ Dip the urine for protein, nitrites and glucose to identify 

underlying renal disease, urinary tract infection or diabetes, 
respectively.

 ӹ Offer booking blood tests: 
 › Full blood count (FBC) – assess for anaemia, platelet 

count and haemoglobinopathies.
 › Group and save (G&S) – blood group, rhesus D status, red 

cell alloantibodies.
 › Microbiology – hepatitis B virus (HBV), HIV, syphilis.

1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24 25 26 27 28 30 31 32 33 34 35 360 +1 +2 +3 +4 +5 +629

Pre-
conception

Commence
folic acid

Blood for:
• Haemoglobin, group, rhesus and antibodies
• Syphilis, hepatitis B and HIV susceptibility 
• Sickle cell and thalassaemia

Take as early as possible, or as soon as woman 
arrives for care, at any stage of the pregnancy 
including labour

Antenatal 

Give screening
information 

as soon
as possible

Early pregnancy
dating scan, and

to support
Down syndrome

screening

Detailed
ultrasound scan

Repeat haemoglobin
and antibodies

Give and discuss newborn
screening information

Medium-chain acyl-CoA
dehydrogenase deficiency (MCADD), 

phenylketonuria (PKU), 
maple syrup urine disease (MSUD), 

isovaleric acidemia (IVA), 
glutaric acidemia type 1 (GA1) 

and homocystinuria (HCU).

Newborn

Physical 
examination
by 72 hours

Newborn 
hearing
screen 

Physical 
examination
by 8 weeks

Newborn blood spot screens for cystic
fibrosis, sickle cell disease, congenital

hypothyroidism and  metabolic disease
(MCADD, PKU, MSUD, IVA, GA1, HCU).

Ideally done on day 5.

Blood tests for Down
syndrome screening

Week Birth

Timeline of antenatal care from conception to birth. This includes pre-conception, during pregnancy and during the postpartum 
period as well (adapted from www.nhs.screening.uk).

FIGURE 1

 ӹ Offer urinalysis and mid-stream urine microscopy, culture 
and sensitivity (MC&S) to screen for asymptomatic 
bacteruria.

 ӹ Offer screening for Down syndrome – either blood tests, or 
combined ultrasound and blood tests.

 ӹ Offer early ultrasound scan (around 12 weeks’ gestation) 
to obtain an accurate estimation of gestational age, identify 
large structural abnormalities, determine the number of 
fetuses, and if the patient wishes, undertake the ultrasound 
part of the Down syndrome screening.

 ӹ The anomaly scan (offered at approximately 20 weeks’ 
gestation) enables further assessment of congenital 
abnormalities that may be more readily detected at this later 
gestation.

[See ‘Antenatal screening and diagnostic tests’ page 229.]
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DIABETES IN PREGNANCY
Yashashwi Sinha

Gestational diabetes 

Gestational diabetes mellitus (GDM) refers to glucose 
intolerance, with the first onset and diagnosis in pregnancy. 
GDM resolves shortly after delivery; it accounts for 90% of 
diabetes mellitus (DM) in pregnancy and occurs in 2–5% 
of pregnancies. Pre-existing DM (type 1 and type 2) refers 
to glucose intolerance with first onset and diagnosis before 
pregnancy. It affects 0.3–1% of pregnant women. 

Risk factors
Screening for GDM is determined by elucidating any 
pre-existing risk factors. If any of these risk factors exist, then 
testing for gestational diabetes is recommended:
 ӹ BMI more than 30 kg/m2.
 ӹ Previous macrosomic baby (more than 4.5 kg).
 ӹ Previous GDM.
 ӹ Family history of DM (first degree relative).
 ӹ Ethnic background with high risk of DM.

 › South Asian.
 › Afro-Caribbean.
 › Middle Eastern.

 ӹ Personal history of polycystic ovarian syndrome (PCOS).

Testing is also considered if persistent glycosuria is identified 
on antenatal urinalysis screening.

Aetiology
To understand why GDM occurs, it is first important to 
understand the physiology of normal pregnancy with 
regards to glucose metabolism. Extra energy is 
required not only for the growing fetus but also 
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to support the changes in maternal physiology. Therefore, an 
increased sensitivity to insulin initially occurs, which leads 
to glycogen synthesis and fat deposition. However, a degree 
of insulin resistance develops midway through pregnancy. In 
addition, cortisol, progesterone, oestrogen and human placental 
lactogen (hPL) are all antagonists of insulin. Therefore, in the 
second half of pregnancy, serum glucose levels may rise. The 
exact pathophysiology is not clearly defined; however, the 
processes involved are thought to be the same as those in type 
2 diabetes mellitus (T2DM), propagated by the diabetogenic 
effects of hormones involved in pregnancy. 
 ӹ GDM occurs in 2–5% of pregnant women and is the 

commonest metabolic complication associated with 
pregnancy. 

 ӹ The increase in the incidence of GDM within the last decade 
is largely attributable to increased screening and improved 
diagnosis, along with an increase in obesity that is coupled 
with the sedentary lifestyles within the general population. 

 ӹ All pregnancies are associated with an increased insulin 
resistance, and up to a two to three fold increase in 
pancreatic beta cell insulin secretion. GDM results when 
insulin secretion cannot overcome peripheral insulin 
resistance, which is primarily driven by the placenta as an 
adaptive response to ensure availability of glucose for the 
developing fetus. 

 ӹ When the glucose levels are excessive, fetal complications 
may develop. This occurs because maternal hyperglycaemia 
will result in fetal hyperglycaemia, resulting in fetal 
hyperinsulinaemia that leads to multiple negative 
implications.

Investigations
If any of the risk factors (as discussed) are identified, testing 
for GDM should be carried out with a two-hour oral glucose 
tolerance test (OGTT) at 24–28 weeks’ gestation (women with 
GDM in a previous pregnancy are also offered an initial OGTT 
at booking). The fasting blood glucose is measured, then a 
75 g load of glucose is given (usually as a drink), followed 
by a further blood glucose measurement two hours after the 
glucose dose.

GDM can be diagnosed if either of the following is observed:
1 A fasting plasma glucose level of 5.6 mmol/litre or above or
2 A two hour plasma glucose level of 7.8 mmol/litre or above.

If at any point during pregnancy glycosuria is detected on 
routine antenatal urine dipsticks (more than or equal to 2+ 
glucose on one occasion, or 1+ on two or more occasions), then 
this may also be an indicator of GDM. If glycosuria is found, 
even in women without risk factors, then testing for GDM with 
an OGTT should be considered.

Complications
Maternal
Skin and urinary tract infections are more common due 
to hyperglycaemia. Pre-eclampsia and pregnancy induced 
hypertension are also associated with GDM, although these are 
not true complications.
[See ‘Pre-eclampsia and pregnancy-induced hypertension’ page 309.]

Fetal
 ӹ Polyhydramnios, caused by fetal polyuria (which has the 

same pathology as seen in adults with diabetic polyuria).
 ӹ Macrosomia (increased growth) secondary to the 

fetal hyperinsulinaemia that results from maternal 
hyperglycaemia.

 ӹ Small for gestational age and intrauterine growth restriction, 
secondary to placental vascular dysfunction.

 ӹ Intrauterine death.

Neonatal
 ӹ Respiratory distress syndrome can develop because of 

delayed pulmonary surfactant production.
 ӹ Hypoglycaemia secondary to persistent hyperinsulinaemia
 ӹ Polycythaemia can result from intrauterine hypoxia causing 

elevated erythropoietin levels.
 ӹ Jaundice as a complication of liver immaturity and excessive 

breakdown of red blood cells.
 ӹ Death. 

Obstetric
 ӹ Increased risk of induction of labour, often offered to reduce 

the risk of stillbirth.
 ӹ Macrosomia significantly increases the risk of instrumental 

delivery and shoulder dystocia, which can cause both fetal 
and maternal trauma.

 ӹ Caesarean section is more likely due to fetal distress, 
failed induction of labour, or suspected cephalopelvic 
disproportion.

Management
General
The patient should be managed with a multidisciplinary 
approach, under consultant-led care at a joint obstetric and 
endocrinology clinic. Educating and motivating the mother 
to optimise her blood sugar control and diet is essential, and 
emphasising the benefits of these lifestyle changes should be a 
priority.

Pregnancy
 ӹ GDM is initially managed with conservative measures such 

as diet and exercise, and all women should be referred to a 
dietician. If adequate targets are not met, then women are 
managed with metformin which can be added to or replaced 
by insulin to obtain optimum glucose control. 
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TWIN PREGNANCY 
Katherine Lattey

M
ultiple pregnancy is defined as the birth of more 
than one baby from a single pregnancy. The 
focus of this chapter will be the development of 
twins (the most common multiple pregnancy). 

However, the principles covered can be applied to higher order 
pregnancies as well, such as triplets and quadruplets.

Twins can be monozygotic (‘‘identical’’), where one 
fertilised zygote splits and forms two embryos, or dizygotic 
(‘‘non-identical’’), whereby two embryos develop from two 
distinct zygotes, each fertilised by separate sperm cells. 

Key definitions are:
 ӹ Zygosity – number of ova.
 ӹ Chorionicity – number of placentae (think chorionic plate of 

the placenta).
 ӹ Amnionicity – number of fetal membranes (think 

amniotic sac).

Aetiology
The fetus is surrounded by two membranes, the chorion 
(which develops first) and the amnion (Figure 11). The chorion 
is the outer membrane surrounding the fetuses (developed 
from trophoblastic tissue which becomes the placenta), and 
the amnion is the inner membrane that encloses the fetus 
and amniotic fluid (characterised by the amniotic sac). At 
birth, these two membranes lie adjacent to each other so they 
are impossible to tell apart on scanning, but during the first 
trimester it is possible to differentiate them.  

Dizygotic twins are always dichorionic diamniotic (DCDA). 
By comparison, monozygotic twins can be DCDA (10% 
of cases) or, more commonly, monochorionic diamniotic 
(MCDA) (90% of cases). When DCDA, both fetuses have 
separate chorions and amnions, which are presented on 
ultrasound as separate placentas, with each fetus observed 
within its own amniotic sac. When MCDA, both fetuses 
share an outer chorion (placenta) but have separate amnions. 
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Rarely, monozygotic twins are monochorionic monoamniotic 
(MCMA) (0.01% of all pregnancies), when they share both a 
placenta and an amniotic sac, or are conjoined. 

Clinically, determining whether the fetuses share chorions or 
amniotic sacs is critical to providing increased surveillance for 
those at higher risk of pathology.

For monozygotic twinning, the incidence of amniotic or 
chorionic sharing is determined by the stage of embryonic 
development at which splitting occurs (Table 11).

Risk factors
Likelihood of having a pregnancy with twins is increased by:
 ӹ Race – African mothers have the highest rates and Asian 

mothers have the lowest rate of twins.
 ӹ Increasing maternal age.
 ӹ Increasing parity.
 ӹ Family history.
 ӹ Fertility treatment – approximately 25% of twin pregnancies 

in the UK are following IVF.

  Incidence of twin pregnancy

The natural incidence of dizygotic twinning in the UK is 
12/1000 pregnancies, whilst in Nigeria it is 54/1000, and in 
Japan it is 4/1000. These differences are due to variations 
in the rate of non-identical twins (where two oocytes have 
been released in a single cycle), as almost universally the rate 
of monozygotic identical twins is 3/1000.

The overall incidence of twin pregnancy is significantly 
affected by the availability of assisted conception in a country, 
and their rules on how many embryos can be implanted per 
cycle. In the UK, where single embryo transfer is advised in 
most cases, the overall incidence of twin pregnancy is 16/1000.  

Investigations 
Overall, 50% of the twins born worldwide are only identified 
as twin pregnancies at delivery. However, earlier detection is 
possible in developed countries where ultrasound scanning 
is routinely used. This allows detection of twins at an early 
gestation, with most detected in the UK at the 12 week 
dating scan. 

Amnion
Yolk sac

Chorionic cavity

Chorion

Week 2 Week 4 Week 6 Week 8

Fetus

Chorion developing
 into placenta

Placenta

Chorionic cavity

Yolk sac
Amniotic cavity

Early embryological development. Initially chorion and chorionic cavity. Over time the amniotic cavity grows and obliterates the 
chorionic cavity.

FIGURE 11

TABLE 11 : Number of days that splitting occurs, and its effect on 
chorionicity and amnionicity in monozygotic twinning.

Number of days 
post-fertilisation

Stage of 
development

Number of 
chorions

Number of 
amnions

Less than four 
days

Eight cell stage Dichorionic Diamniotic

Four to eight days Blastocyst stage Monochorionic Diamniotic

Eight to 14 days Inner cell mass 
has started to 
form

Monochorionic Monoamniotic

More than 14 
days
(conjoined twins)

Amniotic cavity 
and yolk sac 
forms

Monochorionic Monoamniotic 
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NORMAL VAGINAL DELIVERY 
Katherine Lattey

A 
normal vaginal delivery refers to a spontaneous 
delivery of the fetus at term (37–42 weeks) in a 
vertex (head first) position in a low risk woman, 
and after birth the mother and infant are in good 

condition.
Pregnancies are stratified as high or low risk depending on 

certain key factors. However, some low risk women may go on 
to have complications, and conversely, many high risk women 
will go on to have no difficulties. 

Low risk pregnancies will:
 ӹ Have no significant long term medical, psychiatric or social 

concerns – for example epilepsy, chronic kidney disease or 
hyperthyroidism. 

 ӹ Have normal routine pregnancy screening tests.
 ӹ Have no significant complications with the current or 

previous pregnancies.

Stages of labour
Latent phase (early labour)
This stage of labour is when the cervix is effacing and dilating 
from a closed os to 4 cm in diameter. It can last hours to 
several days.

Established labour
 ӹ First stage – 4 cm–10 cm (10 cm is equivalent to full cervical 

dilatation). 
 ӹ Second stage – from full cervical dilatation until complete 

expulsion of the fetus. This can be split into two stages:
 › Some women experience a passive second stage, where 

examination has confirmed a fully dilated cervix, but active 
pushing has not commenced and there are no involuntary 
expulsive contractions. Passive second stage is defined as 
the examination finding of a fully dilated cervix before or 
in the absence of involuntary expulsive contractions.

 › Active second stage occurs in all women, where the 
woman actively ‘pushes’ with expulsive contractions. 
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 ӹ Third stage – from delivery of the baby until delivery of the 
placenta and membranes.

In a normal established labour, the rate of dilation should be 
no slower than 0.5 cm per hour for primigravidous women 
and 1 cm per hour for multiparous. From the onset of the 
second stage of labour, NICE guidelines state that the baby 
should be delivered within four hours. It is recommended 
that a primiparus women is given one hour of passive second 
stage to allow for descent of the fetal head before commencing 
active pushing. A further hour of passive descent is advised for 
anyone with epidural analgesia. 

It is expected that a primiparus women should have delivered 
within two hours of active pushing, and a multiparous 
woman should deliver within one hour of active second stage. 
If delivery is not imminent after this, then an obstetrician 
should review the woman with a view to an operative delivery 
(instrumental or caesarean). 

Mechanism of normal labour
Labour is characterised by regular, painful, uterine 
contractions, which cause the cervix to efface (shorten) and 
dilate (open). The presenting part of the fetus is pushed against 
the cervix during a contraction, causing the cervical changes. 
Once the cervix is fully effaced and dilated (10 cm), the second 
stage of labour commences and the fetus is delivered by 
maternal pushing with contractions. 

Normal labour requires the fetus to be in a vertex 
presentation, or head first. The position is then relative to 
where the fetal occiput (the back of the skull) is in relation 
to the maternal pelvis, particularly the pubic symphysis. For 
example, occipitoanterior means that the fetal occiput is closest 
to the anterior part of the maternal pelvis. 

It is important to remember that the fetal head is not a sphere 
and is instead a rugby ball shape. Throughout labour, the 
largest diameter of the fetal skull needs to be presenting in the 
direction of the widest diameter of the maternal pelvis, which 
is not round either, and the widest plane changes throughout 
the J-shaped canal of the pelvis. The inlet of the female pelvis 
is widest in the transverse plane requiring the fetus to be in an 
occipitotransverse position, but the pelvic outlet is widest in 
the anterior to posterior direction requiring the fetal head to 
ideally be occipitoanterior at this stage. Therefore, to achieve 
a successful vaginal delivery, the fetal head may be required to 
move into different positions at the different stages of labour.

For a typical cephalic presentation (occipitoanterior 
position), the fetus manoeuvres within the uterus in relation 
to the pelvis to allow the vaginal delivery. This process, often 
called the ‘mechanism of labour’, can be broken down into nine 
steps (Figure 14):
1 Pre-engagement of the fetal head with the pelvis – the fetal 

head is ‘‘floating’’ in the uterus, away from the pelvis.
2 Engagement – the fetus descends into the pelvis in the 

occipitotransverse position, as the pelvic inlet is widest in 

this plane. The fetal head flexes, narrowing the diameter of 
the head that is traversing the birth canal. Fetal engagement 
is determined by the amount of fetal head palpable 
(measured in fifths) above the pelvic brim. Once two fifths 
or less of the fetal head are palpable above the pelvic brim 
then the head is engaged. In the vast majority of women 
the fetal head has engaged before the commencement of 
established labour.

3 Internal rotation – as the fetus descends further into 
the pelvis and towards the pelvic outlet the shape of the 
pelvis changes, with the widest diameter in the anterior-
posterior plane. The fetus rotates through 90° to enter the 
occipitoanterior position to accommodate the change in 
dimensions of the pelvis. 

4 Extension – once the fetal head descends further, it is then 
visible as it begins to part the vagina. As the head is pushed 
onto the maternal perineum, this causes extension of the 
fetal neck, which then allows for head delivery.

5 Delivery of the fetal head by extension.
6 External rotation – the fetal shoulders, which have entered 

the pelvic inlet in the transverse position, rotate to the 
anteroposterior position for passage through the pelvic 
outlet. As they do this, the head can be seen rotating to 
align with the shoulders; this is referred to as restitution. 

7 Anterior shoulder delivery – with the next contraction, 
the anterior shoulder is delivered. A delivery assistant can 
help to guide the shoulder under the pubic symphysis by 
applying gentle traction to the fetal head. 

8 Posterior shoulder delivery – the posterior shoulder should 
then deliver after the anterior shoulder, but again may be 
assisted with gentle traction on the fetal head.

9 Trunk delivery – following delivery of the shoulders, the 
rest of the body usually follows without difficulty (because 
of its narrower diameter).
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CAESAREAN SECTION 
Katherine Lattey

A 
caesarean section involves removing the baby from 
the uterus via an abdominal incision. Caesarean 
sections can be classified by the level of urgency 
(category 1–4) (Table 22); this aids communication 

and should be documented in the patient’s notes.
The target for category 1 sections is 30 minutes for delivery 

of the baby. The main reason for category 1 caesareans is 
suspected or confirmed fetal distress, identified with an 
abnormal CTG or FBS suggesting fetal acidaemia. Other 
indications may be a cord prolapse or a large antenatal 
haemorrhage.

 Indications for rapid caesarean section

 ■ Maternal cardiac arrest – perimortem caesarean delivery 
should be within five minutes of arrest to improve 
maternal outcome.

 ■ Prolonged fetal bradycardia – ‘crash caesarean’, delivery 
should be within 10 minutes of the onset of the 
bradycardia; most commonly performed under general 
anaesthetic as it is the quickest way to give effective 
analgesia to perform the procedure.

TABLE 22 : Classification of urgency of caesarean sections.

Category Definition Urgency

1 Immediate threat to life of 
mother or baby

Maternal or fetal 
compromise2 No immediate threat to life 

of either mother or baby, but 
delivery should be expedited

3 Requires early delivery
No maternal or fetal 
compromise4 At a time to suit the hospital and 

mother
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Category 2 sections are not given a time interval in the RCOG 
classifications. However, clinically, it is usually the aim that 
delivery occurs within one hour. The main reason for category 
2 caesarean is for failure to progress in labour.

Category 3 caesareans are commonly performed for breech 
presentation in labour, where delay in delivery of over an hour 
is unlikely to affect the outcome for mother or baby, and it gives 
time for the theatre, staff, and patient to be adequately prepared 
for the operation. 

Category 4 caesareans are performed when all patient and 
hospital requirements have been optimised. In most cases, 
this means that if a caesarean had to be delayed by 24 hours, 
it would have no effect on fetal or maternal health. Example 
indications include:
 ӹ One previous caesarean section – increased risk of uterine 

rupture with vaginal delivery. However, vaginal delivery is 
not contraindicated.

 ӹ Breech pregnancy (not in labour) – if this is the mother’s 
preference after careful counselling regarding the risks 
and other options, including vaginal breech delivery and 
external cephalic version, have been explained. In some 
cases, caesarean section may decrease the risk of birth related 
complications.

 ӹ Multiple pregnancy – again this is up to maternal preference 
and all options should be considered. However, in some 
select cases, caesarean section may reduce the risk of birth 
related complications.

 ӹ Placenta praevia and/or placenta accreta – unacceptable risk 
of major haemorrhage with vaginal delivery.

 ӹ Maternal infection with a risk of transmission to the fetus; 
for example, high viral load in HIV or active primary genital 
herpes – ensure that the fetus does not have to traverse the 
birth canal where the risk of infection is increased. 

 ӹ Maternal request – this is a contentious issue, and reasons 
behind the preference should be explored with suitable 
support offered if this is due to maternal anxiety. 

The decision of whether to perform a caesarean section will 
vary based on clinical factors and patient choice, especially for 
planned caesarean sections. Investigations used to reach this 
decision may include clinical examination (abdominal and 
vaginal), ultrasound, CTG and FBS.

Performing a caesarean section
Preoperative preparation 
 ӹ Informed and documented consent. However, verbal consent 

is valid in an emergency situation.
 ӹ Gain intravenous access and take bloods, including 

FBC and G&S.
 ӹ Antibiotic prophylaxis.
 ӹ Appropriate anaesthesia – this may be via an epidural, spinal 

or general anaesthesia.
 ӹ Bladder catheterisation.

Performing a caesarean section
1 The table should be tilted left laterally by 15o to reduce 

aortocaval compression and therefore minimise maternal 
hypotension.

2 Clean and drape the abdomen, check the catheter is 
draining correctly and check anaesthetic is adequate. 
Complete the WHO surgical checklist.

3 An incision should be made cutting through the skin. This 
is usually a lower abdominal transverse incision 2 cm above 
the pubic bone (often referred to as a Pfannensteil), but in 
some cases a midline incision (sometimes referred to as a 
classical caesarean) is preferred for improved access to the 
uterine cavity. After the skin the next layers opened are a 
layer of fat and the rectus sheath. After cutting through the 
sheath the rectus muscles are parted in the midline to reveal 
the parietal peritoneum, which is then opened to enter the 
peritoneal cavity. 

4 The bladder is freed and pushed down from its usual 
position in front of the uterus by incising the visceral 
peritoneum that attaches the bladder to the uterus, called 
the uterovesical fold.

5 An incision is made in the uterus of an appropriate size to 
deliver the baby. Usually this is a transverse lower segment 
incision but a vertical uterine incision may be indicated, for 
example because of prematurity.

6 Depending on presentation:
 ӹ If cephalic, the surgeons hand is placed under the head, 

then the head should be encouraged through the incision 
with firm fundal pressure by the assistant. This may feel 
strange for the mother. Forceps are sometimes applied to 
the fetal head to aid delivery where access is limited.

 ӹ If the baby is breech then fingers should be placed on 
the baby’s anterior superior iliac spines when the hips 
are flexed to deliver the baby bottom first. Grasping 
anywhere else on the trunk risks damage to the 
structures of the abdomen and/or pelvis. Feet can also 
be used to deliver in footling breech presentations. 

 ӹ If in a transverse position, a foot should be identified 
and used to turn the baby and deliver it breech. 

7 After delivery syntocinon should be given intravenously to 
stimulate uterine contractions.

8 The placenta should then be delivered by controlled cord 
traction and it should be checked that the placenta has 
been removed whole. The uterine cavity is then checked to 
ensure it is empty. Blood samples are often taken from the 
umbilical cord to assess fetal acidosis at delivery.

9 The incision is closed with two layers of sutures to the 
uterus, one layer to the rectus sheath and one layer to the 
skin. Ideally, dissolvable subcuticular stitches are used 
for the skin incision. However, some clinicians advocate 
using non-absorbable interrupted sutures in patients with 
risk factors for poor wound healing, for example diabetes 
or obesity, in an attempt to reduce wound infection and 
breakdown, but evidence for this is limited. 
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ANTEPARTUM HAEMORRHAGE 
Emily Slade

A
ntepartum haemorrhage (APH) is bleeding from 
the vagina during pregnancy after 24 weeks’ 
gestation. Before 24 weeks of gestation, bleeding 
during pregnancy is known as a threatened 

miscarriage.

Aetiology
Causes of APH can be divided into uterine, cervical and 
vaginal causes. 

Uterine causes
 ӹ Placental abruption – this occurs in approximately 1% 

of pregnancies when the placenta partially or completely 
detaches from the wall of the uterus. The area of the placenta 
no longer in contact with the uterus is then unable to provide 
oxygenation and other nutrient transfer for the fetus. The 
larger the abruption, the greater the risk to the fetus. 

 ӹ Placenta praevia – in this condition, the placenta is attached 
in the lower uterine segment, often adjacent to (or covering) 
the cervical os. As the lower segment extends, or as the cervix 
dilates, bleeding can occur. If the placenta is low lying, this 
will be noted at the 20 week scan. However, only 10% of 
women go on to be diagnosed with placenta praevia at more 
than 34 weeks (approximately 0.5% of pregnancies), because 
the uterus grows from the lower segment; hence, the placenta 
effectively ‘‘moves up’’ the uterus as it grows during the 
pregnancy.

 ӹ Vasa praevia – this occurs when one or more of the umbilical 
or placental fetal blood vessels is low lying in the womb and 
covers the cervical os. Often, these are not diagnosed until 
birth. They are frequently associated with placenta praevia. 
It is also associated with cases where the placenta has an 
additional component (a succenturiate lobe) attached to 
another area of the uterus, which are connected together by 
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unprotected blood vessels. When the mother’s cervix dilates 
during labour, the unprotected blood vessels can become 
damaged, which results in fetal haemorrhage. The fetus 
only has a small circulating blood volume, so even a small 
visible haemorrhage from vasa praevia can quickly cause fetal 
distress, exsanguination and death. 

 ӹ Uterine rupture – approximately a 1% risk of uterine scar 
rupture for a woman in labour who has had a previous 
caesarean section. It can present with abdominal pain, 
vaginal bleeding and maternal and fetal distress from acute 
blood loss. Uterine rupture is extremely rare antenatally and 
for women who have not had uterine surgery.

[See ‘Vaginal birth after caesarean section’ page 298.] 

Cervical causes
 ӹ Ectropion – the columnar epithelium in the cervical canal 

extends out through the external os, resulting in columnar 
epithelium on and around the external os, which is friable 
compared to the squamous epithelium which usually covers 

the ectocervix. It is commonly seen in pregnancy and in 
patients taking the COCP. This condition often causes 
bleeding after intercourse, but is very rarely treated in 
pregnancy as it will likely resolve shortly after delivery.

 ӹ Cervical cancer. 
 ӹ Cervical polyp – small, benign tumours which grow inside 

the cervical canal.
 ӹ A ‘show’ – a plug of mucus from the cervix becomes 

dislodged and comes away through the genital tract, usually 
at the end of pregnancy, as the cervix begins to ripen prior 
to delivery. It is common for this plug to contain a small 
amount of blood. 

Vaginal causes
 ӹ Trauma.
 ӹ Infection.

The most important obstetric causes to be aware of are 
placental abruption and placenta praevia (Table 27). 

TABLE 27 : Risk factors for placental abruption and placenta praevia.

Placental abruption Placenta praevia

Aetiology
• The placenta becomes partially separated from the uterus lining, resulting in a 

haemorrhage. 
• This occurs because a portion of the placenta separates from its uterine 

attachment, resulting in a bleed into the decidua basalis of the placenta and 
causing a haematoma. As the haematoma enlarges, it pushes the placenta further 
away from the uterine wall which can worsen the abruption. If the haematoma 
reaches the edge of the placenta, blood will track down and escape out of the cervix 
causing a revealed haemorrhage. If the haematoma fails to reach the placenta 
edge, it can remain hidden between the placenta and the uterine wall. This is called 
a concealed haemorrhage as no bleeding will be seen vaginally (Figure 37). 

• There is no correlation between how clinically shocked the mother appears and the 
blood loss seen vaginally, as the bleeding may be concealed within the uterus and 
therefore not produce visible genital tract bleeding.

• In cases of large abruptions, disseminated intravascular coagulopathy (DIC) 
is common due to a combination of inflammatory processes triggered by the 
abruption and the consumptive use of clotting factors that occurs with any large 
haemorrhage.

Aetiology
• The placenta is lying in the lower segment of the uterus with partial or full 

coverage of the uterus opening (internal orifice of the cervix). 
• In a normal pregnancy, the placenta lies higher up in the uterus and does 

not lie in the lower segment or adjacent to (or covering) the cervical os. 
• Placenta praevia blocks the exit for the fetus on delivery.
• Mothers with a placenta praevia need a caesarean section because it is 

impossible for the fetus to be delivered vaginally, as the placenta blocks 
the cervical opening. 

• Haemorrhage can occur from a placenta praevia if it is disrupted, for 
example during vaginal examination, intercourse, on cervical dilation or as 
the lower segment of the uterus forms in the third trimester. 

• There are four types of placenta praevia depending on its position in the 
uterus. Types one and two are considered minor and type three and four 
are major placenta praevia (Figure 38).

Risk factors
• Placental abruption in previous pregnancy (6% reoccur in subsequent pregnancies).
• Previous caesarean section.
• Maternal smoking. 
• Recreational drug use – especially cocaine.
• Pre-eclampsia.
• Twin pregnancy.
• Maternal thrombophilia.
• External cephalic version. 

Risk factors
• Uterine fibroids causing abnormality in the uterine cavity.
• Previous caesarean section.
• Twin pregnancy (due to large placental size).
• Previous placenta praevia.
• Maternal smoking.
• Maternal age more than 40 years.

Clinical features
• Painful bleeding from the genital tract.
• Tense, ‘woody’, tender uterus.
• Dark red blood.
• Maternal shock, which may not be in keeping with volume of visible blood loss 

(blood loss can be concealed).
• Distressed fetus, demonstrated by abnormalities on CTG.
• Small abruptions may not cause any fetal or maternal compromise.

Clinical features
• Painless bleeding from the genital tract.
• Non-tender, soft uterus.
• Bright red blood.
• Maternal shock, in keeping with volume of blood lost.
• Low lying placenta, covering the cervix on ultrasound.
• Abnormal lies and malpresentations, for example breech, are more 

common.
• Fetal heart rate normal as blood loss is maternal blood not affecting fetal 

circulation (unless the mother is profoundly shocked, in which case fetus 
likely to also be distressed).
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CORD PROLAPSE 
Emily Hotton

C
ord prolapse is the descent of the umbilical cord 
through the cervix, alongside (occult) or past (overt) 
the presenting part of the fetus, in the presence of 
ruptured membranes (Figure 44). It is an obstetric 

emergency that can have high neonatal morbidity and mortality.  

Risk factors
Towards the end of the third trimester, the fetal head engages 
within the pelvis, fixing it in place, and preventing any other 
body part presenting when the woman goes into labour. In any 
situation where there is not good cephalic engagement, the cord 
can sit low in the uterus and then prolapse when the cervix 
dilates and membranes rupture (Table 34). 

Aetiology
The overall incidence of cord prolapse is approximately 0.3%, 
with a higher incidence in breech presentation of around 1%.

Pathology
The umbilical cord contains one vein carrying oxygen 
and nutrient rich blood from the placenta to the fetus, 
and two arteries carrying deoxygenated blood and toxic 
metabolites from the fetus to the placenta. If the blood flow 
is compromised, the fetus only has a few minutes before long 
term neurological damage or death occurs.

If a cord prolapses and then the presenting part of the fetus 
follows it, the cord can be compressed between the cervix 
and the fetus, occluding blood flow. Even without the fetus 
descending into the pelvis, the cord can still be compromised. 
This can occur in response to cold if the cord prolapses out 
of the vagina, to friction from the vaginal tissues or following 
repeated touching by an obstetrician or midwife handling the 
cord. All these events can cause spasm of the umbilical vessels, 
dramatically reducing blood flow. 
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Complications
Fetal
 ӹ Fetal hypoxia.
 ӹ Neurological damage.
 ӹ Intrauterine death.

Maternal
 ӹ Physical trauma associated with rapid operative delivery.
 ӹ Psychological trauma.

TABLE 34 : Risk factors of cord prolapse.

Cause Explanation

Premature labour Presenting part rarely engaged until labour and more likely to present breech.

Breech presentation Breech presentation fetuses may not be engaged in the pelvis.

Cord prolapse is more common with footling breech.

Abnormal/unstable lie Presenting part is not in the pelvis.

Cord prolapse is a significant risk with transverse or oblique lie.

Polyhydramnios Lots of space for the fetus to move, reducing the likelihood of engagement.

Grand multiparous woman The head may not engage until labour.

Placenta praevia Prevents the fetal head from engaging, and if the placenta is not covering the os, the cord could prolapse when the cervix dilates.

Delivery of the second twin After the first twin has delivered, the second twin can lie in any position.
When the membranes rupture, the cord can prolapse through the fully dilated cervix.   

Artificial rupture of 
membranes (ARM)

Prolapse is rare when the head is engaged, but obstetricians sometimes need to augment labour before good engagement. At the 
time of ARM, the fetal head is held via the abdomen to guide the head into the pelvis reducing the chance of cord prolapse. Once the 
liquor has drained and the head is in the pelvis and subject to uterine contractions, cord prolapse is then very rare.  

3.14 Cord prolapse

Fetus

Uterus

Umbilical cord

Cervix
FIGURE 44

Cord prolapse.

Clinical features
Women are unlikely to notice any signs or symptoms 
themselves, except on rare occasions where the cord prolapses 
out of the vagina. If a cord prolapse is suspected, a vaginal 
examination should be performed. Usually, there is a history 
of very recent rupture of membranes just prior to fetal distress. 
The most common fetal sign of cord prolapse is a prolonged 
fetal bradycardia, but it can also cause any other CTG 
abnormality.  
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VENOUS THROMBOEMBOLISM 
Katherine Lattey, Laura Wharton

V
enous thromboembolism (VTE) describes a blood 
clot, or thrombus, forming within a vein before 
breaking off to travel in the systemic circulation, 
where it is known as an embolus. This most 

commonly occurs when a thrombus forms in the deep veins 
of the lower limb [termed a deep vein thrombosis (DVT)] and 
embolises to the pulmonary circulation [termed a pulmonary 
embolism (PE)].

Pregnancy and the postpartum period are associated with 
an increased risk of VTE, and PEs are the most common direct 
cause of maternal death in the UK. Importantly, many PEs are 
preventable with appropriate thromboprophylaxis. 

Aetiology
Thrombus formation (Figure 51) occurs as a result of 
abnormalities in one or more of the components of 
Virchow’s triad:
 ӹ The vessel wall – damage or lesions in the endothelium.
 ӹ The blood flow – haemostatic changes leading to 

blood stasis.
 ӹ The blood components – hypercoagulability.

Pregnancy increases the risk of VTE for several reasons. 
Raised oestrogen and other hormones in pregnancy result in 
an increase in many clotting factors. From an evolutionary 
viewpoint, this is beneficial as it limits haemorrhage at the 
time of delivery; however, this hypercoagulable state increases 
the risk of pathological thrombus formation. In addition to 
the hypercoagulable state, haemodynamic changes occur as a 
result of increased intra-abdominal pressure, which can impair 
venous drainage of the lower limbs, resulting in venous stasis.

POSTNATAL COMPLICATIONS
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Risk factors
Risk assessment scoring systems are used antenatally and 
postnatally for all patients to identify patients at high risk 
of VTE, and prescribe appropriate thromboprophylaxis as 
required (Table 39). In the RCOG system, risk factors are 
associated with a value of one to four and a total risk score is 
then generated. The higher the score, the greater the risk.

Risk management and prophylaxis
All women should be assessed for risk of VTE antenatally, 
usually at the first booking appointment. A risk assessment 
should be repeated if a woman is admitted to hospital, during 
early pregnancy, following delivery and whenever their 
obstetric situation changes. This involves scoring risk factors 
as outlined previously. All patients should avoid dehydration 
and keep mobile to reduce risk. Further management depends 
on risk score, whereby high risk women (risk score of three 
or more) are considered for antenatal prophylaxis with low 
molecular weight heparin (LMWH). This is usually continued 
throughout pregnancy and for six weeks postpartum. LMWH is 
specifically used as it does not cross the placenta, and warfarin 
is teratogenic.

Graduated compression stockings are also recommended:
 ӹ In hospitalised women with a contraindication to LMWH.
 ӹ In addition to LMWH prophylaxis in hospitalised women 

who are considered high risk – postsurgery or those with 
more than three risk factors.

 ӹ Outpatient – in women with a prior VTE or undertaking 
long distance travel. 

FIGURE 51

Pathophysiology of VTE.

Normal
blood flow

Deep vein
thrombosis

Embolus

TABLE 39 : Risk factors and scoring for VTE in pregnancy.

RCOG PE risk factors (weighted by risk conferred)

4 points Previous VTE – except a single event related to major surgery

Ovarian hyperstimulation syndrome (OHSS)

3 points Previous VTE provoked by major surgery

Known high risk thrombophilia

Medical co-morbidities, for example cancer, lupus or nephrotic 
syndrome

Any surgical procedure in pregnancy or puerperium, excluding 
perineal repair and caesarean

Hyperemesis

2 points Obesity more than 40 kg/m2

Emergency caesarean section

1 point Family history of unprovoked or oestrogen related VTE in a first 
degree relative

Known low risk thrombophilia with no VTE

Age more than 35 years

BMI more than 30 kg/m2

Parity of three or more

Obesity

Smoker

Significant varicose veins

Pre-eclampsia in current pregnancy

Dehydration

Multiple pregnancy

Assisted reproduction therapy

Prolonged labour (more than 24 hours)

Forceps delivery

Postpartum haemorrhage more than one litre or requiring 
transfusion

Preterm birth less than 37 weeks gestation in current pregnancy

Stillbirth in current pregnancy

Immobility including hospital admission

Current systemic infection

Elective caesarean section

  Risks of LMWH

 ■ Haemorrhage.
 ■ Hyperkalaemia.
 ■ Injection site reactions.
 ■ Rarely thrombocytopaenia.
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 ӹ Ask to help assist at a caesarean section instead of passively 
watching from afar.

 ӹ Try to experience as wide a range of deliveries as possible – 
from pool births to forceps delivery to emergency caesarean 
sections. 

 ӹ Make sure you are easily available within the department 
and people know that you are interested. The difficulty with 
obstetrics for a medical student is that things happen quickly, 
and if you are not on the ward it is unlikely people will 
remember to call you. To see as much as possible, stay on the 
labour ward and take books or work to do during calm times. 
Good things come to those who wait. Consider working a 
night shift, as there are often fewer people around and more 
opportunities to get involved.

 ӹ Attend events organised nationally and locally to promote 
O&G as a career. For example, in the UK, the Royal College 
of Obstetricians and Gynaecologists (RCOG) run a medical 
students’ day.

Things you can do at medical school to enhance 
your career prospects in O&G
 ӹ Get involved in an O&G audit during your placement.
 ӹ Review a local guideline during your O&G placement.
 ӹ Consider planning an elective with an O&G theme.
 ӹ Undertake special, student selected or extended study 

modules in O&G.
 ӹ Liaise with national and international societies that promote 

O&G. For example, in the UK, you can register with the 
RCOG website for email updates about a career in O&G. You 
can also join the British Undergraduate Society of Obstetrics 
and Gynaecology (BUSOG) or your medical school may 
have its own O&G society.

 ӹ Intercalated degrees also exist that either cover elements of 
women’s health or are entirely focused on this subject.

 ӹ Try to get involved with some research or teaching 
related to O&G.

O
bstetrics and gynaecology (O&G) is a specialty 
that slightly differs from those in other hospital 
departments. It may be housed in a separate 
building, and it often runs alongside the workings 

of a general hospital rather than being fully integrated into 
it. Uniquely, it comprises elements of surgery, medicine, 
paediatrics, radiology and genetics. For many in this speciality, 
this breadth of subject area is one of its most attractive  
features. It combines the adrenaline rush of labour ward 
emergencies with the relatively more relaxed and finesse of 
routine gynaecology surgery, and everything in between. The 
patient demographics are highly varied, covering all age ranges, 
with the only proviso being that patients are usually female. 
Many of your patients will not actually be unwell, just merely 
pregnant! In obstetrics, you will usually be part of an extremely 
happy time when a baby is born and couples become parents 
for the first time, but this is matched occasionally with the 
other extreme: tragedy when something goes wrong. 

To be an effective O&G doctor, you will require excellent 
communication, good teamwork ability and efficient time 
management skills. You need to be able to make rapid and 
effective decisions, as this is a time critical specialty where 
minutes really do count. You must be able to communicate as 
effectively with a grumpy, disengaged teenage mum as you will 
with an informed and confident 45-year-old with menstrual 
problems. Gynaecological problems can be particularly 
challenging, as many women feel embarrassed and sensitive 
about having to seek medical advice. It is important to be able 
to put people at ease and be able to show empathy and give 
appropriate reassurance.

Things you can do at medical school to learn 
more about O&G
 ӹ Try to spend time in an O&G placement at both a teaching 

hospital and a district general hospital, to see the differences 
in O&G services provided.

CAREERS IN OBSTETRICS  
AND GYNAECOLOGY 
Charlie Dyson
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 ӹ Consider writing up an O&G case report if you see any 
particularly interesting or challenging cases.

 ӹ Try to present at a conference with any of the extracurricular 
work that may have given you interesting results.

 ӹ Think about submitting work to other O&G publications. 
Organisations like RCOG often have essay competitions 
specifically for medical students.

 ӹ Contact us about being involved in the next edition of 
this book!

Things you can do as a junior doctor to learn 
more about O&G
 ӹ Apply for a post in O&G as part of your junior doctor 

rotations; or, if this is not possible, apply for a ‘taster’ week.
 ӹ Attend career days for junior doctors aimed at those 

interested in obstetrics and gynaecology.
 ӹ Use the many resources available online to explore career 

options in O&G; this may include the useful careers 
prospectus on the RCOG website.

 ӹ Talk to current trainees in your local O&G department.

Things you can do as a junior doctor to enhance 
your career prospects
 ӹ Take obstetrics membership examinations; you don’t 

necessarily need to be on a training programme to sit 
these exams.

 ӹ Consider undertaking a basic practical skills course in O&G.

 ӹ Take advantage of any opportunities to become involved in 
O&G projects or audits running in your local department.

 ӹ Show commitment to the specialty by attending extra clinical 
sessions over and above the expected working commitments.

 ӹ Apply for prizes and awards for junior doctors. There may be 
essay competitions, research awards and so on.

Most of the above ideas are focussed on trainees based in the UK, 
but the principles can be taken into any setting. Get involved in 
projects in your local O&G department and talk to the consultants 
about what opportunities there may be available for you. If you 
are keen and show dedication to the specialty, people will often 
be very receptive. Almost every country in the world that trains 
doctors has a national organisation for O&G, many of these are 
affiliated with, or have links to the RCOG. Many have student or 
junior doctor branches, and if they don’t, try to set one up!

Career pathways in O&G
Many of these pathways overlap and encompass elements of 
several specialty areas. For example, maternofetal medicine is 
combined as one specialty area in some hospitals; they are not 
mutually exclusive. In some of the more competitive areas, such as 
gynaecological oncology and reproductive medicine, undertaking 
a period of research may be necessary to secure a subspecialty 
training position. As demonstrated, O&G can be a very varied 
specialty with no set pathway; rather, the potential exists for 
subspecialisations, along with a variety of activities within the job.

TABLE 1 : Career pathways in O&G.

Career Pathway Location Main topic areas Specific skills required

Fetal medicine Hospital based Prenatal diagnosis, genetics, paediatrics, in 
utero surgery

Ultrasound scanning and counselling

Maternal medicine Hospital based General medicine in an obstetric setting May require additional postgraduate examinations to be taken; 
good knowledge base as broad and varied subject area; the 
ability to liaise well with physicians

Labour ward management Hospital based Practical skills in delivery, managing 
emergency scenarios

Good organisation, leadership and time management skills and 
a liking for an adrenaline rush!

Benign gynaecology Hospital based Menstrual disorders, endometriosis and 
pelvic pain

Laparoscopic skills; understanding of psychosocial patient 
issues

Gynaecological oncology Hospital based Pelvic cancer surgery, colposcopy and 
hysteroscopy

Good surgical skills; enjoyment of long, complex theatre cases

Urogynaecology Hospital based Pelvic organ prolapse surgery and 
management of urinary incontinence

Good surgical skills, but also requires excellent medical 
knowledge

Reproductive medicine Hospital based Subfertility treatments including IVF Ultrasound scanning, surgical skills, understanding of 
psychosocial patient issues

Paediatric or adolescent 
gynaecology

Hospital based Genetics, embryology, paediatrics Sound anatomy and multidisciplinary working, usually only in 
teaching hospitals

Community gynaecology Community based Sexual health, contraception and 
termination services

People skills – good at engaging with difficult patient groups

Early pregnancy 
management

Hospital based Management of early pregnancy 
complications including ectopic pregnancy

Ultrasound scanning and counselling
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spinal anaesthesia, 283f
World Health Organisation pain ladder, 284f

Androgen insensitivity syndrome, 25
Androstenedione, 11f
Anencephaly, 387

Anogenital warts
clinical presentation, 128, 131, 206
complications, 129
investigations, 128
management, 128–129
prognosis, 129

Antenatal care, see also specific conditions
appointment scheduling, 221–223
consultation guidelines, 223–224, 231, 385
diabetics, 225, 381–382
obstetric abdominal palpation, 226f, 227f, 

228f, 383
screening, 229–230, 231–232, 385–388

Antepartum haemorrhage (APH)
aetiology, 305–307
complications, 308
investigations, 308
management, 308, 428
prognosis, 308
risk factors, 306

Antibodies
breast milk, 455
response to infection, 336, 439

Antidiuretic hormone (ADH), 116, 280
Antiphospholipid syndrome, miscarriage, 67
APH, see Antepartum haemorrhage
ART, see Assisted reproductive technology
Ascites, ovarian cancer, 142
Asherman syndrome, 31, 34, 168–169
Aspirin, pre-eclampsia management, 431
Assisted delivery

complications, 303, 426
contraindications, 301, 425
episiotomy, 302, 303f, 426–427
forceps delivery, 301–302
indications, 300–301
postpartum management, 303
prognosis, 303
risks, 300
ventouse delivery, 302

Assisted reproductive technology, 46–47, 401
Atosiban, 433
Atrophic vaginitis, 159, 216
Augmentation, labour

aims, 280
contraindications, 280
indications, 278
precautions, 280
prognosis, 281

Baby blues, see Mental illness, postnatal
Bacterial vaginosis

clinical presentation, 129
complications, 129

investigations, 129
management, 129
prognosis, 129

Bartholin cyst
aetiology, 100
anatomy, 101f
clinical presentation, 100
complications, 101
differential diagnosis, 101
investigations, 100–101
management, 101–102, 104, 198
prognosis, 102

Benign ovarian cyst
clinical presentation, 133
complications, 134–136, 209
investigations, 133, 135, 208
management, 133–134, 136, 208
prognosis, 135
types, 132–133

Bishop’s Score, 279, 414
Bladder pain syndrome, 116
Botulinum toxin, urge incontinence 

management, 117
Breech

analgesia, 425
diagnosis, 290
external cephalic version, 418–420
footling breech, 290, 418–420
frank breech, 294, 419
management, 291, 292f, 293f, 294
prognosis, 294
risk factors, 290, 420
types, 290f

CA-125, 133, 210
Caesarean section, see also Vaginal birth after 

caesarean section
anaesthesia, 422
complications, 297, 422
indications, 295–296
postoperative management, 297
preoperative preparation, 296
prognosis, 297
technique, 296, 421
urgency classification, 295

CAH, see Congenital adrenal hyperplasia
Cancer, see also specific cancers

chemotherapy, 139
complications, 139
follow up, 139–140
grading, 137–138
multidisciplinary care, 137
palliation, 139
radiotherapy, 138–139

Index
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Cancer (continued)
staging, 138
surgical management, 138
women of childbearing age, 140

Candidiasis, see Vulvovaginal candidiasis
Carbamazepine, 82, 190, 239, 394
Cardiac disease, pregnancy

investigations, 240–241, 394–395
management, 241
normal cardiac changes, 240
prognosis, 241
risk factors, 395

Cardiopulmonary resuscitation (CPR), 
maternal, 364–365

Cardiotocograph (CTG), 270, 271f, 272, 273f, 
274f, 275–276, 316, 411–412

Careers, obstetrics and gynaecology
adjuncts, 463
pathways, 462
preparation

junior doctor, 462
medical school, 461–462

training pathway in United Kingdom, 463
Cervical cancer

aetiology, 154
clinical presentation, 155
complications, 155, 157, 215
differential diagnosis, 155
human papillomavirus vaccination, 154, 214
investigations, 155
management, 156–157, 215–216
pathophysiology, 149–150, 154–155
prognosis, 156
risk factors, 157, 214–215
screening

cervical intraepithelial neoplasia 
management, 152–153

colposcopy, 152
histology, 152
national programme, 150
overview, 149
results management, 150, 151f, 152
smear technique, 150, 151f
timing, 154, 213–214

women of childbearing age, 156
Cervical cerclage, 319
Cervical intraepithelial neoplasia (CIN), 

management, 152–153
Cervical shock, 181
Cervical stenosis, 31
Chaperone, 9, 160
Chickenpox, pregnancy

aetiology, 338
clinical features, 338, 439–440
investigations, 338
management, 338

Chlamydia
clinical presentation, 125
complications, 125–126

investigations, 125
management, 125
prognosis, 126

Chlamydia, pregnancy, 340–341
Cholestasis, pregnancy

anatomy, 405f
clinical features, 256–257
complications, 257
investigations, 257, 405
management, 257–258, 406
pathophysiology, 256
prognosis, 258
risk factors, 256, 405

Chorioamnionitis
aetiology, 323
clinical features, 323
complications, 325
differential diagnosis, 324, 433–434
investigations, 323–324
management, 324, 434–436
prevention, 325
prognosis, 325
risk factors, 323

Chorionic villous sampling (CVS), 230–231, 
403

CIN, see Cervical intraepithelial neoplasia
Clindamycin, 453
Clobetasol propionate, 104, 198
Clomifene citrate, 38, 171
Clonidine, 96
CMV, see Cytomegalovirus
Cocaine, recurrent miscarriage association, 

69, 182
Colposcopy, 152
Condom, female, 79, 187
Congenital adrenal hyperplasia, 17–18, 25–26, 

29, 166–167
Consent, pelvic surgery, 8–9
Contact tracing, 124, 131, 206
Contraception

combined oral contraceptive pill, 76–79, 185
emergency, 80–82, 188–190
intrauterine device, 79, 187, 189–190
Mirena intrauterine system, 77–79, 186–187
oral contraceptives for polycystic ovarian 

syndrome management, 38, 171
progesterone only, 73, 76
sterilisation, 78
types, overview, 74–76

Cord prolapse
aetiology, 345
clinical features, 346, 443
complications, 346
management, 347–348
pathology, 345, 346f, 442
prevention, 348
prognosis, 348
risk factors, 345–346, 442–443

Cortisol, 97, 197

CPR, see Cardiopulmonary resuscitation
CTG, see Cardiotocograph
CVS, see Chorionic villous sampling
Cyclizine, hyperemesis gravidarum 

management, 52, 174
Cystocoele, 111, 200–201
Cytomegalovirus, pregnancy

aetiology, 339
clinical features, 339, 439
investigations, 340
management, 340

Danazol, 122
Deep vein thrombosis, see Venous 

thromboembolism
Dehydroepiandrosterone, 26
Delayed puberty, 20, 21f, 22–23, 166
Delivery, see Analgesia, labour; Assisted 

delivery; Augmentation, labour; 
Breech; Caesarean section; Fetal 
monitoring; Induction, labour; 
Malposition, fetus; Malpresentation, 
fetus; Preterm labour; Vaginal birth 
after caesarean section; Vaginal 
delivery

Depression, see Mental illness, postnatal
DHEA, see Dehydroepiandrosterone
Diabetes, see Gestational diabetes mellitus; 

Polycystic ovarian syndrome
DIC, see Disseminated intravascular 

coagulopathy
Disorders of sexual development

aetiology, 24
associated conditions, 25, 26f, 27f, 28
clinical features, 24
complications, 28
differential diagnosis, 25
gender assignment, 28
investigations, 24
management, 28
prognosis, 28

Disseminated intravascular coagulopathy, 449
Domestic abuse, 223
Down syndrome

abortion, 72, 184
screening, 230–232, 385–387

DSD, see Disorders of sexual development
Duloxetine, 117, 203

Early pregnancy assessment service, 57
Ectopic pregnancy

aetiology, 56f
clinical features, 56–57
complications, 58
differential diagnosis, 58
early pregnancy assessment service, 57
investigations, 57–58
management, 58–59
miscarriage complication, 63

302_Index.indd   466 28/02/18   1:12 PM



INDEX

467

prognosis, 59
risk factors, 56

ECV, see External cephalic version
Edward syndrome, 232, 388
Eff acement, cervix, 411
Efl ornithine, 38, 171
Endometrial ablation

fi broid management, 88–89
menorrhagia management, 84

Endometrial cancer
clinical presentation, 145, 148, 212
complications, 147
diff erential diagnosis, 145
investigations, 146
management, 147
pathology, 146–147
prognosis, 148
risk factors, 145, 148, 211–212
women of childbearing age, 148

Endometriosis
aetiology, 119
clinical presentation, 119–121
diff erential diagnosis, 121
investigations, 121, 123, 203–204
management, 121–123, 204–205
pathophysiology, 119
prognosis, 123
risk factors, 119

EPAS, see Early pregnancy assessment service
Epidural analgesia, 282f, 283, 415–416
Epilepsy, pregnancy

complications, 239
frequency, 237
investigations, 238–239
management, 237–239, 392–394
prognosis, 239

Episiotomy, 302, 303f, 352, 426–427
Erythema infectiosum, pregnancy

aetiology, 337
clinical features, 337, 439
investigations, 337
management, 337–338

Erythromycin, 453
Established labour, 409
External cephalic version, 418–420

FBS, see Fetal blood sampling
Female genital mutilation, 223
Fetal blood sampling, 276, 412
Fetal haemolytic disease

complications, 335
management, 334–335
pathophysiology, 332–334, 437
prognosis, 335
sensitising, 332–334, 437–438

Fetal monitoring
bradycardia, 276
cardiotocograph, 270, 271f, 272, 273f, 274f, 

275–276, 411–412

Doppler monitoring, 270
fetal blood sampling, 276, 412
late decelerations, 411
maternal perception of fetal movements, 

270
Pinard stethoscope, 270

FGM, see Female genital mutilation
FHD, see Fetal haemolytic disease
Fibroids

aetiology, 86
clinical features, 87
complications, 88, 93, 193
diff erential diagnosis, 87–88
intramural, 93, 193
investigations, 87
management, 88–90, 93, 194
pathophysiology, 86–87
prognosis, 90
risk factors, 86

Fitz-Hugh Curtis syndrome, 131, 207
Folic acid, birth defect prevention, 69, 183
Follicle development, 14f
Follicle stimulating hormone, 10, 11f, 12, 

96–97, 162–163, 196–197
Follicular phase, menstrual cycle, 12, 13f
Forceps delivery, 301–302
FSH, see Follicle stimulating hormone

Gastroschisis, 387
GBS, see Group B streptococci
GDM, see Gestational diabetes mellitus
Gender assignment, 28
Genital warts, see Anogenital warts
Gentamycin, 453
Gestational diabetes mellitus

aetiology, 233–234
antenatal care, 225, 381–382
complications, 234, 236, 391–392
diagnosis, 391
investigations, 234
management

delivery, 235–236, 390–391
postpartum, 235
pregnancy, 234–236, 390

pathophysiology, 389
pre-existing diabetic mothers, 235–236
prognosis, 235
risk factors, 233

Gestrinone, 122
Glandular dysplasia, 153
GnRH, see Gonadotropin releasing hormone
Gonadotropin releasing hormone, 10, 11f, 15, 

84, 89, 92–93, 122, 162, 195
Gonorrhoea

clinical presentation, 126
complications, 126
investigations, 126
management, 126
prognosis, 126

Graves disease, see Hyperthyroidism, 
pregnancy

Group A streptococci, 325
Group B streptococci, 321, 323, 435
Growth hormone defi ciency, 21

Haemoglobin, pregnancy levels, 403
Haemorrhage, see Antepartum haemorrhage; 

Postpartum haemorrhage
hCG, see Human chorionic gonadotropin
HELLP syndrome, 317, 430
Hepatitis B, pregnancy

ALT elevation, 400–401
management, 250, 399–400
prognosis, 250
serology, 249–250, 400
transmission to child, 250, 400

Herpes simplex virus
clinical presentation, 127
complications, 127
investigations, 127
management, 127
pregnancy

aetiology, 340
clinical features, 340, 438
investigations, 340
management, 340

prognosis, 127
HIV, see Human immunodefi ciency virus
Hormone replacement therapy

cancer risks, 144, 209
menopause management, 95–97, 197

HPO axis, see Hypothalamic-pituitary-ovarian 
axis

HRT, see Hormone replacement therapy
HSG, see Hysterosalpingogram
HSV, see Herpes simplex virus
Human chorionic gonadotropin, 12–13, 29, 

46, 50–51, 53–58, 62, 175–179, 230, 
246, 398

Human immunodefi ciency virus, pregnancy
complications, 257, 402
hepatitis co-infection, 401
investigations, 257
management, 258f, 401
prognosis, 258
risk factors, 257
transmission to child, 401–402

Human papillomavirus, see Cervical cancer
Hydrops fetalis, 335
Hyperbilirubinaemia, 391
Hyperemesis gravidarum

aetiology, 50
clinical features, 50–51
diff erential diagnosis, 51
investigations, 51, 52, 175
management, 51–52, 174
pathophysiology, 50, 52, 175
prognosis, 52
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Hyperprolactinaemia, 30, 32–33, 168–169
Hypertension, see Pre-eclampsia
Hyperthyroidism, pregnancy

aetiology, 246
complications, 246, 398
Graves disease, 398
investigations, 246, 398
management, 246–247
prognosis, 247
risk factors, 246

Hypertrophic cardiomyopathy, 241
Hypogonadotropic hypogonadism, 33
Hypothalamic-pituitary-ovarian (HPO) axis

hormones, 10, 11f
menstrual cycle phases, 12, 13, 93, 194f
puberty, 16–17

Hypothyroidism
hypothalamic-pituitary-ovarian axis 

impact, 30, 32
pregnancy

aetiology, 24
complications, 247
investigations, 247
management, 248
postpartum thyroiditis, 248
prognosis, 248

Hysterectomy
fibroid management, 89
menorrhagia management, 84

Hysterosalpingogram, 41, 48, 171

IBS, see Irritable bowel syndrome
ICSI, see Intracytoplasmic sperm injection
IMB, see Intermenstrual bleeding
Imperforate hymen, 27–28
Incontinence, see Urinary incontinence
Induction, labour

amniotomy, 280
cervical assessment, 279
failure management, 280, 414
fetal death, 414
indications, 278, 412–414
membrane sweeping, 279
prostaglandin E2, 279–280
risks, 279

Infertility
aetiology, 39
assisted reproduction techniques, 46–47
female

clinical assessment, 40
investigations, 40–41, 42f
management, 42–43
pathophysiology, 39–40
prognosis, 43

male
clinical assessment, 45
investigations, 44f, 45
management, 45

pathophysiology, 44–45
prognosis, 46

risk factors, 39
Instrumental delivery, see Assisted delivery
Insulin, pregnancy changes, 389
Intracytoplasmic sperm injection, 46–47
Intermenstrual bleeding

investigations, 85
pathophysiology, 84–85
prognosis, 85

Intrauterine contraceptive device, 178
Intrauterine growth restriction

complications, 331
growth charts, 327f
investigations, 329f, 330, 436
management, 330f, 331
overview, 327–328
pathology, 328
risk factors, 328–329, 436–437

Intrauterine insemination, 47, 49, 173
In vitro fertilisation, 46–47, 9, 173
Irritable bowel syndrome, 121
IUCD, see Intrauterine contraceptive  

device
IUGR, see Intrauterine growth restriction
IUI, see Intrauterine insemination
IVF, see In vitro fertilisation

Klinefelter syndrome, 26f

Labetalol, hypertension management in 
pregnancy, 430

Labour, see Analgesia, labour; Assisted 
delivery; Augmentation, labour; 
Breech; Caesarean section; Fetal 
monitoring; Induction, labour; 
Malposition, fetus; Malpresentation, 
fetus; Preterm labour; Vaginal birth 
after caesarean section; Vaginal 
delivery

Lamotrigine, use in pregnancy, 239, 394
Laparoscopy, ectopic pregnancy, 60, 179
Large loop excision of the transformation 

zone, 152-153
Levonorgestrel, 82, 190
LH, see Luteinising hormone
Lichen planus, 100
Lichen sclerosus

aetiology, 97
clinical presentation, 97f, 98f
complications, 99
differential diagnosis, 98–99
investigations, 98, 104, 198–199
management, 99, 104, 198
prognosis, 99

Lichen simplex, 100
Listeria, pregnancy, 341
Lithium, 456

LLETZ, see Large loop excision of the 
transformation zone

LMWH, see Low molecular weight heparin
Low molecular weight heparin, 367–368, 452
Luteal phase, menstrual cycle, 12, 13f, 15, 163
Luteinising hormone, 11f, 12, 15, 93, 

162–163, 195

Macrosomia
gestational diabetes mellitus, 392
obese pregnancy and risks, 397

Magnesium sulphate, seizure prophylaxis in 
pre-eclampsia, 430

Malposition, fetus
complications, 285
investigations, 285
management, 286, 287f, 288
overview, 285
prognosis, 288
risk factors, 285, 417

Malpresentation, fetus, see also Breech
complications, 285
investigations, 285
management, 286f
overview, 285
prognosis, 288
risk factors, 285, 417
types, 286

MAOIs, see Monoamine oxidase inhibitors
Marsupialisation, Bartholin cyst, 198
Mastitis

anatomy, 376f
clinical features, 377
complications, 377
investigations, 377
management, 377
overview, 376, 455–456
prognosis, 377

Maternal collapse
aetiology, 362, 450–451
management, 362–364, 450

McCune-Albright syndrome, 17
McRoberts manoeuvre, 351f
Menopause

aetiology, 94
clinical presentation, 94
complications, 95
differential diagnosis, 95
investigations, 94
management, 95–97, 197
pathophysiology, 94, 96, 196
postmenopausal bleeding, 148, 212
prognosis, 96

Menorrhagia
aetiology, 82
clinical features, 82–83
complications, 83
investigations, 83, 85–86, 190–192
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management, 83–84
pathophysiology, 82
prognosis, 84

Menstrual cycle
delayed, 23
menstruation components, 14–15
pain, 15
phases, 12, 13f

Mental illness, postnatal
aetiology, 378
investigations, 378–379
management, 379, 456–457
prognosis, 380
puerperal psychosis, 457–458
types, 379

Metformin
gestational diabetes mellitus management, 

390
polycystic ovarian syndrome management, 

37, 172
Methotrexate, ectopic pregnancy 

management, 60, 178
Methyldopa, hypertension management in 

pregnancy, 430
Metoclopramide, hyperemesis gravidarum 

management, 52, 174
Metronidazole, 453
Mid-parental height, calculation, 20
Mid-urethral sling, 116–117
Mirena intrauterine system, 77–79, 186–187
Mirtazapine, 457
Miscarriage

clinical features, 61
complications, 63–64
diff erential diagnosis, 61
human chorionic gonadotropin drop, 60, 178
investigations, 61–62
management, 62–63
pathophysiology, 61
prognosis, 64
recurrent miscarriage

aetiology, 65
investigations, 68
management, 68
pathophysiology, 65, 66f, 67
prognosis, 68

types, 60, 64–65, 180
Molar pregnancy

aetiology, 53
clinical features, 54
complications, 55
diff erential diagnosis, 54
investigations, 54f
management, 54–55
miscarriage complication, 63
pathophysiology, 53f
prognosis, 55, 177

Monoamine oxidase inhibitors, 457

Mosaicism, placental, 230
Mullerian duct

agenesis, 28
fusion defects, 28

MUS, see Mid-urethral sling
Myomectomy, fi broid management, 89, 93, 194

Nifedipine, hypertension management in 
pregnancy, 430

Nocturia, 116

Obesity
examination etiquette, 9, 161
pregnancy

aetiology, 242
classifi cation, 242, 396
clinical features, 242
complications, 243, 397
diff erential diagnosis, 243
investigations, 242
management, 243–244
monitoring, 245, 396

Obstetric abdominal palpation
abnormal fi ndings, 228
auscultation, 227–228
inspection, 226
palpation, 226f, 227
symphysis fundal height, 226f, 227, 383–384

Oestrogen, 11f, 93, 96, 194–196
Oestrogen, pregnancy changes, 389
OGTT, see Oral glucose tolerance test
OHSS, see Ovarian hyperstimulation syndrome
Omeprazole, hyperemesis gravidarum 

management, 52, 174
Ondansetron, hyperemesis gravidarum 

management, 52, 174
Oral contraceptives, see Contraception
Oral glucose tolerance test, 391–392, 396
Ovarian cancer

aetiology, 140
clinical presentation, 142
complications, 143
diff erential diagnosis, 143
investigations, 142, 144, 210
management, 143–144, 210–211
pathology, 141–142, 210
prognosis, 144
risk factors, 140–141, 144, 209
women of childbearing age, 144

Ovarian cyst, see Benign ovarian cyst
Ovarian hyperstimulation syndrome, 48–49, 

173
Ovary, anatomy, 8
Overactive bladder, 112
Oxytocics, 410

Pain relief, see Analgesia, labour
Pain, menstrual cycle, 15

PAIS, see Partial androgen insensitivity 
syndrome

Partial androgen insensitivity syndrome, 25
PCB, see Postcoital bleeding
PCOS, see Polycystic ovarian syndrome
Pelvic examination, 3–4
Pelvic infl ammatory disease

clinical presentation, 126, 131, 205
complications, 127
investigations, 126
management, 126–127
physical examination, 9, 161–162
prognosis, 127

Pelvis types, 349f
Peripartum cardiomyopathy, 240
Pfannensteil, 228, 384
PID, see Pelvic infl ammatory disease
Pinard stethoscope, 270
Placenta

abruption, 305–306, 307f, 427, 450
delivery, 267–268
development, 407
retained, see Retained placenta

Placenta praevia, 305–306, 307f, 417, 
427

PMD, see Premenstrual disorder
Polycystic ovarian syndrome, 23, 132

aetiology, 34
amenorrhoea, 30, 32–34, 168–169
clinical features, 35f
complications, 37–38
diabetes, 37–38, 170
diagnosis, 35, 38, 170
diff erential diagnosis, 36
investigations, 36
management, 36–37, 49, 172
pathology, 34–35
prognosis, 37

Polyhydramnios, 383
Postcoital bleeding

investigations, 85
pathophysiology, 85
prognosis, 85

Posterior tibial nerve stimulation, 117–118
Postnatal depression, see Mental illness, 

postnatal
Postpartum haemorrhage

aetiology, 356–357, 448
clinical features, 357
complications, 357–358
investigations, 357
management, 358–359
overview, 356
prognosis, 359
risk factors, 356, 447–448

PPH, see Postpartum haemorrhage
PPROM, see Preterm labour rupture of 

membranes
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Pre-eclampsia
aetiology, 309–310
clinical features, 310–311, 314, 429
complications, 312–313, 431
differential diagnosis, 311
hypertension classification in pregnancy, 

309
induction of labour, 412
investigations, 312
management, 313–314, 430
pathophysiology, 310f
postpartum haemorrhage, 447
prognosis, 314
seizures, 397

Precocious puberty, 17f, 18–20, 23, 165
Premature ovarian failure, 30, 32
Premenstrual disorder

aetiology, 91
complications, 92
differential diagnosis, 91–92
investigations, 91
management, 92–93
pathophysiology, 91
prognosis, 93
risk factors, 91

Prenatal care, see Antenatal care
Preterm labour rupture of membranes

clinical features, 320
investigations, 320
management, 320–321, 432–433
pathophysiology, 320
prognosis, 321

Preterm labour, see also Intrauterine 
growth restriction; Small for 
gestational age

clinical features, 316
differential diagnosis, 317
investigations, 316–317, 432
management, 317, 318f, 319
prognosis, 319
risk factors, 316, 431–432

Prochlorperazine, hyperemesis gravidarum 
management, 52, 174

Progesterone, 11, 93, 96, 195–196
Progesterone contraception, see 

Contraception
Progesterone test, 41, 48, 171
Prolapse, pelvic organs

aetiology, 107–108, 111, 199–200
bladder, 111, 200–201
clinical presentation, 108
investigations, 108–109
management, 109–111, 200
prevention, 108
prognosis, 111
types, 105, 106f, 107f
vaginal birth trauma, 108

Prostaglandin E2, labour induction, 279–280

Proteinuria, differential diagnosis in 
pregnancy, 311

Psychosis, see Mental illness, postnatal
PTNS, see Posterior tibial nerve stimulation
Puberty

delayed, 20, 21f, 22–23
male, 16
physiology, 16
precocious, 17f, 18–20, 23, 165
Tanner stages, 18

Pulmonary embolism, see Venous 
thromboembolism

Ranitidine, hyperemesis gravidarum 
management, 52, 174

RDS, see Respiratory distress syndrome
Recurrent miscarriage, see Miscarriage
Red degeneration, 93, 193
Reiter syndrome, 125, 131, 207
Respiratory distress syndrome, 432, 437
Retained placenta

aetiology, 355, 446
complications, 355
investigations, 355
management, 355, 445–446
postpartum haemorrhage, 447–448
prognosis, 356

Reverse Woods screw manoeuvre, 353f
Rhesus incompatibility, 333–334
Rifampicin, 189
Risk of malignancy index, 142
RMI, see Risk of malignancy index
Rubella, pregnancy

aetiology, 339
clinical features, 339, 439
investigations, 339
management, 339

Rubin II manoeuvre, 353f

Sacral nerve stimulation, 118
SCD, see Sickle cell disease
Selective serotonin reuptake inhibitors, 93, 

196, 457
Semen analysis, 45, 48, 172
Sepsis

maternal collapse, 451
postnatal

aetiology, 371
clinical features, 371, 452
complications, 372
investigations, 371, 452–453
management, 371–372, 453
prognosis, 373
risk factors, 370–371

Sexually transmitted infection, see also specific 
infections

differential diagnosis, 124–125
history taking, 124, 131, 206

management principles, 124
pregnancy, 130–131
risk factors, 124

SFH, see Symphysis fundal height
SGA, see Small for gestational age
Sheehan syndrome, 30
Shoulder dystocia

clinical features, 349
complications, 350, 445
management, 351f, 352f, 353f, 444
pelvis types, 349f
prevention, 354
prognosis, 353
risk factors, 349, 444–445

Shoulder dystocia, macrosomia in gestational 
diabetes mellitus, 392

Sickle cell disease, pregnancy
complications, 254
investigations, 253–254
management, 254–255, 403–404
neonatal screening, 404
pathophysiology, 253
prenatal diagnosis, 403
prognosis, 255
risk factors, 386, 253

Small for gestational age
complications, 331
growth charts, 327f
investigations, 329f, 330, 436
management, 330f, 331
overview, 327–328
pathology, 328
risk factors, 328–329, 436–437

SNS, see Sacral nerve stimulation
Speculum examination, 4, 5f, 6f, 7f
Spina bifida, 387
Spironolactone, 38, 170–171
SSRIs, see Selective serotonin reuptake 

inhibitors
Status epilepticus, 238
STI, see Sexually transmitted infection
Stillbirth

aetiology, 342
diagnosis, 342, 440–441
epidemiology, 342
investigations, 342–343, 441–442
labour induction, 414
management, 343–344
prognosis, 344

Stress incontinence, see Urinary incontinence
Sulfotransferase deficiency, 26
Suprapubic pressure, 351, 352f
Symphysis fundal height, 223, 224f, 226f, 227, 

327f, 328, 383–384
Syphilis

clinical presentation, 127–128, 131, 205–206
complications, 128
investigations, 128
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management, 128
pregnancy

aetiology, 338
clinical features, 338–339
investigations, 339
management, 339

prognosis, 128

Tanner stages, 18
Termination of pregnancy, see Abortion
Testosterone, 11
Th alassaemia, pregnancy, 254
Th elarche, 23, 165
Th yroid disease, see Hyperthyroidism; 

Hypothyroidism
Th yroid hormone, pregnancy changes, 389, 398
Tibolone, 96
Toxoplasmosis, pregnancy

aetiology, 337
clinical features, 337, 438
investigations, 337
management, 337

Tranexamic acid, menorrhagia management, 
83

Transvaginal ultrasound, ectopic pregnancy, 
59, 177

Transverse vaginal septum, 27
Trauma, see Perineal trauma

anatomy, 374f, 454
assessment, 375
classifi cation, 374, 454
complications, 375
management, 375, 454–455
prevention, 374–375
prognosis, 375
risk factors, 374

Trichomonas vaginalis
clinical presentation, 129–130, 131, 206
complications, 130
investigations, 130
management, 130
prognosis, 130

Trophoblast, placenta development, 407
Troponin I, cardiac damage marker, 395–396
Turner syndrome, 26, 27f, 33, 167, 169
TV, see Trichomonas vaginalis
Twin pregnancy

aetiology, 259, 260f
complications, 261
higher order pregnancies, 264
incidence, 260
investigations, 260–261

management, 263–264
monochorionic diamniotic pregnancy, 407
prognosis, 264
risk factors, 260
twin to twin transfusion, 262f, 407–408

Ultrasound, see also Abdominal ultrasound; 
Transvaginal ultrasound

antenatal screening, 229–230
twin pregnancy, 261f

Umbilical cord, see Cord prolapse
Underweight, pregnancy

complications, 244
management, 244
prognosis, 244

Urge incontinence, see Urinary incontinence
Urinary incontinence

aetiology, 112
clinical presentation, 114
complications, 118
diff erential diagnosis, 115–116
investigations, 114, 115f, 118, 201
management, 116–118, 203
mixed incontinence, 118, 202
pathophysiology, 113
physiology, 112f, 113
prognosis, 118
risk factors, 114

Uterine artery embolisation, fi broid 
management, 89

Uterine inversion, 355
Uterus, anatomy, 7f, 8f

Vaginal birth aft er caesarean section
benefi ts, 298
contraindications, 423
induction, 299
management, 299, 424
prognosis, 299
risks, 298–299, 423

Vaginal cancer
clinical presentation, 158
diff erential diagnosis, 158
investigations, 158
management, 158–159
prognosis, 159
risk factors, 158

Vaginal delivery
assessment, 267, 268f
delay during delivery, 268–269
eff acement of cervix, 411
engagement, 410

fetal head position, 410
fetal monitoring, see Fetal monitoring
labour

established labour, 409
mechanism of, 266, 267f
stages, 265–266, 409

management, 268, 410
placenta delivery, 267–268

Valproate, use in pregnancy, 239, 392–393
Vancomycin, 453
Vasa praevia, 305–306
VBAC, see Vaginal birth aft er caesarean 

section
Venlafaxine, 457
Venous thromboembolism

aetiology, 366
clinical features, 368
diff erential diagnosis, 369
investigations, 368
management, 368–369
pathophysiology, 367f
prognosis, 369
prophylaxis, 367–368
pulmonary embolism in obese mothers, 397
risk factors, 367, 451
types, 366

Ventouse delivery, 302
VIN, see Vulval intraepithelial neoplasia
Vomiting, gestational diabetes mellitus, 391
VTE, see Venous thromboembolism
Vulval eczema, 100
Vulval intraepithelial neoplasia, 100, 159, 217
Vulval psoriasis, 100
Vulvodynia

aetiology, 102
clinical presentation, 102
complications, 103
diff erential diagnosis, 102
investigations, 102, 104, 199
management, 103–104, 198
prognosis, 104

Vulvovaginal candidiasis
clinical presentation, 130
complications, 130
management, 130
prognosis, 130

Warfarin, pregnancy risks, 451
Woods screw manoeuvre, 353f

Zavanelli manoeuvre, 352
Zika virus, 341
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