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System: FEMALE REPRODUCTIVE SYSTEM 
 
Pelvic Cavity: 

- Male: 
o Urinary Bladder  
o Rectum  

- Female: 
o Urinary Bladder  
o Uterus  
o Rectum 

 
Normal Flora of the Genital Tract 

- Male: 
o Urethra ʹ Few Organisms - (Staph. epidermidis, Streptococci, Uroplasma urealyticum) 

- Female: 
o Vagina ʹ High Numbers of Bacteria ʹ (Lactobacillus - Blue Gram Positive Rods, + Some Anaerobes) 

� Æ Produce lactic acid  
� Æ Protects against Bacterial Vaginosis & Yeast Infections. 

 
Revision of The Breast:  

- Anatomy: 
o Attached to Pec-Major by Suspensory Ligaments   
o Glandular Breast Tissue: 

� Approx 20 lobes/lobules Æ Converge to Lactiferous Ducts Æ Lactiferous Sinuses Æ Nipple 
o Lymphatic Drainage: 

� Supraclavicular, Infraclavicular, Parasternal, Pectoral, Axillary, Central, Subscapular  
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Review of Normal Female Reproductive Anatomy: 
- Embryology: 

o Female = The Default Sex - (NB: The SRY Gene on the Y-Chromosome = the Male Determining 
Gene) 

 
- Anatomy: 

o Vagina/Vulva: 
� Labia Majora & Minora 
� Clitoris & prepuce of clitoris 
� Urethral orifice 

 
o Uterus - Fundus (top / head), Body, Cervix (external os, canal, internal os), Lumen (internal cavity) 

� Perimetrium ʹ Outer wall 
� Myometrium ʹ Middle of wall 
� Endometrium ʹ Inner wall 

o Uterine (fallopian) Tubes 
� Common site of fertilisation 
� Infundibulum ʹ projections = fimbriae (closest to ovary) Æ Receives oocyte 

o Ovaries (gonads) 
� Produce female gametes (oocytes) 
� Secrete female sex hormones ʹ (Oestrogen & Progesterone) 
� Held in place by ligaments & muscles 
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- Blood Supply: 
o Internal iliac artery: 

� Branches from common iliac artery. 
� Uterine Artery 
� Vaginal Artery 
� To external genitalia 

o Ovarian Artery: 
� To ovaries, uterine tubes and uterus 

- Pelvic Diaphragm: 
o Levator Ani (anterior half) 

� Iliococcygeus 
� Pubococcygeus 

o (posterior) Coccygeus (ischiococcygeus) 
o (posterior) Piriformis 
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Background Information on the Cervix: 
- NB: The Transformation Zone ʹ Commonest location of Cervical Cancer. 

o TZ = The location of Transition from Squamous to Columnar Epithelium. 
o NB: During puberty, Columnar Epithelium Migrates out of the os Æ Exposed to Vaginal Acidity Æ 

Metaplasia to Squamous Epithelium  
o This is the area Predisposed to Cancer. 

 
(Red = Squamous) (Blue = Columnar) 

 
- NB: The Normal Cervix ʹ Anatomy & Histology: 

o Endocervix = Simple Columnar Epithelium 
o Ectocervix = Stratified Squamous Epithelium 
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Review of Female Reproductive Physiology: 
- Puberty: 

o A gradual series of events that transform a child into a sexually mature adult. 
o Female: Marked by first menstrual period (average age 13) 
o (Male: Marked by physical development of Male Sex Characteristics) 

- Initiation: 
o Activation of Hypothalamo-Pituitary-Gonadal Axis Æ establishes regulation of gonadal function. 

� At puberty Æ љ Sensitivity of the hypothalamus to Inhibitory Steroid Hormones ÆјGnRH 
ÆјFSH & LH Æ јGonadal Testosterone/Oestrogen/Progesterone Æ Sexual Maturation. 

 
 

- Menopause: 
o MenopaƵƐe ͞occƵƌƐ͟ ǁhen iƚ haƐ been a Ǉeaƌ Ɛince ƚhe laƐƚ menƐƚƌƵaƚion͘ 
o Gradual process over 3-5yrs (between ages 46-54) 
o Mechanism: љFollicle Sensitivity to FSH Æ љFollicles Recruited ÆљOestrogen Levels Production 

Æ Symptoms: 
� љOvulation  
� Irregular, Lighter Periods 
� Hot flushes 
� Palpitations 
� Insomnia, Depression 
� Breast Atrophy 
� Vaginal Dryness 
� Osteoporosis 
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- The Female Reproductive Cycle: 
o The monthly series of events associated with the maturation of an egg. 
o Typically 28 days long. 
o Days 1-5: *Menstruation*: 

� Shedding of the Endometrium 
� Low levels of all hormones (FSH, LH, Oest. & Prog). 

o Days 5-14: The Follicular/Proliferative Phase: 
� Follicular Recruitment & Growth  
� + Endometrial Proliferation  
� Rising levels of Oestrogen as Follicle/s get larger.  

o Day 14 (Mid-Cycle): *Ovulation*: 
� Surge of FSH & LH Æ Ovulation into peritoneal cavity Æ Oocyte enters Fallopian Tubes. 
� FERTILE 

o Days 14-28: The Luteal Phase: 
� Transformation of Follicle Æ Corpus Luteum 
� Corpus Luteum Secretes Mainly Progesterone (& Some Oestrogen) 

x Degenerates (Unless pregnancy occurs ÆC.L. persists until the placenta can take 
over). 

� FERTILE 
o Day 28: End of Cycle: 

� Corpus Luteum Degenerates Æ No Oestrogen/Progesterone to sustain Thick Endometrium 
ÆEndometrial Arteries become Spastic & Tortuous Æ Menstruation. 
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Meiosis (Female) ʹ Oogenesis: 
- It is thought that in general, the total number of eggs in a female is predetermined at birth. 
- Female gamete production = Oogenesis. 

o Done through meiosis  
� Specialized cell division 
� Usually produces 4 haploid cells. 

1) Foetal period - the, Oogonia (diploid ovarian stem cells) multiply rapidly by mitosis, then enter a growth 
phase and lay in nutrient reserves as Primary Oocytes. 

2) These Primary Oocytes then become surrounded by a single layer of Follicle Cells forming a Primordial 
Follicle. 

3) Primary Oocytes (of the primordial follicles) then begin the first meiotic division. However, they are 
arrested in prophase I. 

4) Female is born with approx. 2million primary oocytes. By puberty, 250000 primary oocytes are left. 
5) PubertyͶMenopause: Each month, a small number of primary oocytes are recruited in response to the LH 

surge midway through the menstrual cycle. (Luteinising Hormone) As these primary oocytes prepare to 
divide, a spindle forms on its edge, creating a small ͞nipple͟ where half of the chromosomes will be cast 
during division.  

6) Only one of the primary oocytes is selected to continue meiosis I. Produces 2 haploid cells (23 
chromosomes each) dissimilar in size͘  The smaller cell is the ͞fiƌƐƚ polaƌ bodǇ͟ (little->no cytoplasm) and 
the larger cell is the secondary oocyte. Æ The secondary oocyte is then arrested in metaphase II and 
OVULATED. (unequal Cytoplasmic divisions ensure that a fertilised egg has ample nutrients for its week-
journey to the uterus.) 

7) The ovulated secondary oocyte MUST be penetrated by a SPERM for it to complete MEIOSIS II, yielding 
one large OVUM and a ͞Second polaƌ bodǇ͟  

*Note: - The potential products of oogenesis are ϯ small polar bodys and one large ovum͘ ;ϯ polar bodies aren͛t 
always formed ʹ first polar body often perishes before meiosis II)  

 -Only the OVUM is a functional gamete. 
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SPECIFIC OBSTETRIC NOTES: 
MATERNAL CHANGES IN PREGNANCY 

 
Effects of Pregnancy on Mother: 

x Anatomical Changes 
o Reproductive Organs:  

� - Become increasingly vascular and engorged with blood. 
� Vagina deǀelŽƉƐ ƉƵƌƉliƐh hƵe ;Chadǁick͛Ɛ ƐignͿ 
� Breasts engorge with blood Æ enlarge + darken. 
� Uterus enlarges ʹ pushes higher into abdominal cavity ʹ abdominal organs intrude into 

thoracic cavity causing ribs to flare. 
� Placental release of relaxin relaxes pelvic ligaments + pubic symphysis  

x Metabolic Changes 
o Placenta secretes human chorionic somatomammotropin (hCS) Æcooperatively with oestrogen & 

progesterone to stimulate maturation of breasts for lactation. 
o hCS exerts glucose-sparing in mother-cells Æ sparing glucose for foetus. (mother-cells increase 

fatty acid metabolism, decrease glycolysis) [can cause gestational diabetes] 
o human Chorionic Thyrotropin (hCT) causes hypermetabolism and increase Ca+ 

concentrationÆenƐƵƌing mineƌaliƐaƚiŽn Žf fŽeƚƵƐ͛ bŽneƐ͘ 
x Physiological 

o Gastrointestinal System 
� Morning sickness ʹ due to increased oestrogen & progesterone 
� Heartburn/reflux ʹ increased pressure on stomach by foetus 
� Constipation ʹ increased fluid uptake + decreased bowel motility. 

o Urinary System 
� Kidneys produce more urine ʹ extra fetal metabolic wastes + increased pressure on 

bladder. 
o Respiratory System 

� Nasal mucosa becomes congested ʹ nasal stiffness. 
� Tidal volume & respiratory rate increases. 

o Cardiovascular System 
� Total body water rises Æ blood volume increases 25-40% to accommodate foetus. Also 

compensates for blood loss during birth. 
� Blood pressure rises 
� Pulse rises 
� Cardiac output increases 20-40% Æ propels greater circulatory volume. 
� Uterus may press on pelvic blood vessels, impairing blood return from lower limbs Æ 

varicose veins. 
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Maternal	Adaptations	to	Pregnancy	
	
Reproductive	System:	

- Anatomical:	
o Reproductive	Organs	become	increasingly	vascular	and	engorged	with	blood.	
o Vagina	develops	purplish	hue	(Chadwick’s	sign)	
o Breasts	engorge	with	blood	à	enlarge	+	darken.	
o Uterus	enlarges	–	pushes	higher	into	abdominal	cavity	–	abdominal	organs	intrude	into	thoracic	

cavity	causing	ribs	to	flare.	
o Placental	release	of	relaxin	relaxes	pelvic	ligaments	+	pubic	symphysis		

- Physiological:	
o Placenta	secretes	human	chorionic	somatomammotropin	(hCS)	àcooperatively	with	oestrogen	&	

progesterone	to	stimulate	maturation	of	breasts	for	lactation.	
o hCS	exerts	glucose-sparing	in	mother-cells	à	sparing	glucose	for	foetus.	(mother-cells	increase	

fatty	acid	metabolism,	decrease	glycolysis)	[can	cause	gestational	diabetes]	
o human	Chorionic	Thyrotropin	(hCT)	causes	hypermetabolism	and	increase	Ca

+
	

concentrationàensuring	mineralisation	of	foetus’	bones.	
	
Urinary	System:	

- Anatomical	Changes:	
o Compression	of	the	bladder		
o Relaxation	of	the	sphincters	(progesterone)	
o Dilation	&	Lengthening	of	the	ureters	(progesterone	à	SM	relaxation)	

- Physiological	Changes:	
o Urinary	Incontenance	(SM	relaxation	of	sphincters)	
o Decreased	capacity	of	the	bladder	to	store	urine	à	↑frequency	of	urination.	
o Increased	plasma	volume	à	Increased	GFR.	

§ ↑	Urine	Production	–	(To	remove	the	extra	foetal	metabolic	wastes)	

§ à	Decreased	reabsorption	of	ions	in	nephron.	
§ NB:	an	increase	in	aldosterone	compensates	for	the	above.	(In	the	distal	nephron)	

o Increased	risk	of	UTIs	due	to	the	decreased	tone	in	sphincter	&	therefore	bugs	can	get	in.		
	
Respiratory	System:	

- Anatomical:	
o Diaphragm	can’t	flatten	fully	à	“Splitting	of	the	Diaphragm”	

§ Diaphragm	also	rises	up	to	4cm.	

o Ribs	flare	out	à	Diameter	of	thorax	increases	by	6-10cm	

o Use	of	more	accessory	muscles	

o Pregnant	women	snore	due	to	hyperaemia	à	Nasal		&	Tracheal	oedema/congestion.	(Can	make	it	

hard	to	intubate	a	pregnant	lady	–	Endotracheal	tube	is	smaller)	

- Physiological:	
o More	oxygen	is	needed	

o Increases	respiration	(↑Tidal	Volume	&	↑Minute	Ventilation	Rate)	

o Minimises	residual	volume	

o No	changes	in	partial	oxygen	pressure	in	blood.	

o No	changes	in	partial	CO2	pressure	in	blood.	

o Hyperventilation	accounts	to	the	above	2.	

o Progesterone	increases	the	sensitivity	of	the	respiratory	centre	to	CO2.	

o Increases	capacity	for	inspiration	&	expiration	à	decreases	residual	volume.	

	

Cardiovascular	System:	
- ↑Plasma	Volume	à	Hypertension	

- ↑HR	

- ↑Cardiac	output	required	to	perfuse	the	extra	body	tissues	(placenta,	breasts,	fat	tissues)	

- Uterus	may	press	on	pelvic	blood	vessels,	impairing	blood	return	form	lower	limbs	à	Varicose	Veins.	
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GI	System:	
- Anatomical:	

o GI	tract	is	displaced	superiorly	&	laterally.	
§ Important	to	know	in	case	of	appendicitis	as	the	appendix	will	be	higher	than	normal	

(usually	experience	pain	in	right	flank)	
o Mouth:	

§ Saliva	increases	(keeps	the	mouth	alkaline	–	keeps	the	pH	up	to	prevent	mouth	ulcers	&	
tooth	decay)	

o Cardioeosophageal	sphincter	is	more	relaxed	(due	to	progesterone)	&	has	to	resist	more	pressure	
due	to	↑intraabdominal	pressure.	

§ Increased	risk	of	aspiration	if	under	anaesthetic	or	unconscious.	à	Pregnant	women	must	
fast	for	longer	than	normal	before	anaesthetic.	

o Stomach:	
§ Hydrochloric	acid	production	decreases.		
§ Decreased	gastric	motility	(due	to	progesterone)	allows	more	time	for	digestion	of	stomach	

contents.	
o Bowel:	

§ Decreased	bowel	motility	(less	peristalsis	due	to	progesterone)	à	more	time	to	absorb	
nutrition	&	water	à	Constipation.	

§ Constipation	also	caused	by	mechanical	obstruction	of	the	rectum	by	the	uterus.	
o Liver:	

§ No	change	in	size	
§ Works	harder	to	produce	enzymes	but	they	don’t	increase.	(eg.	ALT).	Raised	liver	enzymes	

are	a	sign	of	disorder.	
• One	enzyme	will	be	increased	=	“Alkaline	Phosphatase”	–	double/triple	in	

pregnancy	–	Produced	by	the	placenta	&	liver.		
o Gallbladder:	

§ Progesterone	à	less	contraction	of	the	gallbladder	à	Flow	of	bile	becomes	slower	à	
more	time	for	the	metabolilsm	of	fat/cholesterol.	

• If	Bile-flow	is	too	slow	à	Gallstones	risk	is	higher.	
- Physiological:	

o Morning	Sickness	–	due	to	↑Oestrogen	&	↑Progesterone.	
o Heartburn/Reflux	–	Increased	Pressure	on	stomach	by	foetus.	
o Constipation	–	Increased	fluid	uptake	+	↓Bowel	Motility	(Due	to	Progesterone)	

	
Endocrine:	

- Pancreas:	
o Secretes	lots	of	insulin	à	to	facilitate	glucose	uptake	in	the	cells.	
o But	we	still	get	hyperglycaemia.	Why?:	

§ Pregnancy	induces	insulin	resistance	to	maintain	the	high	blood	sugar.	
§ Human	placental	lactogen	&	cortisone/cortisol	&	Progesteron	competes	with	the	insulin	for	

the	receptors.	à	Insulin	‘resistance’.	(Competetive	inhibition)	
- Thyroid	Gland:	

o Increases	in	size	
o Increases	vascularity	
o Increases	production	of	Thyroid	Hormones	–	but	may	not	have	hyperthyroidism.	Why?	–	Oestrogen	

increases	thyroid	binding	globulin	to	decreases	the	‘free	thyroxin’	in	the	blood	doesn’t	increase.	
o Human	Chorionic	Gonadotropin	is	what	stimulates	the	thyroid	&	causes	hypertrophy	(not	Thyroid	

Stimulating	Hormone)	
- Adrenals:	

o Oedema	–	due	to	ACTH	production	à	↑Aldosterone	&	Cortisol	à	Water	retention.	
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Week 11 HB Notes 

Parturition / Labour / Childbirth 

 
Time of birth: 
280 Days after last menstrual period +/- 15 days 
 
Foetal Maturation of Organ Systems: 

- Essential systems for extrauterine life: 
x Interface organs – lungs, gut, immune system 
x Homeostatic organs – endocrine (hypothalo-pituitary-adrenal axis), kidneys, liver, pancreas 

- Promoted by maternal adrenal glucocorticoids (steroid hormones). Causes: 
x Surfactant production in lungs 
x Activity of enzyme systems in gut, retina, pancreas, thyroid gland, brain. 
x Deposition of glycogen in liver. 

 
Initiation of Labour / Parturition 

- Triggered by a combination of hormonal changes. 
- Oestrogen levels peak in late pregnancy, resulting in: 

o Increased uterotonin receptors in uterus – oxytocins + prostaglandins.  
o Decreased effect of progesterone Æ Myometrium becomes irritable Æ weak, irregular 

contractions = false labour 
- Shortly before parturition (true labour), foetal cells produce oxytocin – cause placenta to release 

prostaglandins. 
o Both hormones (oxytocin + prostaglandins) are powerful uterine muscle stimulants. 
o The highly sensitive uterus responds – contractions become more frequent & vigorous.  

- Then, increasing stresses activate mother’s hypothalamus – causes Post. Pituitary to release 
oxytocin – causing a positive feedback loop of stress & oxytocin release.  
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Stages of Labour: 

1. Dilation Stage 
x Time between initiation of labour and full cervical dilation. (10 cm) 
x Amniotic sac usually breaks just before this stage. 

o At first, contractions begin in the fundus, then spread down towards vagina. 
o As the infant’s head is forced against cervix, the cervix softens and thins – begins to dilate. 
o Takes approx 6-12 hrs 
o Baby’s head rotates to minimise its profile. 

 

 
 

2. Expulsion Stage 

x Time between full dilation to delivery of infant. 
o By the time cervix is fully dilated, contractions are strong and regular – 2-3 min intervals. 
o Takes on average 1hr. 

x Vertex position (usual – head first) 

o Crowning occurs – baby’s head is halfway distended from 
the vulva.  

o Baby’s head is delivered, then the rest of the body. 
o Umbilical cord is clamped and cut. 

x Breech position (unusual – bum first) 

o Much more difficult 

o Often requires use of forceps or c-section. 
 

 

3. Placental Stage 

x Delivery of the placenta (approx 30 mins) 
o Baby should be breast fed directly after 2nd stage Æ stimulates oxytocin release Æ causes 

uterine contractions: 
� Uterine contractions compress uterine blood vessels, sheering placenta from 

uterine wall. 
� Also prevents postpartum bleeding 
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Adjusting to Extrauterine Life:  

Breathing 

x Baby must be able to breathe. 
x Once placenta detatches, CO2 builds up in baby’s blood, causing acidosis. 

o This excites respiratory control centres in brain – triggers first inspiration. 
o Breathing aided by surfactant in alveolar fluid – reduces surface tension in aveoli. 

Breast Feeding 

x Lactation = production of milk by mammary glands. 
x During late pregnancy, high levels of estrogens, progesterone & lactogen Æ stimulates 

hypothalamus – secrete prolactin-releasing hormone (PRH) Æ Ant.Pituitary secretes prolactin. 
x For first 3 days – colostrum is secreted (less lactose than milk & minimal fat – but contains more 

protein, vit.A & minerals.) – Rich in IgA antibodies. 
x After first 3 days – true milk production begins. 

o Milk production depends on mechanical stimulation of nipples – sucking infant. 
� Stimulates hypothalamus Æ secretes PRH Æ burst of prolactin from Ant.Pituitary 

Æstimulates milk production for the next feeding. 
� Also stimulates hypothalamicÆpost.pituitary release of oxytocin – causes the let 

down reflex, the actual ejection of milk from alveoli in both mammary glands. 
x Oxytocin also causes uterus to contract Æ to return to normal size. 

 
Puerperium: (4-6 weeks post-partum) 

x Mother’s body readjusts to the loss of the foeto-placental unit 
 
Breast Structure: 

- Mammary glands exist in both sexes – only functional in females 
- Contained within the breast – within the hypodermis (superficial fascia), anterior to pectoral muscles 

of the thorax. 
- Areola – ring of pigmented skin surrounding nipple – contains large sebaceous glands (stop chapping) 
- Nipple – protrudes from centre of areola 
- Each gland consists of 15-20 lobes that open at the nipple. 

o Padded and  separated from each other by conn.tissue (suspensory ligaments) and fat 
o Within the lobes are smaller lobules – containing glandular alveoli – produce milk during 

lactation. 
- Compound alveolar glands pass milk into the lactiferous ducts Æaccumulates in a lactiferous sinus. 
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SPECIFIC OBSTETRIC NOTES: 
PHYSIOLOGY OF PREGNANCY 

 
PREGNANCY: 

- Aetiology: 
o Unprotected Sex 

- Physiology: 
o Ovulation: 

� Ovulation @ Day 14 
� Unfertilised Oocyte is viable up to 24 hrs after ovulation. 

o Intercourse: 
� Sperm are viable inside female for up to 2 days. 
� :. Fertilisation has a 3day window = Sex between Day 12-15. 

o Fertilisation: 
� Sperm fuses with Oocyte Æ Forms a ͞ZǇgote͟ 
� Mitosis Begins Æ Forms Blastocyst 

o Implantation of Blastocyst:  
� 6-7days after ovulation (Ie. Day 20-21) 
� Trophoblast Cells Bind, Proliferate, Invades & Burrows into to Endometrium.  
� Blastocyst becomes completely buried in the Endometrium, surrounded by Lacunae of 

Blood. (Day 25) 
o Amenorrhoea: 

� Trophoblasts secrete B-HCG (Human Chorionic Gonadotropin) Æ Promotes Corpus Luteum 
to continue secreting Oestrogen & Progesterone (Ie. Prevent Menstruation) 

� Trophoblasts Æ ͞Chorion͟ ;continƵes secreting B-HCG)  
x (NB: B-HCG Below expected for dates could = Ectopic/Abortion/Wrong Dates) 

� Chorion Æ Placenta (Takes over from Corpus Luteum Æ Secretes јјјOest & Prog) 

 
o Embryogenesis: 

� Ectoderm Æ Nervous System, Skin & Amnionic Sac 
� (Mesoderm: Formed later during Fastrulation Æ Becomes Heart, Vessels, & All Else.) 
� Endoderm Æ GI Mucosa, Resp.Tract Mucosa, and Urogenital Mucosa. 

 
- Maternal Changes in Pregnancy: 

o Reproductive System: 
� јVascularity & Size of Reproductive Organs  

x Vagina deǀelops pƵrplish hƵe ;Chadǁick͛s signͿ 
x Breasts Enlarge + Darken. 

� Placenta Secretes Relaxin Æ Relaxes Pelvic Ligaments + Pubic Symphysis  
� Placenta Secretes Human Chorionic Somatomammotropin (hCS) Æ 

x Æ Breast Maturation. 
x Æ јMaternal Insulin Resistance Æ Glucose-Sparing Effect Æ More Nutrients for 

Foetus. (NB: Can cause Gestational Diabetes Melitis) 
o Urinary System: 

� Bladder Compression Æ Urinary Frequency 
� љSphincter Tone (Progesterone Æ SM Relaxation) Æ Incontinence & јUTIs 
� Increased plasma volume Æ 50% јGFR Æ Polyuria 
� Glycosuria (Filtration outpaces Reabsorption) 
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o Respiratory System: 
� ϮϬй јOxygen Consumption 
� љDiaphragm Mobility Æ љTotal Lung Capacity 

x Tachypnoea 
x јRib Flaring  
x јAccessory Muscle Usage 

� (NB: No Changes in ABGs) 
o Cardiovascular System: 

� јCardiac Output Required Æ Hyperdynamic Circulation. Achieved by: 
x јHR 
x јPlasma VolƵme (25-40%) Æ Hypertension 

� Uterus can compress on Iliac Veins Æ љVenous Return from Legs  
x Æ Varicose Veins. 
x Æ Haemorrhoids 
x Æ Leg Oedema 

o Haematological System: 
� јPlasma VolƵme ;Ϯϱ-40%) Æ Spurious Anaemia (due to Haemodilution) 
� Hypercoaguable State (јAlmost ALL CoagƵlation Factors; + љAntithrombin-III) 

x Æ јDVT/PE Risk 
� јLeukocyte Count (But Impaired Function) Æ Relative Immunodeficiency 
� Gestational Thrombocytopaenia (Consumptive) 

o GI System: 
� Morning Sickness ʹ dƵe to јOestrogen Θ јProgesterone͘ 
� GIT Displaced Superiorly ʹ (Eg. Appendicitis will present higher than usual) 
� јIntra-Abdominal Pressure Æ Heartburn/Reflux 
� љGIT Tone (Progesterone): 

x љLoǁer-Oesophageal Sphincter Tone Æ Heartburn/Reflux 
x љGI-Motility (More time available for Digestion & Absorption) Æ Constipation. 
x љGallbladder Tone Æ Gallstones. 

� јALP ;Alk-Phos) ʹ Excess Produced by the Placenta (Not Liver).  
o Endocrine: 

� Pancreas: 
x јInsulin Secretion Æ To compensate for HCS-Mediated Insulin Resistance. 
x (NB: Maternal Insulin does NOT cross the Placenta ʹ Bub makes its own Insulin) 

� Thyroid: 
x HCG Æ Stimulates Thyroid (In addition to Normal TSH) 

o јSize & Vascularity 
o јThyroid Hormone Production  
o (But normal T3/T4 levels due to јThyroid-Binding Globulin) 

� Parathyroid: 
x јPTH Æ јBone Ca-Resorption Æ јCa Aǀailable to FoetƵs͛s Bones͘ 

� Adrenals: 
x јACTH Secretion Æ  

o јAldosterone Æ Water Retention Æ Oedema 
o јCortisol Æ Relative Immunodeficiency (Protects Foetus from Mum) 

� Pituitary: 
x јProlactin Secretion Æ Lactation 
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- Clinical Features: 
o Symptoms: 

� Amenorrhoea 
� Nausea/Vomiting 
� Heartburn/Reflux 
� Breast Tenderness 
� Urinary Frequency 
� Constipation 
� Fatigue 

o Signs: 
� Softening of the cervix (4-6wks) 
� ͞Chadǁick͛s Sign͟ - Bluish Hue of Vagina (Engorgement of pelvic vasculature) 
� Uterine Enlargement 
� Breast Enlargement & Darkening 

o Diagnosis: 
� B-HCG:  

x +ve in Serum @ 9days post-conception 
x +ve in Urine @ 28days post-conception 

� Transvaginal USS: 
x 5 wks: Gestational Sac Visible 
x 6 wks: Foetal Pole Visible 
x 7-8wks: Foetal Heartbeat Detectable 

� Trans-Abdominal USS: 
x >6 wks: Pregnancy Detectable 
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Week	8	
Human	Biology	Notes	

Fertilisation	–	Embryology	-	Pregnancy	
	
From	Egg	à	Zygote:	
	 Viability:	

• Oocyte	is	viable	up	to	24	hrs	after	ovulation.	
• Sperm	are	viable	inside	female	for	up	to	2	days.	
• 3	day	viable	window	=	Sex	between	2	days	before	ovulation	and	1	day	after.	

Fertilisation:	
• Only	a	few	thousand	sperm	reach	the	uterine	tubes	(site	of	fertilisation)	
• Sperm	must	be	capacitated	(increased	mobility	+	fragile	acrosomal	membranes)	before	they	can	

penetrate	the	oocyte.	(caused	by	secretions	of	female	tract)	
• Oocyte	is	encapsulated	in	a	“corona	radiata”	and	the	deeper	“zona	pellucida”,	which	both	need	to	be	

breached	before	the	oocyte	itself	can	be	penetrated	by	a	sperm.	
1. Sperm	penetrates	the	corona	radiata,	assisted	by	hyaluronidase,	and	corona	radiata	cells	fall	

away	from	the	oocyte.	
2. Sperm	head	binds	to	zona	pellucida,	which	triggers	the	release	of	acrosomal	enzymes	à	digest	

holes	through	the	zona	pellucida.	(hundreds	of	sperm	are	needed	to	expose	the	oocyte	
membrane)	

3. Single	sperm	fuses	with	oocyte	membrane,	its	nucleus	is	pulled	into	the	oocyte	cytoplasm.	
4. Ca2+	is	released	by	oocyte	ER,	causing	cortical	reactionàcortical	granules	in	oocyte	membrane	

release	enzymes	(zonal	inhibiting	proteins)	that	destroy	remaining	sperm	receptors	+	detach	all	
sperm	still	bound.	

5. Secondary	oocyte	completes	meiosis	II,	forming	ovum	pronucleus	+	2nd	polar	body.	
6. The	lucky	sperm	loses	its	tail	+	midpiece,	&	its	nucleus	swells	to	5x.	à	forms	male	pronucleus.	
7. These	2	pronuclei	fuse	and	form	the	zygote.	(moment	of	fertilisation)	
8. Mitosis	of	conceptus	begins.	
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Zygote	à	Blastocyst	Implantation	
	 Cleavage	&	Blastocyst	Formation:	

• Rapid	series	of	mitotic	divisions	without	intervening	growth.	à	produces	many	smaller	cells	
collectively	called	the	morula.		

• Cells	of	the	morula	compact	(forming	the	inner	cell	mass),	the	zygote	accumulates	fluid	and	
trophoblast	cells	develop	around	the	inside	of	the	zona	pellucida.	(Early	blastocyst)	

• Zona	pellucida	starts	to	break	down	and	the	blastocyst	“hatches”	from	it.	
	

	
	 	

Implantation	(6-7	days	after	ovulation)	
• Endometrium	must	be	receptive	(at	the	height	of	the	secretory	stage)	(caused	by	surging	estrogens	

and	progesterone)	
• Trophoblast	cells	bind	to	the	extracellular	matrix	of	endometrial	cells	on	the	inner	uterine	wall.	

(implantation	may	be	attempted	several	times	where	the	blastocyst	detaches	from	the	immature	
Endometrium	and	floats	south	to	try	again)	

• Endometrium	thickens,	blood	vessels	become	more	permeable/leaky	and	inflammatory	cells	invade	
the	area.	

• Trophoblast	cells	proliferate,	forming	2	distinct	layers:	cytotrophoblast	(adjacent	to	inner	cell	mass)	
and	the	syncytiotrophoblast	(multinucleated	mass	–	invades	the	Endometrium	by	digesting	uterine	
cells.)	

• At	this	stage	implanted	embryo	obtains	nutrition	by	digesting	endometrial	cells.	
• Blastocyst	burrows	through	the	Endometrium	and	is	surrounded	by	a	pool	of	blood	(lacuna).	

Blastocyst	is	covered	over	and	sealed	off	from	uterine	cavity	by	endometrial	cells.	
• Successful	implantation	takes	5	days	(12	days	after	ovulation	–	usually	time	of	menstruation)	
• To	stop	mensus,	trophoblast	cells	secrete	hCG	(Human	Corionic	Gonadotropin)	which	promotes	

Corpus	Luteum	to	continue	secreting	oestrogen	and	progesterone.	
o Trophoblast	cells	differentiate	into	the	chorion	which	continues	secreting	hCG.	

• Chorion	later	forms	the	placenta,	which	takes	over	from	corpus	luteum	&	produces	shit	loads	of	
progesterone	and	oestrogen.		
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Placentation:	
• Cells	from	original	inner	cell	mass	give	rise	to	a	layer	of	extraembrionic	mesoderm	which	lines	the	

inner	surface	of	the	cytotrophoblast.	Together	the	cytotrophoblast	and	extraembrionic	mesoderm	
form	the	Chorion.	

• Germ	layers	form:	inner	cell	mass	facing	blastocyst	cavity	form	a	flat	disc	with	2	layers:	
o Ectoderm	
o 	Forms	nervous	system	and	skin	during	gastrulation	
o –	and	the	amnion	formed	from	the	ectoderm.	(later	fills	with	fluid	à	amnionic	sack)	
o (Mesoderm:	formed	later	during	gastrulation	–	forms	heart,	blood	vessels,	conn.	Tissue	&	

everything	else.)	
o Endoderm	
o Forms	the	mucosa	(epithelial	lining)	of	the	GI	tract,	respiratory	tract,	and	urogenital	tract.	
o -	and	the	yolk	sack	formed	from	the	endoderm.	(later	forms	part	of	the	gut/digestive	tube	and	

produces	the	earliest	blood	cells	&	blood	vessels.	
o –	and	the	allantois	–	structural	base	of	the	umbilical	chord.	
By	8	weeks	all	organ	systems	are	formed.	
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• Chorion	develops	fingerlike	chorionic	villi	which	are	in	contact	with	maternal	blood	and	are	highly	

vascularised.	
• Large	blood-filled	lacunae	form	in	the	Endometrium	and	the	villi	become	totally	immersed	in	blood.	
• Around	 the	 chorionic	 villi,	 the	 Endometrium	 splits	 into	 2	 parts:	 the	 decidua	 basalis	 (basal	 side/	

stratum	basalis	[side	of	umbilical	chord])	and	the	decidua	capsularis	(luminal	side	of	embryo)	
o Decidua	capsularis	expands	to	accommodate	foetus	&	villi	are	compressed	&	degenerate.	
o Decidua	 basalis	 forms	 the	 eventual	 placenta	 and	 villi	 increase	 in	 number	 and	 branch	 even	

more	profusely.	
o Placenta	functions	as	a	nutritive,	respiratory,	excretory	and	endocrine	organ.	

§ Transports	glucose,	amino	acids,	fatty	acids,	O2,	CO2	and	other	wastes.	
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Embryonic	Development
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SPECIFIC	GYNAECOLOGY	NOTES:	
EMERGENCY	CONTRACEPTION	&	ABORTION	

	
Emergency	Contraception:	

- Goal:		
o Last-chance	contraception	if	current	contraceptive	failed	(Eg.	Broken	Condom)	

- Timing:	
o ASAP	after	unprotected	sex.	(<120hrs	/	5days)	
o NB:	Completely	ineffective	Post-Implantation	

- Methods:	
o #1	Prog-Only:	 (AKA:	“Plan-B”)	Single	Dose	–	1.5mg	–	(Effective	<72hrs	&	Fewer	Side	Effects)	

§ NB:	NOT	Effective	After	Implantation!!	
o Copper	IUD:	 Best	efficacy;	But	inconvenient	&	invasive.	

§ Still	Effective	After	Implantation	
o (NB:	Combined	[AKA:	“Yupze	Regimen”]	<72hrs	is	Less	Effective	than	“Plan-B”	&	has	↑SE’s)	

	
Abortion	Pre-Requisites:	

1. Counselling	on	Alternatives	(Eg.	Adoption)	
2. Informed	Consent	
3. Comprehensive	History	
4. Discuss	Contraception	After	Abortion	
5. STI-Screen	&	Education	
6. Antibiotic	Prophylaxis	Prior	to	Abortion	

	
Abortion:	

- Early	Medical	Abortion	(<6wks):	
o STAT	DOSE	-	Mifepristone/RU486:	

§ Progesterone	Receptor	Agonist	à	Prevents	Endometrium	from	supporting	Fertilised	Egg.	
§ Effective	<63days	(7wks)	since	last	period.	
§ No	need	to	come	into	Hosiptal	

o Or	Methotrexate	–	(Used	more	in	Ectopic	Pregnancies)	
- Early	Surgical	Abortion	(<14wks):	

o Dilation	&	Suction	Curettage:	
§ Available	up	to	14wks	Gestation	

- Late	Medical	Abortion	(14-20wks):	
o STAT	DOSE	-	Mifepristone/RU486:	

§ Progesterone	Receptor	Agonist	à	Prevents	Endometrium	from	supporting	Fertilised	Egg.	
§ Effective	<63days	(7wks)	since	last	period.	

o 48HRS	LATER	–	Vaginal	Misoprostol:	
§ Synthetic	Prostaglandin	à	Ripens	Cervix	&	Induces	Labour	
§ +	Analgesia,	+/-	Anti-Emetics,	+/-	Anti-D-Ig	in	Rh-Negative	Mothers	
§ Very	Safe	–	Small	risk	of	bleeding;	<1:100000	risk	of	death.	
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SPECIFIC OBSTETRIC NOTES: 
ANTEPARTUM HAEMORRHAGE 

 
Case: 

- 23yo Mrs. Smith 
- G2P1 
- c/o PV bleeding 
- LMP (Last menstrual period) 6/52 ago 

 
Further Hx Questions: 

- How often? 
- How much? 
- Colour (Bright red = Frank; Brown = Old) 
- Consistency (Clots = Large volume bleeding) 
- Pain? (NILDOCARF). 

o NB: shoulder-tip pain = Haemoperitoneum Æ Diaphragmatic Irritation 
- Any chance of pregnancy? 
- Recent trauma/intercourse 
- Last pap smear? 
- Any IUDs? 
- Menstrual History  

o Pain? 
o Regular? 
o Age of menarche? 
o Volume? 
o OCP? 

- Chance/Hx of STIs 
- (PMH) 
- (PSH) 
- (Meds/Allergies) 
- (SocHx) 
- (FamHx) 

 
DDX: 

- Top 3: 
o Ectopic Pregnancy / Heterotopic Pregnancy 
o Spontaneous Abortion / Miscarriage 
o Molar Pregnancy (Requires surgery) 

- Others: 
o Gestation Trophoblastic Disease 
o Cervical Cancer 
o Vaginal Trauma 
o Vulval varicosities 
o Haemorrhoids  
o (NB: Not placenta praevia – only develops syx in 3rd trimester) 

 
Examination: 

- Vitals 
- General Appearance 
- Abdo: 

o Distension 
o Scars 
o Tenderness 
o Guarding 
o Rebound 
o Bowel Sounds 

- PV Exam: 

www.regentstudies.com

www.regentstudies.com


o Inspection 
� Skin 
� Infections 
� Bleeding 
� Prolapse 

o Speculum: 
� Cervix  

x Normal? 
x Os open? 
x Trauma? 

� Vaginal Walls 
o Bimanual: 

� Cx – Long, Post/Ant, Tender 
� Uterus – Anteverted/Retroverted, Size, Tender? 
� Adenexium – Mass/Tenderness 

 
Ix: 

- FBC (Hb/WBC) 
- BHCG (Pregnant?) (Positive in this case) 
- MSU 
- Blood group (Rhesus Status & ?G&H) 
- USS 

 
USS Results: 

- Thick Endometrium 
- R-Adenexal Mass (3 cm) 
- Some free fluid in pelvis 

 
Dx = Ectopic Pregnancy in R-Fallopian Tube 
 
Mx: 

- Surgical Options 
o Salpingostomy (Better for preserving fertility; requires B-HCG followup; can have persistent 

ectopic) 
o Salpingectomy (Better for ↓risk of another ectopic; more definitive treatment; no followup 

required 
- Medical Option – Methotrexate: 

o Once-off injection 
o Still 50% chance of rupture 
o 75% success rate (abortion rate) 
o BUT – Cytotoxic Side effects (Nausea, Vomiting, Hair loss, Fatigue, etc) 

- Expectant Management (Watch and wait) 
o If the B-HCG is <120. 
o 48hrly B-HCG until resolved (Some spontaneously resolve) 
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Baby Checks: The Process: 
 
DRABCS 
 
Background History: 

- Neonatal History 
- Mum’s/Bub’s Blood Group (*Beware the Rh-Negative Mother with a Rh-Positive Baby) 
- Obstetric History (Gestational Diabetes, Pre-Eclampsia) 
- Method Delivery (Natural/Forceps/Suction, Caesarean) 
- Risk Assessment for Sepsis 

 
Vital Signs: 

- P: **Bradycardia (Often responds to ventilation)   Æ Resuscitate 
- R: **Signs of Respiratory Distress (Treat cause)    Æ Resuscitate 
- T: **Fever could = Infection (Beware Group B Strep, and Chlamydia) Æ Investigate & ABs 

 
General Inspection: 

- Colour (Pink = Good;  Yellow/Jaundice = Often Normal; Blue/Cyanotic = Bad) 
- Distress (Respiratory/Other) 
- Red Reflex of Retina (Ensure the baby has a retina) 
- 10 Fingers, 10 Toes 
- Patent Anus (NB: Presence of Meconium т Patent Anus; Beware any Ano-Vaginal Fistulas) 
- Normal Genitalia 

 
Palpation: 

- Fontanelles (Ant, Post & 2x Laterals;  Beware Bulging = Hydrocephalus, &  Sunken = Dehydration) 
- Cleft Palate 
- High-Arched Palate (Marfans) 
- Rooting Reflex (Stroke Cheek Æ Baby Turns Head to That Side) 
- Palmar Grasp Reflex 
- Femoral Pulses (120-180bpm) 
- Hip Examination (Push down onto hips through the femur with 90o Hip Flexion, then abduct both hips. 

Feel for clicking/dislocation) 
o ͞BaƌloǁƐ Hip͟ с HipƐ diƐlocaƚe ǁiƚh ƚhe aboǀe manoeƵǀƌe  
o ͞Oƌƚalana Hip͟ с HipͬƐ aƌe already dislocated 

- Muscle Tone (Beware a Floppy Baby) 
- Spine ʹ Neural Tube Defects (Spina Bifida) 

 
Auscultation: 

- Heart Sounds: 
o  *Rate 
o Murmurs are Normal 
o ?Dextrocardia 

- Lung Sounds: 
o Crackles 
o Wheezes 
o Stridor 

- Bowel Sounds: 
o Present 
o Absent 

 
Measurements: 

- Head Circumference  Æ Record on Growth Chart  (*Bad if >90th/<10th Centile) 
- Length   Æ Record on Growth Chart  (*Bad if >90th/<10th Centile) 
- Weight  Æ Record on Growth Chart  (*Bad if >90th/<10th Centile) 
- BSL 
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SPECIFIC OBSTETRIC NOTES: 
CHORIOAMNIONITIS 

 
CHORIOAMNIONITIS: 

- Aetiology: 
o Placental Infection 
o Risk Factors: 

� Premature Birth 
� PPROM 
� PROM 
� Prolonged Labour 

- Pathogenesis: 
o Infection & inflammation of the Chorionic Membrane & Villi due to: 

� Ascending Infection from Vagina (Vaginal Flora, Candida, etc) 
� Blood-Spread from Systemic Infection (HSV, Syphilis, Toxoplasmosis, Rubella, CMV) 

- Morphology: 
o Macro: 

� May have Abscess Formation 
o Micro: 

� Inflammation of Chorionic Plate (WBCs) 
� Vasculitis of Umbilical Vessels 
� Infarctions 

- Clinical Features: 
o Maternal Symptoms: 

� Fever 
� Uterine Tenderness 

o **Neonatal Complications – (TORCHS Syndrome: Toxoplasmosis, Rubella, CMV, Herpes, Syphilis): 
� Neonatal Sepsis 
� Neonatal Asphyxia 
� Microcephaly 
� Brain Damage/Hearing Impairment 
� Neonatal Organomegaly 
� Miscarriage/Death 

- Treatment: 
o Antibiotics  
o + Induction of Labour 

- Prognosis: 
o Low maternal mortality if treated. 
o Significant Risk of Neonatal Complications. 
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SPECIFIC OBSTETRIC NOTES: 
CHORIOCARCINOMA (PLACENTAL CANCER) 

 
CHORIOCARCINOMA (MALIGNANT): 

- Aetiology: 
o Risk Factors – Extremes of age <20, >40, previous abortion, abnormal gestation 
o May be De-Novo (Primary) or may progress from a Complete Mole (Secondary). 

- Pathogenesis: 
o May be De-Novo (Primary) or may progress from a Complete Mole (Secondary). 

� High Grade Priamry Malignancy of the Trophoblasts 
� May evolve Secondary to an Invasive/Complete Hydatidiform Mole 

- Morphology: 
o Macro: 

� Invasive 
� Haemorrhagic 
� Necrosis 

- Clinical Features: 
o Irregular Vaginal Bleeding 
o Uneven Swelling of Uterus (Mass) 
o Abdominal/Pelvic Pain 
o Diagnosis: 

� Rising hCG 
� Abdo US Æ Abdo CT 

o Metastasis to Lungs is common  Æ Haemoptysis 
- Treatment: 

o Surgical Excision 
o + Chemotherapy (Methotrexate) – Good Prognosis 

- Prognosis: 
o Types: 

� Gonadal (in the ovary – Not related to gestational) – Poor prognosis 
� Gestational (in the uterus – associated with pregnancy) – Good Prognosis – 100% cure rate 

with therapy. 
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SPECIFIC OBSTETRIC NOTES: 
ECTOPIC PREGNANCY 

 
ECTOPIC PREGNANCY: 

- Aetiology: 
o 50% Idiopathic  
o Risk Factors: 

� Obstruction 
� PID 
� Fallopian Stricture 
� IUD 
� Endometriosis 

- Pathogenesis: 
o Implantation outside the uterus (Often within the fallopian tube wall) 

- Morphology: 
o Macro: 

� 90% occur in Fallopian Tubes 
� May occur in the Abdomen 

o Micro: 
� Normal placental infiltration – Just in the wrong place. 

- Clinical Features: 
o 1% of pregnancies 
o Symptoms: 

� May mimic a normal early pregnancy – (Missed Periods, Breast Tenderness, Nausea)  
� *Sharp, Stabbing Pain (Pelvic/Abdominal) 
� *Vaginal Bleeding/Spotting 
� **Peritonitis/Shoulder Pain if Rupture = MEDICAL EMERGENCY 

o Diagnosis: 
� B-hCG (Pregnancy Test) 
� Abdominal Ultrasound – (If scan is –Ve, re-test hCG & re-scan every 2-3 days until foetus 

can be located) 
o Complications:  

� **Rupture Æ Massive Intraperitoneal Haemorrhage Æ Shock Æ **Death 
� Spontaneous Abortion 
� Chorioamnionitis  

- Treatment: 
o If early – Medical Abortion (Methotrexate + Misoprostol) 
o If later – Surgical Abortion (Laparoscopic Salpingotomy) 

- Prognosis: 
o Good if treated 
o May Æ Some infertility. 
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W
eek	5	HB	Notes	

Endocrinology	and	Reproductive	Processes	
Reproductive	Processes	

	Gam
etogenisis:	
• 

The	form
ation	of	gam

etes	(sperm
atogenisis	/	oogenisis)	

• 
Largely	regulated	by	horm

onal/endocrine	system
.	

• 
A	process	of	m

eiosis			
• 

M
ale:	M

itotic	division	of	sperm
atogonia	and	entry	to	m

eiosis	is	continuous	from
	onset	at	puberty	until	death.	

• 
Fem

ale:	M
eiotic	division	is	discontinuous	–	begins	in	em

bryo,	lies	dorm
ant	once	born	&

	is	com
pleted	upon	fertilisation	by	a	sperm

.	
o 

Events	are	cyclic	betw
een	puberty	and	m

enopause	–	m
enstrual	cycle.	

• 
Gam

etes	are	haploid	cells	(	½
	Chrom

osom
e	num

ber	–	23	–)	
o 

22	pairs	of	som
atic	chrom

osom
es	

o 
1	pair	of	sex	chrom

osom
es	(X,	Y)	

§ 
Sperm

	contains	X	&
	Y.	

§ 
Egg	only	contains	X	&

	X.	
§ 

Com
binations:		
• 

XY	=	produces	a	m
ale	

• 
XX	=	produces	a	fem

ale.	
• 

Y	is	the	sex	determ
ining	chrom

osom
e.	

	Em
bryo	Sexual	Differentiation:	
• 

During	W
k	5	of	em

bryonic	grow
th	gonadal	tissue	develops	

into	a	gonadal	ridge.	
o 

Prim
ordial	germ

	cells	m
igrate	into	gonadal	ridge	w

hich	
then	develop	into	ovaries	or	testes	depending	on	DN

A.	
o 

M
esonephric	(W

olffian)	ducts	=	future	m
ale	ducts	

o 
Param

esonephric	(M
ullerian)	ducts	=	future	fem

ale	
ducts.	

§ 
Both	em

pty	into	a	com
m
on	cham

ber	=	the	
cloaca		

o 
At	this	stage	the	em

bryo	is	said	to	be	sexually	
indifferent	as	the	gonadal	ridge	can	develop	either	
w
ay.	
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• 
M
ale:	
o 

Y	=	The	sex	determ
ining	chrom

osom
e	-	causes	the	gonadal	ridge	to	develop	into	testes.	(ie.	Fem

ales	are	the	default	sex)	
o 

Testes	then	produce	testosterone	
§ 

Testosterone	causes	the	M
esonephric	(W

olffian)	duct	to	develop	into	the	m
ale	tract.	

o 
Also	produces	AM

H	(anti-m
ullerian	horm

one)/M
IH	(m

ullerian	inhibiting	horm
one)	w

hich	causes	the	Param
esonephric	

(M
ullerian)	duct	to	degenerate.	

o 
External	genitalia:	

§ 
Penis	develops	from

	the	genital	tubercle.	
§ 

Scrotum
	develops	from

	the	labiascrotal	sw
ellings.		
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• 
Fem

ale:		
o 

By	default,	if	there	is	no	‘Y’	chrom
osom

e	à
	no	testes,	the	fem

ale	tract	w
ill	develop.	

§ 
The	gonadal	ridge	develops	into	im

m
ature	ovaries.	

§ 
W
ithout	testosterone,	the	M

esonephric	(W
olffian)	ducts	w

ill	degenerate.	
§ 

The	cortical	(outer)	part	of	the	im
m
ature	ovaries	form

s	follicles.	
§ 

W
ithout	AM

H/M
IH,	the	param

esonephric	ducts	differentiate	into	structures	of	the	fem
ale	duct	system

.	
o 

External	genitalia:	
§ 

glans	clitoris	develops	from
	the	genital	tubercle.	

§ 
Labia	m

inora	form
s	from

	the	urethral	groove.	
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Sperm
atogenisis:	
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O
ogenisis:	
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SPECIFIC OBSTETRIC NOTES: 
HYPERTENSIVE DISORDERS OF PREGNANCY 

General Info: 
- Definition: 

o = ͞BP ш ϭϰϬͬϵϬ on хϮ Separate Occasions͟  
- Types ʹ In Order of Severity: 

o Chronic Hypertension: 
� = ͞HTN Before Pregnancy OR Within 1st 20wks͟. 
� ;No associated problems͖ BƵt јRisk of Æ Pre-Eclampsia) 

o Gestational Hypertension: 
� с ͞HTN occurring After 20wks͟  
� (No associated problems; But јRisk of Æ Pre-Eclampsia) 

o *Pre-Eclampsia (Incl. Chronic HTN with Superimposed Pre-Eclampsia): 
� с ͞HTN in Pregnancy н ANY Sign of Organ Dysfunction͟ 

x Eg. Kidney ʹ ;ProteinƵria͕ јCreatinineͿ 
x Eg. Liver ʹ ;јASTͬALT͕ RUQ Pain͕ HepatitisͿ 
x Eg. Neuro ʹ (Headaches, Visual Disturbance, Hyperreflexia, Clonus) 
x Eg. Haem ʹ (DIC, Consumptive Thrombocytopaenia, Haemolysis) 
x Eg. Placental ʹ (Foetal Growth Restriction) 

o **Eclampsia: 
� с ͞Pre-Eclampsia Complicated by a Generalised Tonic-Clonic Seizure͟ 
� (ACUTE & LIFE-THREATENING: Can Æ Maternal & Foetal Complications/Death) 

- General Management: 
o ANY HTN IN PREGNANCY NEEDS INVESTIGATION & CLOSE MONITORING!!! 
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PRE-ECCLAMPSIA / ECCLAMPSIA: 
- Aetiology: 

o Defective Placentation 
o (Risk Factors ʹ Primigravid, Older Mums, FamHx, Chronic HTN, Diabetes, Twins, Molar Pregnancy)  

- Pathogenesis: 
o Insufficient Placental Invasion into Spiral Arterioles Æ љPlacental Blood Flow: 

� Pre-Eclampsia: Placental Ischaemia Æ Vasoconstrictors Æ HTN 
� Eclampsia: Placental Infarction Æ Severe HTN Æ Seizures & Organ Failure. 

- Clinical Features: 
o Common: 5-10% pregnancies. 
o Symptoms: 

� **Headaches, Visual Disturbances (Neuro Complications) 
� * Abdo Pain (Hepatits) 
� *Pitting Oedema (Renal Failure)  
� !!Purpura & DIC (HELLP Syndrome) 
� !!Seizures (IF Eclampsia) 

- Diagnosis: 
o Symptom Inquiry: 

� Headaches/Visual Disturbances? 
� Epigastric Pain? 
� Oedema? (Seen as rapid weight gain) 
� Rashes? 

o Take Blood Pressure (>140/90) Æ 
o Do Urine Dipstick/Urinalysis (Proteinuria) Æ 

- Management: 
o Admit to BS for 4hrly Monitoring: 

� Urinalysis (Protein++) 
� Serial BP͛s ;SeatedͿ eǀerǇ ϰhrs 
� Daily UECs, FBC, LFTs 
� Daily USS for Foetal Growth & Amniotic Fluid Volume 

o Drugs: 
� Antenatal Corticosteroids ʹ (Betamethasone) 
� CaChBlockers ʹ (24hr Magnesium Sulfate Infusion or Nifedipine)  
� B-Blockers ʹ (Labetalol) 

o **Definitive = Delivery (Early Induction of Labour) 
o ***If Æ ECCLAMPSIA (Ie. Seizures): 

� 1. Stabilize with Magnesium Sulfate (NB: Do NOT use Anticonvulsants!) 
� 2. Immediate Delivery 
� 3. Recovery in HDU/ICU for >4days AFTER BP HAS NORMALISED. 

o *(CONTRAINDICATED ʹ ACEi͛sͬARBs Θ DiƵreticsͿ 
- Complications: 

o Foetal Growth Restriction 
o Liver Failure 
o Acute Renal Failure  
o HELLP Syndrome ʹ (Haemolysis, Elevated Liver Eenzymes, Low Platelets)  

� Æ Jaundice, Epigastric Pain, Vomiting. 
o DIC  
o Eclampsia Æ Seizures Æ 

� Placental Abruption 
� Cerebral Haemorrhage 
� Aspiration Pneumonia 
� Death 

- Prognosis: 
o Eclampsia is rare with proper treatment; BUT has 20% Mortality!! 
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Infant Respiratory Distress 
 
NB: Background Info: 

- <37 wks = Pre-Term 
- 37-42 wks = Term 
- >42 wks = Post-Term 

 
- (>23 wks & <500g = NON-Viable. Ie. A Miscarriage. [Not obligated to resuscitate]) 
- (>24wks & >500g = Viable. Ie. A Birth. [Obligated to resuscitate]) 

 
Causes for Respiratory Distress: 
General Causes Primary Causes: 

Surfactant Deficiency (Hyaline Membrane Disease) 
Infection (Pneumonia) with Group B Strep, or Chlamydia 
Meconium Aspiration (Mec. is produced later once the gut is developed) 
 
Other Causes: 
Transient Tachypnoea of the Newborn (Not pathological) 
Aspiration (Meconium, Milk, Blood) 
Pneumothorax (Overventilation) Æ Requires pleural tap @ 2nd ICS 
Pleural Effusion (Heart failure, Anaemia, Congenital Heart Failure) 
 
Rarer Causes: 
Cystic Fibrosis 
Congenital Cyanotic Heart Diseases  
Muscle Weaknesses (Myaesthenia Gravis, Muscular Dystrophies, etc) 

(#1 Pre-Term Cause) Surfactant Deficiency (Hyaline Membrane Disease) 
(#1 Term Cause) Infection (Pneumonia) with Group B Strep, or Chlamydia 
(#1 Post-Term Cause) Meconium Aspiration (Mec. is produced later once the gut is developed) 
 
Signs of Respiratory Distress: 

- Tachypnoea ;Rate Compensation. A baby’s diaphragm is already flat, so breathing deeper isn’t an 
option) 

- Tachycardia Initially Æ Bradycardia (Stroke Volume Compensation ʹ Via Frank Starling Mechanism) 
- Accessory Muscle Usage  

o “Head Bobbing͟ ;Sternocleidomastoid Muscle UsageͿ 
o Intercostal Recession 
o Tracheal Tugging 
o Supraclavicular Recession 
o “Harrison’s Sulcus͟ ;Subcostal RecessionͿ 

- Grunting (An autonomous Valsalva Manoeuvre to јPositive Airway Pressure) 
- Nasal Flairing 

 
Signs of Decompensation: 

- Bradycardia 
- Cyanosis 
- Desaturation 
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SPECIFIC OBSTETRIC NOTES: 

MOLAR PREGNANCIES 

 

HYDATIDIFORM MOLES ʹ (PARTIAL & COMPLETE): 

- Aetiology: 
o Error in Fusion of Gametes Æ Abnormal Karyotype Æ NOT compatible with life. 

- Pathogenesis: 

o Overproduction of Trophoblastic (Placental) Tissue due to: 
� 1. Fusion of 2x Sperms with 1x Ovum Æ Triploidy Æ Partial Mole 

x Æ Abnormal Placenta & Some Foetal Development. 
� 2. Fusion of 1x Sperm with an Ovum that has LOST its DNA; OR Fusion of 2x Sperm inside 

an EMPTY Ovum Æ Sperm Duplicates Æ DIPLOIDY Æ Complete Mole. 

x Æ Abnormal Placenta, but NO Foetus. 
o Æ Hyperplasia of Trophoblastic Tissue + Vesicular Distension of Chorionic Villi. 

o ;NB͗ јјјβ-hCG can mimic TSH Æ Secondary Hyperthyroidism) 

- Morphology: 

o Partial Mole: 

� Macro: 

x Partially cystic & few Blood vessels 

x ONLY SOME Chorionic Villi are Cystic ;Hence ͞Partial͟Ϳ 
� Micro: 

x Focal Hyperplasia of Trophoblasts 

o Complete Mole: 

� Macro: 

x All Villi are Cystic, NO Blood Vessels within villi 
x ALL Chorionic Villi are Cystic ;Hence ͞Complete͟Ϳ 
x Grape-Like Appearance of Villi 
x Entire Uterine cavity is filled with swollen villi 

� Micro: 

x Diffuse Hyperplasia of Trophoblasts 

- Clinical Features: 

o Abnormal Growth of Uterus 
o Severe Morning Sickness (N/V) 
o Painless Vaginal Bleeding in 1st Trimester 
o Symptoms of Hyperthyroidism (Heat Intolerance, Diarrhoea, Tachycardia, Tremor) 
o Symptoms of Pre-Eclampsia (Hypertension, Oedema) 

- Diagnosis: 

o Β-hCG Level ;јin Partial; јјј in Complete/Invasive; јјј in ChoriocarcinomaͿ 

o  
o Pregnancy Ultrasound Æ Abnormal Placenta ;“Snowstorm”/“Grape Cluster” UterusͿ 

- Treatment: 

o Surgical Termination (D&C) + Followup B-HCG levels 

o (NB: Invasive/Metastatic Moles may require Chemotherapy – Methotrexate) 
- Prognosis: 

o 80% are Benign (Partial) Moles 

o 20% may become Invasive (Complete) Moles Æ Choriocarcinoma 

o Good Prognosis (~100%) with Treatment. 
 

 
 

www.regentstudies.com

www.regentstudies.com


Wk	12	HB	Notes	
Neonatal	Adaptations	To	Extrauterine	Life	

After	Birth:	
• cast	out	of	its	watery,	warm	environment		
• placental	life	supports	are	severed	
• Now	must	independently	respire,	obtain	nutrients,	excrete,	and	maintain	its	body	temperature	

	
Respiratory	Changes:	

• Cortisol	stimulates	surfactant	production	in	foetal	lungs	-	last	months	of	pregnancy	
• After	birth,	CO2	accumulates	in	blood	à	acidosis	à	excites	respiratory	centres	àtriggers	1st	breath.	

o Adrenal	MedullaàAdrenaline	(from	stress	of	birthing)	also	supports	surfactant	secretion.	
• Surfactant	reduces	surface	tension	of	alveolar	fluid	–	makes	initial	breathing	easier.		
• Premature	babies	(no	surfactant)	are	treated	with	Cortisol	OR	ACTH	(AdrenoCorticoTropic	Hormone)	

o Cortisol	à	Surfactant	
o ACTHàAnt.PituitaryàAdrenal	CortexàGlucocorticoids	(eg.	cortisol)à	surfactant.	

	
Circulatory	Changes:	

• Foetal	circulation	is	different	from	neonatal	circulation.	
o Has	to	integrate	circulation	of	placenta.	
o Blood	flow	to	non-functional	lungs	&	liver	are	partially	bypassed.	

• “Bypasses”	/	“Shunts”	of	foetal	circulatory	system:	
o Ductus	Venosus	

§ Directs	the	oxygenated	blood	from	the	placental	vein	into	inferior	vena	cavaàheart	
§ Partially	bypasses	the	liver	sinusoids	

o Foramen	Ovale	
§ An	opening	in	the	interatrial	septum	loosely	closed	by	a	flap	of	tissue.	
§ Directs	some	of	blood	entering	the	right	atrium	into	the	left	atrium	à	Aorta.	
§ Partially	bypasses	the	lungs.	

o Ductus	Arteriosus	
§ Directs	most	blood	from	right	atrium	of	the	heart	directly	into	aorta		
§ Partially	bypasses	the	lungs	

o **All	of	these	“shunts”	are	occluded	at	birth	due	to	pressure	changes.	
	
Thermoregulatory	Changes:	

• Newborns	have	high	“Surface	Area	–	Body	Mass”	ratio	à	potentiates	heat	loss	
o Especially	head	

• Newborns	cannot	increase	heat	production	by	shivering.	
o Instead,	heat	is	produced	by	uncouplers	in	the	mitochondria	of	brown	adipose	tissue.	

	
Apgar	Score:	

• Measures	a	baby’s	health	against	several	criteria	(expressed	as	#/10)	
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SPECIFIC OBSTETRIC NOTES: 
NEONATAL JAUNDICE & KERNICTERUS 

 
KERNICTERUS: 

- Aetiology: 
o Neonatal Jaundice due to: 

� јRBC Breakdown 
� Θ љAbility of Liver to Conjugate Bilirubin 

- Pathogenesis: 
o Neonates have shorter-living RBCs ;Ie. јRBC BreakdownͿ Θ Immature Livers with limited 

Conjugation Capacity Æ Æ Hyperbilirubinaemia(Unconjugated). 
o NB: If Bilirubin levels are Extreme, it can collect in Brain Tissue  

� ÆÆ Brain Damage & Deafness 
- Morphology: 

o Macro: 
� “Kern͟-“Icterus͟ с “Yellow Nuclei͟ с Yellowing of the Basal Ganglia & Thalamus. 

- Clinical Features: 
o Jaundice Within 1st week of life.  
o Poor Feeding 
o Hypersomnolence 
o Absent Startle Reflex 
o Bulging Fontanel 

- Complications: 
o High-Frequency Deafness 
o Mental Retardation, Speech Difficulties. 
o Seizures 

- Treatment: 
o Phototherapy 
o Exchange Transfusions 
o Vitamin K 
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SPECIFIC OBSTETRIC NOTES: 

OBSTETRIC DEFINITIONS 

 

Births, Miscarriages & Abortions 

Abortion Termination of pregnancy (Spontaneous/Intentional) @ <20wks gestation OR <500g 
Birth Complete expulsion of the foetus >20wks OR >500g (Irrespective of placenta) 
Miscarriages Missed Miscarriage: Asymptomatic Intrauterine Foetal Death (IUFD)  

Threatened Miscarriage: Uterine bleeding +/- Contractions (NB: WITHOUT Labour) 
Inevitable Miscarriage: Uterine bleeding + Contractions + Dilation (Ie. WITH labour) 
Incomplete Miscarriage: An ACTIVE miscarriage with retained products  
Complete Miscarriage: An INACTIVE miscarriage with complete expulsion 

Neonatal Death Early Neonatal Death: Death of baby within 1wk of birth 
Late Neonatal Death: Death of baby within 4wks of birth 

Still Birth A ͞Birth͟ ;Ie͘ хϮϬǁks Θͬor хϱϬϬgͿ of a babǇ showing no signs of life. 
(Cf. Live Birth ʹ Has spontaneous breathing/heartbeat/movement 

TOP – Termination of 

Pregnancy 

Medical TOP ʹ Stat Dose Mifepristone/RU486  Æ 48hrs later ʹ Vaginal Misoprostol 
Surgical TOP ʹ Dilation & Curettage / Manual evacuation of foetus. 

Viability Gestation of >24wks 
Or birthweight of >500g 

 

Timing: 

Trimesters  T1: 0-12wks 
T2: 12-28wks 
T3: 28-40wks 

Pre-Term 

Term 

Post-Term 

Pre-Term: <37wks 
Term: 37-42wks 
Post Term: >42wks 

Perinatal Period Time ǁithin ϮϴdaǇs of a ͞Birth͘͟ ;Ie͘ Does NOT inclƵde AbortionsͿ 
 

Counting Babies: 

Gravidity Number of pregnancies (including current pregnancy) 
(Nulligravida ʹ Never been pregnant) 
(Primigravida ʹ First pregnancy) 

Parity Number of births @ >20wks gestation (Incl. Stillborns) 
(Nullipara ʹ Never carried a pregnancy to >20wks) 
(Primipara ʹ ϭ preǀioƵs ͞birth͟Ϳ 
(Multipara - хϭ preǀioƵs ͞births͟Ϳ 
(Grand-Multipara - хϱ preǀioƵs ͞births͟Ϳ 
(Great-Grand-Multipara - хϭϬ preǀioƵs ͞births͟Ϳ 

Twins – Chorionicity & 

Amnionicity 

Chorionicity = # of Placentas (Monochorionic = Single; Dichorionic = Double; etc) 
Amnionicity = # of Amnionic Sacs (Monoamnionic = Single; Diamnionic = Double) 

 

Antenatal Screening Anomalies: 

AFI – Amniotic Fluid Index Sum of the amniotic fluid depth (cm) of the largest vertical pockets in each of the 4 
uterine quadrants.  
(N=8-24cm)  

(<8= Oligohydramnios = Not Enough Amniotic Fluid)  
(>24= Polyhydramnios = Too Much Amniotic Fluid) 

GBS Group B Streptococcus 
GDM Gestational Diabetes Mellitis 
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Growth Anomalies: 

CPD – Cephalo-Pelvic 

Disproportion 

Foetal head is too big for the maternal pelvis 

IUGR – Intrauterine 

Growth Retardation 

Failure to reach genetic growth potential. (Incl. A plateau/decline in growth velocity) 
NB: Not necessarily ͞small for gestational age͟ ;SGAͿ 

LBW – Low Birth Weight LBW: Low Birth Weight <2500g 
VLBW: Very low birth weight <1500g 
ELBW: Extremely low birth weight <1000g 

SGA/SFD Small for Gestational Age/Small for Dates = Foetus <10th percentile for Gest.Age.  
(NB: NOT necessarily IUGR) 

 

Bleeding:  

APH – Antepartum 

Haemorrhage 

PV bleeding after 24wks gestation (Incl. During Labour). 

PPH: Post-Partum 

Haemorrhage 

Primary PPH: PV Bleeding >500mL WITHIN 24hrs of Delivery 
Secondary PPH: PV Bleeding WITHIN 6wks of Delivery 

Placenta Praevia A persistent low-lying placenta after 24wks gestation.  
;фϮϰǁks͕ it is a ͞Loǁ-lǇing placenta͟Ϳ 

 

Lie, Presentation, Attitude & Position: 

Foetal Lie Longitudinal or Transverse (Occasionally Oblique, but will Æ either Long/Trans during 
labour) 

Foetal Presentation The presenting part of the foetal body @ the birth canal.  
- Cephalic or Breech (If Longitudinal Lie) 
- Shoulder (If Transverse Lie) 

Foetal Attitude/Posture Relation of the Foetal parts to each other 
Foetal Position Right or Left side of Uterus 
Breech Presentation 1. Frank Breech – BƵm first͕ legs eǆtended ;͞Pike͟Ϳ 

2. Complete Breech – BƵm first͕ legs fleǆed ;͞TƵck͟Ϳ 

3. Footling Breech – Foot first (one or two) ʹ (Ie. At least one hip extended) 
 

Membrane Rupture: 

ARM  Artificial rupture of membranes (using Amniohook) 
PROM/PPROM PROM: Premature Rupture of Membranes = ROM @>37wks, >24hrs prior to Onset of 

Labour 
PPROM: Preterm Premature Rupture of Membranes = PROM @ <37wks without 
onset of labour. 

SROM Spontaneous Rupture of Membranes (with or without labour) 
(NB: Can be a PROM or PPROM) 

 
Labour/Delivery: 

Engagement Descent of the presenting part of the foetƵs into the mother͛s pelǀis͘  
Eg. If Cephalic, the head may be 4/5ths above the brim. 

Labour Regular Painful Contractions + Cervical Dilatation/Effacement + Descent of the Foetus 
- Stage 1: Onset of labour Æ Fully Dilated Cervix 
- Stage 2: Fully Dilated Cervix Æ Birth of Foetus 
- Stage 3: Birth Æ Delivery of Placenta & Membranes 

Pre-Term 

Term 

Post-Term 

Pre-Term: <37wks 
Term: 37-42wks 
Post Term: >42wks 

LUCS Lower-Uterine Caesarean Section (Lower horizontal incision) 
(Cf. Classical Caesarean ʹ Midline Incision) 

SVD/SVB Spontaneous Vaginal Delivery/Birth 
Trial of Scar/VBAC 

(Vaginal Birth After 

Caesar) 

Trial of Scar = Attempt at vaginal delivery after Caesarean Section 
VBAC = Successful Vaginal Delivery after CS 

www.regentstudies.com

www.regentstudies.com


 

Perinatal: 

IRDS – Infant Respiratory 

Distress Syndrome  

;AKA͗ ͞HǇaline Membrane Disease͟Ϳ Signs of increased respiratorǇ effort in a babǇ dƵe 
to insufficient surfactant &/or structural immaturity of the lungs.  

Perinatal Period Time ǁithin ϮϴdaǇs of a ͞Birth͘͟ ;Ie͘ Does NOT inclƵde AbortionsͿ 
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Post Partum Haemorrhage: 
 
Definitions: 

- PPH = >500mls Blood Loss... 
- Primary Vs. Secondary: 

o Primary PPH = <24hrs during/after labour 
o Secondary PPH = <6-12wks after labour 

- Minor Vs. Major: 
o Minor PPH: 500-1000mL Blood Loss (5-15% Prevalence) 
o Major PPH: >1000mL Blood Loss (1-3% Prevalence) 

 
Importance: 

- A major cause of Mortality: 
o 1:100000 women in Australia 
o 1:1000 women in Developing Countries 

 
Pathophysiology of PPH: 

- (Normally Haemostasis is Achieved by 2 things): 
o 1. Myometrial Contraction Æ Constricts the Placenta Bed 
o 2. Normal ј in Thrombin during Pregnancy Æ Hypercoaguable State 

- PPH is Due to the ͞ϰx ‘T’s͟: 
o Tone  (Ie. Atonic Uterus/Insufficient Contraction) 
o Trauma  (Ie. Uterine Tear/Perineal Tear/Vaginal Tear/Instrumental) 
o Tissue  (Ie. RPOC ʹ Retained Products preventing uterine contraction) 
o Thrombin  (Ie. Bleeding Disorders) 

 
Complications: 

- Hypovolaemia 
- Organ Failure (Renal/Hepatic/etc) 
- Postpartum Pituitary Failure ;Aka͗ ͞Sheehan͛Ɛ SǇndƌŽme͟Ϳ 
- Shock 
- Death 
- ARDS (in this case due to acute haemorrhagic anaemia) 
- DIC 

 
NBs: 

- Uterotonic agents (Eg. Oxytotics ʹ Syntocinon/Syntometrin/Ergometrin) in the 3rd stage of labour enhances 
haemostasis via uterine contraction Æ љRisk by 2xfold 

- ͞An intact͕ empty and contracted uterus WILL NOT BLEED͟ 
- 1x Resuscitation should be enough; if you need to do it twice, TAKE HER TO THEATRE!! 
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Primary PPH: 
(From beginning of labour to within 24hrs after)  

 
Risk Factors: 

- Intrapartum: 
o Prolonged Labour (Æ Tired Uterus) 
o Trauma  (Instrumental/Tears) 
o Caesarean Section 
o Tocolytics during labour (Æ љContractility of Uterus) 
o Dystocia  (Æ Prolonged Labour / јRisk of Tearing) 

- Postpartum: 
o Previous Hx of PPH 
o Bleeding Disorders (Incl. Anticoagulation) 
o Multiparity  (Æ Stretched Uterus) 

� Incl. Multiple Pregnancy (Eg. Twins/Triplets/etc) 
� Incl. Polyhydramnios 
� Incl. Macrosomia 

o Chorioamnionitis 
o Placental Abnormalities  

� Accreta (Abnormally Deep Placenta ʹ Into Myometrium; 1/500 pregnancies) 
� Praevia (Placenta Close/Covering Cervical Canal) 
� Placental Abruption 

o RPOC - Retained Products of Conception  
 
Prevention & Avoiding Complications: 

- Detect Risk Factors  
- IV Access  
- G&H 
- X-Match 
- Syntocinon @ the ready 
- Active Mx of 3rd Stage Labour (Ie. Oxytotics - Syntocinon/Syntometrin/Ergometrin ʹ Usually mixed with 

Hartmann͛s SolutionͿ 
 
Mx: 

- Minor PPH  (500-1000mLs) (5-15% Incidence) 
o Assess 
o 1x Large Bore IVC 
o Resuscitate with Fluids (Crystalloids) 
o Call for help (Reg/Consultant) 
o Bloods:  

� G&H 
� X-Match 
� Rhesus status  
� FBC (Baseline Hb) 

o Give Syntocinon  
o Massage Fundus (of Uterus) Æ Expels Clots/RPOCs 
o Manual Removal of RPOCs 
o Bimanual Compression if bad.  
o +....Treat Cause 
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- Major PPH  (>1000mLs)  (1-3% Incidence) 
o All of Above....PLUS: 
o Call Operating Theatre 
o Call Anaesthetist 
o Additional Large Bore IVC 
o IDC ʹ Monitor Urine Output 
o Additional Oxytotics (Ie. Syntocinon/Syntometrin/Ergometrin) 
o Blood Transfusion/s: 

� Packed Red Cells 
� FFP 
� Cryoprecipitate 
� Etc. 

o +.... Treat Cause 
 
Rx: 

- 1. Stop Bleeding: 
o Tone   

� Oxytotics: (Syntocinon/Syntometrin/Ergometrin) 
� Prostaglandins: (Misoprostol, PGF2a Injection) 
� Bimanual Compression 
� Theatre: 

x Balloon Tamponade 
x ͞B-Lynch Suture͟ 
x Uterine Artery Ligation 
x Hysterectomy 

o Tissue  (Manual/Surgical Removal of Incomplete RPOCs) 
o Trauma  (Repair tears/Uterine Ruptures/Cervical Rupture/etc) 
o Thrombin (Give FFP infusion) 

- 2. Transfuse (Usually by Anaesthetist): 
o Packed RBCs  (4-6 Units) 
o FFP  (4 Units [per 6units of RBCs]) 
o Platelets 
o Cryoprecipitate/Recombinant Factor-VII 

- 3. Close Monitoring in ICU for Organ Failure: 
o BP 
o Urine Output 
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Secondary PPH 
(>24hrs after labour Æ 6-12mths later) 

 
Causes: 

- Infection 
- RPOC 
- Gestational Trophoblastic Diseases (Rare) 

o Eg. Molar Pregnancy 
o Eg. Invasive Trophoblastic Disease 
o Eg. Choriocarcinoma  
o Eg. Placental Site Tumour 

 
Presentation: 

- Typically slower bleed (A Trickle) 
 
Mx: 

- Curette for RPOC 
- Antibiotics 
- Ȳ-HCG (check for molar pregnancy) 
- Pelvic USS  
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The 3 Postnatal Mood Disorders: 
1. “The Baby Blues” ;MILDͿ 

a. Affects <80% of new mothers  
b. Typical onset between Day 3-10 after birth.  
c. Symptoms:  

i. Tearfulness 
ii. Anxiety 

iii. mood swings  
iv. irritability.  

d. Treatment:  
i. ͞The BabǇ Blues͟ are transient and pass ǁith supportive therapy. 

 
2. “Postnatal Depression” ;MODERATEͿ 

a. Affects 15% of women and 10% of men  
b. Onset anywhere from 24 hours-several months after delivery 
c. Symptoms: 

i. Insomnia 
ii. Anorexia  

iii. Crying 
iv. Acopia with daily tasks 
v. Exhaustion 
vi. Irritability 

vii. Anxiety 
viii. Fear of social contact  

ix. Fear of being alone 
x. Guilt 
xi. Low confidence 

xii. Suicidal thoughts. 
xiii. “There is no joy in anything any more” 

d. Treatment: 
i. Emotional support from family and friends.  
ii. Antidepressants are also effective. 

 
3. “Postnatal Psychosis” ;SEVEREͿ.  

a. Affects 1 in 500 mothers 
b. Onset within the 1st month of delivery.  
c. Symptoms: 

i. The mother may be unaware she is ill (Due to psychosis).  
ii. Severe mood disturbance (Manic and/or Depressive) 

iii. Thought disturbance (either processing or bizarre thoughts) 
iv. Insomnia  
v. Inappropriate responses to the baby.  
vi. Can be LIFE THREATENING for both mum & bub if undiagnosed.   

d. Treatment: 
i. Requires hospitalisation. 
ii. Anti-psychotics and/or Antidepressants 
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Family Studies Tutorial 
Postnatal Depression 

 
Presentation: 

- Anxiety/Depression/Acopia 
- Referral from external source (Midwives, comm. health) 
- Inability to cope 
- Husband/family member presents with concerns 
- Symptoms: 

o Somatic Symptoms 
o Issues with children 
o Irribability & Tearfulness 
o Avoiding personal discussion 
o Anxiety 
o Denial 
o Delayed attachment 
o Negative feelings to infant 

- Risk Factors: 
o Indigenous background 
o Lower Socio-economic status 
o Younger age 
o Absence of partner 
o Medical complications  
o Marital problems 
o History of abuse 
o Not breast-feeding 
o No job to return to  
o Problematic births 
o Reluctance to seek help 

- Protective Factors: 
o Optimism & Self esteem 
o Higher education 
o Good SES 
o Strong relationship with partner 

- Management: 
o   

- Effect on Infant: 
o Insecure infant – lack of trust, poor interaction with caregiver 
o Attachment issues – discipline, behaviour & aggression problems 
o Infant withdrawn, passive 
o Slow to reach milestones 
o High risk of mental health issues in child. 

- Dads: 
o Fathers can get depressed too 
o  

12-15% of mothers 
Depression: 

- = Depressed mood, or loss of interest or pleasure. 
o + 4 of the following: 

� Sadness or fear 
� Inability to feel emotion (Anhedonia)  
� Decreased pleasure derived from previously pleasurable activities 
� Changing appetite and weight gain/loss 
� Insomnia 
� Restlessness 
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� Fatigue 
� Guilt, helplessness, anxiety, fear 
� Decreased self-esteem 
� REminating on death or suicide 

- Post natal Depression – Non-psychotic depression occurring in the first 3mths  
Screening: 

- K10 
- EPDS - Edinburgh postnatal depression scale (10qs, 5mins, responses graded).  

 
Other Postpartum Distresses: 

- Post-partum Anxiety 
- Postpartum OCD 
- Postpartum Psychosis (Hallucinations & Delusions) 
- Exacerbation of Pre-existing mental illness 
- Baby Blues: 

o 70-80% of women 
o Feelings of depression, anger, anxiety & guilt lasting for several days 
o Rx: Supportive management & Explanation 
o Disappears within a few days 

 
Eg.  

- 22yo F pw. Inability to sleep. 2wks post delivery. 
- Questions: 

o How is bub sleeping? 
o How are you managing at home? 
o Who is supporting you? 
o Hows your diet? 
o Do you feel down? 
o  
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Postnatal Menstruation & Contraception: 
 

- Amenorrhoea while Breastfeeding: 
o Breastfeeding can cause amenorrhoea for between 2-12mths (Highly variable) 
o (If not breastfeeding, periods usually return within a few weeks) 

- Postnatal Menstruation: 
o The 1st period after a baby may be heavier and more uncomfortable than usual.  
o Remember conception is still possible before this period, so contraception is 

advised. 
- Contraception 

o Lactational Amenorrhoea Method: 
� Oxytocin inhibits ovulation for the first few months  
� This is only effective (But not guaranteed) if: 

x Exclusively breastfeeding day and night  
x Haǀen͛t had the ϭst period yet 
x Baby is less than six months old. 

o The Minipill (Prog. Only OCP): 
� Safe to use while breastfeeding 

o Condoms: 
� Safe to use while breastfeeding. 

o NB: The Combined oral contraceptive pill should NOT be used when breastfeeding 
because it decreases the milk supply.  
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Pregnancy Advice for New Mothers 
http://raisingchildren.net.au/articles/grownups_pregnancy_nutshell.html/context/401  

 
Staying healthy 

- Regular, moderate exercise (Eg. Walking) 
o Helps you keep strong for the birth 
o Lifts your mood  
o Helps maintain a healthy weight. 

- Healthy eating  
o keeps you feeling good  
o gives your baby the essential nutrients he needs in utero.  

- Avoid certain foods 
o Soft cheeses  
o Raw fish.  
o Limit caffeine. 

- Drugs & Alcohol: 
o For prescribed drugs, check with your doctor that they are safe  
o Don͛ƚ smoke 
o No recreational drugs  
o No alcohol. 

 
Folic Acid: preventing spinal abnormality (Eg. Spina Bifida) 

- Folate Supplement Guidelines ʹ To reduce risk of Neural Tube Defects by <70%: 
o Folate tablets (0.5mg OD) 
o >1mth BEFORE conception 
o & DURING the first 3 months of pregnancy 

- Every woman who could become pregnant should take folic acid tablets. 
- NB: Folate = A natural vitamin found in most plants (esp. green vegetables, wholegrain breads and cereals, 

peas and dried beans) 
 
Pregnancy hormones 

- Between the first 6-12 weeks of pregnancy, oestrogen rises significantly. 
- This can cause nausea and vomiting (Aka. morning sickness) 

o Some ǁomen geƚ iƚ͕ some don͛ƚ͘ 
o Morning sickness usually abates after 1st 3-4mths, but can last <9mths. 

- Can also cause mood swings. 
 
Postnatal Menstruation & Contraception: 

- Amenorrhoea while Breastfeeding: 
o Breastfeeding can cause amenorrhoea for between 2-12mths (Highly variable) 
o (If not breastfeeding, periods usually return within a few weeks) 

- Postnatal Menstruation: 
o The 1st period after a baby may be heavier and more uncomfortable than usual.  
o Remember conception is still possible before this period, so contraception is advised. 

- Contraception 
o Lactational Amenorrhoea Method: 

� Oxytocin inhibits ovulation for the first few months  
� This is only effective (But not guaranteed) if: 

x Exclusively breastfeeding day and night  
x Haǀen͛ƚ had ƚhe ϭst period yet 
x Baby is less than six months old. 

o The Minipill (Prog. Only OCP): 
� Safe to use while breastfeeding 

o Condoms: 
� Safe to use while breastfeeding. 

o NB: The Combined oral contraceptive pill should NOT be used when breastfeeding because it 
decreases the milk supply.  
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The 3 Postnatal Mood Disorders: 

1. ͞The baby blues͟ (MILD) 
a. Affects <80% of new mothers  
b. Typical onset between Day 3-10 after birth.  
c. Symptoms:  

i. Tearfulness 
ii. Anxiety 

iii. mood swings  
iv. irritability.  

d. Treatment:  
i. ͞The BabǇ BlƵes͟ are transient and pass with supportive therapy. 

2. ͞PoƐƚnaƚal DepƌeƐƐion͟ (MODERATE) 
a. Affects 15% of women and 10% of men  
b. Onset anywhere from 24 hours-several months after delivery 
c. Symptoms: 

i. Insomnia 
ii. Anorexia  

iii. Crying 
iv. Acopia with daily tasks 
v. Exhaustion 
vi. Irritability 

vii. Anxiety 
viii. Fear of social contact  

ix. Fear of being alone 
x. Guilt 
xi. Low confidence 

xii. Suicidal thoughts. 
xiii. ͞There is no joy in anything any more͟ 

d. Treatment: 
i. Emotional support from family and friends.  
ii. Antidepressants are also effective. 

3. ͞Postnatal psychosis͟ ;SEVEREͿ.  
a. Affects 1 in 500 mothers 
b. Onset within the 1st month of delivery.  
c. Symptoms: 

i. The mother may be unaware she is ill (Due to psychosis).  
ii. Severe mood disturbance (Manic and/or Depressive) 

iii. Thought disturbance (either processing or bizarre thoughts) 
iv. Insomnia  
v. Inappropriate responses to the baby.  
vi. Can be LIFE THREATENING for both mum & bub if undiagnosed.   

d. Treatment: 
i. Requires hospitalisation. 
ii. Anti-psychotics and/or Antidepressants 
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PROM & PPROM 
Dr Hoet Lecture 

 
Definitions: 

- Premature rupture of membranes (PROM) = Rupture of the amniotic sac >1hour before onset of labor.  
o Prolonged PROM = >18 hours before labor.  

- Preterm PROM (PPROM) = PROM before 37 weeks gestation. 
 

(NB: PROM is a variation of normal; whereas PPROM is often pathological and can be dangerous) 
(NB: Typically, labour begins <48hrs of PROM) 

(NB: Sometimes the rupture may heal spontaneously) 
 
Risk Factors: 

- Bacterial Infection 
o Eg. Choioamnionitis 
o Eg. Maternal Sepsis 

- Smoking 
- Anatomic Defect of: 

o the amniotic sac  
o uterus 
o cervix 

- Previous PROM/PPROM 
 
 
Assessment 

- proper medical history 
- Spec gynecological exam  
- nitrazine 
- ultrasound 
- Amniotic fluid smear cytology/microscopy (dried for 10 minutes on a slide shows a characteristic fernlike 

pattern) 
- Actin-PROM. 

 
 
Management 

- PROM (>37wks): 
o Permit spontaneous labor (up to 12hrs) 
o Induction of labor (@ 12 hours) if it has not already begun  
o Consider Group B Streptococcal prophylaxis (@ 18 hours). 

- PPROM (<37wks):  
o Admit mother  
o Steroids (2days) 
o Watch for Preterm Labour 
o Watch for Chorioamnionitis 

� Antibiotic prophylaxis (Ampicillin/Erythromycin) to delay delivery Æ јFŽeƚal MaƚƵƌaƚiŽn, 
& prevent sepsis 

o Avoid labour prior to 34wks (Tocolysis may be used). 
o Induction of labor @ 34 weeks. 

- Infection  
o Chorioamnionitis: 

� Antibiotic therapy to avoid sepsis 
� Induction/Delivery is indicated.  

o Fetal:  
� If the GBS status of the mother is unknown, Antibiotic Prophylaxis (Penicillin/other) 

protects against vertical transmission of Group B streptococcal infection. 
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SPECIFIC OBSTETRIC NOTES: 
RHESUS DISEASE 

HAEMOLYTIC DISEASE OF THE FOETUS/NEWBORN:  
- What is it? 

o Condition of the Foetus, due to Maternal IgG-Anti-RhD Abs cross the PlacentaÆFoetal Circulation. 
� ÆFoetal Immune-Mediated Haemolysis Æ Anaemia Æ Stillborn/Miscarriage 

- Pathogenesis: 
o Mother is usually Rh-Negative, :. Does NOT Have Anti-D Antibodies. 
o During Pregnancy: 

� 1. Foetal Blood can mix with Maternal Blood in ͞Sensiƚiǌing Eǀenƚs͟ 
x Eg. Placental Abruption 
x Eg. Placental Injury 
x Eg. Amniocentesis/Chorionic Villus Sampling 
x Eg. Miscarriage/Abortion/D&C 
x Eg. Ectopic Pregnancy 
x Eg. Antepartum Haemorrhage 
x Eg. During Labour 
x Eg. External Cephalic Version 

� 2. If Foetus is RH-Positive, The Mother forms Anti-RhD Antibodies. 
� 4. Maternal Anti-RhD Antibodies can cross the Placenta Æ Foetus. 
� 5. Antibodies Attack Foetal RBCs Æ Haemolysis/Jaundice Æ Anaemia Æ Death 

o NB: Once Sensitized to RhD, ALL SUBSEQUENT PREGNANCIES ARE AT RISK! 
- Prevention: 
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Continue Reading For Bonus  
Supplementary Study Materials… 
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