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	1) A 32-year-old Malay primiparous had a Neville-Barnes forceps delivery for prolonged second stage. One hour later, she was found to be cold and hypotensive, with profuse vaginal bleeding. Discuss how you would manage this patient.


Diagnosis: PPH

Causes- Trauma from usage of forceps

· Uterine atony ( usage of oxytocin during prolonged 2nd stage)

· Retained placental parts

This is an obstetric emergency, call senior consultant

Assess ABCs n vitals

Give O2

2 large bore IV plugs n run in saline

Do FBC,GXM, pT, pTT

Ergometrin stat with maxalon

Syntocinon (to be continued till 6 hours after bleeding stops)

Get nurse to massage uterus

Check if delivered placenta was complete

Examine vaginal canal for tears and repair accordingly

Catherise patient (in case go OT n to monitor I/O)

If bleeding continues, sent to OT

Examination under anesthesia for tears, retained cotyledons

Intramyometrium prostaglandin (Carboprost)

Brace suture or B lynch if atonic

Consider ligation ot uterine artery or embolism or ant division of int iliac artery

If all fails, hysterectomy

When stable, monitor in labour ward 24-48 hours. Give IV antibiotics

Document and counsel about next preg (recurs if primary atony)

	2) A 40-year-old Chinese para 2 presents at 32 weeks in the Antenatal Clinic with severe headache and a BP reading of 200/120 mmHg. Discuss how you would manage this patient.


3 scenarios to consider: most likely impending eclampsia, but must exclude PIH and chronic hypertension

a) Admit

b) Test urine for protein

c) Take history of other symptoms of impending eclampsia such as dizziness, visual disturbances, epigastric pain, progressive edema

d) If present, manage as impending eclampsia (most likely condition):

i) Control BP – IV hydralazine drip, IV labetalol

ii) Prevent fits – Magnesium sulphate, IM, IV, IV diazepam

iii) Assess mother, fetus (below)

Mother (hrly parameters)

· BP chart, Pulse

· Urine output

· Reflexes (to monitor levels of Magnesium- hyporeflexic if concentrations too high)

Fetus

· FM (ensure viability)

· CTG

· Check previous case notes for accuracy of dating, fetal growth, AFI

iv) After stabilization of the maternal BP, might consider IV dexamethasone for 24hrs before delivery since child is before 34 weeks.  However, should the mother continues to have signs of impending eclampsia, deliver via the safest possible route and notify neonatologists.

v) Continue MgSO4 for 48 hrs

e) If proteinuria not present, entertain possibility of 

f) PIH 

g) other conditions preexisting untreated hypertension, or other causes such as space occupying lesion of the brain (all unlikely)

Hx

· Risk assessment of PIH: Previous chronic hypertension, renal disease, auto-immune disease, previous history of PIH, if mother had PIH, if this is a multiple gestation

· Already increased risk due to age

PE chart

· 4hrly observations – symptoms

· BP chart, Pulse

· Urine output

· Reflexes

Weekly/twice weekly investigations

· 24 hrs urine TIP, CCT

· FBC

· Renal panel, Uric acid

· LFT, clotting screen in severe PE

e) Monitor fetus

a) Growth – SPH weekly, 3 wkly U/S

b) Acute hypoxia – daily FM chart, liquor volume, CTG, AFI, UAdoppler velocimetry, biophysical profile

f) Control BP

g) Deliver after 37 wks or earlier if fetus or mother abnormal.

	3) Write short notes on three of the following:

a) Amniotic fluid embolism

b) Vacuum-assisted delivery

c) Fetal-fetal transfusion in identical twins

d) Placenta accreta


Amniotic fluid embolism

Incidence- rare 1:8000-30,000 pregnancies; assoc with 80% mortality

Predisposing factors- tumultulous/rapid labour in presence of  ruptured membranes, placental abruption. 

Aetiology- consumptive coagulopathy, intense bronchospasm, vasomotor collapse. IV infusion of sig 
                  amt of amniotic   

                   fluid during tumultulous/rapid labour in presence of  ruptured membranes or small amt of 
                   amniotic fluid 

                   leaking into vascular system and thromboplastin triggering consumptive coagulopathy in  

                   placental 

                   abruption.

Clinical features


· history: woman in late stages of labor becomes acutely dyspneic with hypotension; may experience 
· seizures quickly 

                followed by cardiac arrest. Massive DIC-associated hemorrhage follows and then death. Most patients die  

                within an hour of onset.

- p/e: 
Cough and dyspnoea due to bronchospasm 

hypotension-cold clammy peripheries, altered consciousness 

Seizure: The patient may experience tonic-clonic seizures.

Cyanosis

Uterine atony: Uterine atony usually results in excessive bleeding after delivery. Failure of the uterus to become firm with bimanual massage is diagnostic.

Pulmonary edema: This is usually identified on chest film.

Cardiac arrest

Fetal bradycardia: In response to the hypoxic insult, fetal heart rate may drop to less than 110 beats per minute (bpm). If this drop lasts for 10 minutes or more, it is a bradycardia. A rate of 60 bpm or less over 3-5 minutes may indicate a terminal bradycardia.

Lab tests: Arterial blood gas (ABG): Decreased pH, PO2, Increased PCO2 and Base excess.

FBC with platelets- low Hb, Thrombocytopenia is rare. 

Prothrombin time and activated partial thromboplastin time- prolonged

Imaging Studies: Chest x-ray -evidence of pulmonary edema may be observed

12-lead ECG-tachycardia, ST segment and T-wave changes consistent with right ventricle strain.

Treatment- A: maintain clear airway

                   B: support resp system via immediate cardiopul resus and mechanical ventilation

 
     C: correct shock with rapid vol expansion + electrolyte solution; inotropic cardiac support

                    Replace coagulation factors, platelets, fibrinogen

                    Transfusion of packed cells

                      Monitors and bladder catheter for urine output

Vacuum-assisted delivery

Intro- involves use of vacuum extractor that employs suction cup to fetal head. Traction applied to cup to aid mother’s 

          expulsive efforts(dependent upon it). 

Indications- Maternal:  maternal conditions-HT, cardiac d/o, pul dz.


      Fetal: failure of head to rotate adequateky, fetal distress

                    Both: delay 2nd stage of labour 

Requirements- Informed consent, continuous CTG monitoring, adequate uterine contractions, Fully dilated os, Occiput 

           ant/post, Ruptured membranes, Cathetherise/cepahlic, Engaged, Pain relief, Stirrups.  

CI: pre-term, face/brow/buttock presentation, breech

Application- O’ Neil vacuum cup (ant cup for OA position and post cup for any other position) applied just before post 

fontanelle, over median flexion point, between contractions after lubrication. Make sure no maternal skin caught in between. Make epistiotomy when contractions occur. Apply suction. Pull downwards and apply counter-traction to prevent cup from slipping during contractions. Change direction of pull upwards to deliver head.  

       Neonate to assess baby when delivered.

       Efforts abandoned if not delivered by 3 contractions/15mins. 

Complications-Maternal: lacerations if skin caught


           Child- fetal scalp injuries (subaponeurotic haemorrhage), lacerations, neonatal jaundice

Fetal-fetal transfusion in identical twins

Incidence- 10% of monochorionic twins

Predisposing factors- presence of AV anastomoses in the placenta of monochorionic twins

Aetiology- Arterial blood from the donor twin enters the placenta and courses thru a cotyledon, shared 
                  by both twins. 

    Blood empties into a vein of recipient twin. 

Clinical features: Donor twin- hypovol, anaemic, hypotensive, IUGR, oligohydramnios

Recepient twin- hypervol, polycythemia, hyperviscoscity and thrombosis, HT,  

cardiomegaly, CHF,  

                           oedema, polyhydramnios, kernicterus

Treatment and Prognosis- Expectant management of TTTS provided the degree of polyhydramnios is 
                                        not large (MVP 8-9 cm) 

and the cervical length is adequate (>2.5 cm in lenth), particularly if disease is diagnosed after 22-24 weeks of gestation. Such pregnancies may remain stable and not require invasive therapy. 

Invasive therapeutic alternatives include serial amniocentesis, laser therapy, and umbilical-cord occlusion. Other options proposed include medical treatment either with Digoxin, or indomethacin,  purposeful disruption of the dividing membrane (so-called "septostomy"), and purposeful injection of fluid in the sac of the donor, but only used in some centers and not recommended in others. 

Serial amniocenteses. 
Attempt to decrease the likelihood of miscarriage or preterm labor by reducing the amniotic fluid volume in the sac of the recipient twin2 

Laser therapy 
Eliminate all and any blood exchange between the fetuses. This halts the disease process altogether, allowing each fetus to continue the pregnancy from its incidentally perfused placenta. 

Umbilical-cord occlusion 
Stop blood exchange between the fetuses at the level of the umbilical cord of one of the twins. This can be accomplished by ligating the umbilical cord either endoscopically or under ultrasound guidance, or by using bipolar electrocautery under ultrasound. The procedure is reserved for severe cases where spontaneous fetal death of one of the twins is likely to happen, particularly with the presence of hydrops. 

Single intrauterine fetal demise- Death of one of the twins is not an infrequent phenomenon in twin-
                                        twin transfusion, and has 

         been associated with death or significant morbidity of the co-twin. Morbidity in the co-twin 

         includes of porencephalic cysts and other major neurological complications. Originally, these 

          complications were thought to result from the release of thromboplastic substances from the dead twin into the surviving twin. More recently, acute anemia in the surviving twin has been demonstrated with cordocentesis. This suggests that post-mortem feto-fetal hemorrhage may be responsible for the development of acute hypotension for the observed complications.  Since this complication can only occur if the vascular communications between the twins are patent, only through occlusion of these vessels can this event be avoided. 

Placenta accreta

Definition- extensive growth of placental tissue into myometrium w/o intervening fibrinoid layer. 

Placenta accrete- the placenta is attached directly to the muscle of the uterine wall. 

Placenta increta- the placenta extends into the uterine muscle.  

Placenta percreta- placenta extends though the entire wall of the uterus

Incidence- one in 2,500 deliveries.  

Predisposing factors- placenta previa, previous C-section, or any type of uterine surgery (D&C)

Aetiology- extensive growth of placental tissue into myometrium w/o intervening fibrinoid layer, leading to incomplete or non 

placental separation. Complete accrete will not cause bleeding cos placenta remains attached, but partial type may cause profuse bleeding as the N part separates and the myometrium cannot contract sufficiently to occlude the placental site vsls. 

Clinical features- usu asymptomatic during pregnancy, although occ assoc with APH. Usu PPH and failure of delivery of 

placenta. 

Cx- Maternal: PPH, DIC, retained placenta, endometritis 
Treatment- A,B,C, Rx haemorrhage

· Oxytoxics (help to expel placenta) 

· Methotrexate ( kill off placenta)

· Antibiotics

· hysterectomy

	4) A 20-year-old Indian presents with primary amenorrhoea with normal secondary sexual characteristics. Discuss how you will manage this patient.


Primary amenorrhoea is defined as failure to menstruate by age 16. Causes include chromosomal causes like Turner’s syndrome, problems with the hypothalamic pituitary axis, endocrine disorders as well as problems with the reproductive outflow tract. In this patient’s case, the presence of secondary sexual characteristics indicate that her gonads are capable of estrogen secretion and the presense of pubic and axillary hair would also indicate adequate testosterone levels. As such, the most likely diagnosis would probably be those of the reproductive tract anomalies. These include, imperforate hymen, transverse vaginal septum, cervical stenosis and mullerian agenesis (Mayer-Rokitansky syndrome). Other possible diagnosis include incomplete androgen insensitivity. Rarer causes include arrest of puberty with the development of secondary sexual characteristics without menarche. These include hypothyroidism, cushing’s syndrome, hyperprolactinomas and malnutrition, overzealous exercise and stress.

Management would include a detailed history especially regarding the presence of cyclical symptoms such as breast tenderness and cramping on a monthly basis which would indicate an outflow tract abnormality; a pubertal history regarding the timing and progression of her secondary sexual characteristics to detect any pubertal arrest; the presence of symptoms of galactarohea and problems with vision as might be caused by a prolactin secreting pituitary tumour like a macro or microadenoma as well a history of stress, weight loss, eating habits and exercise which can interfere with the hypothalamic pituitary axis. Symptoms of hypothyroidism such as lethargy, intolerance to cold, weight gain and change in voice should also be elicited.

Physical examination may be limited in the virgo intacta. A VE and a speculum examination would be useful to check for reproductive tract anomalies like an impoforate hymen and a transverse vaginal septum. A bulging hymen should be noted as it may indicate hematocolpus. Relevant laboratory investigations would include FSHand LH levels. Depressed FSH, LH levels indicate a pituitary or hypothalamic disorder and a GNRH stimulaton test can be used to distinguish the too. Prolactin levels can reveal hyper prolactinemia. Karyotyping should be done to rule of androgen insensitivity. An Ultrasound scan can be used to check for the presense of hematocolpus as well as for any reproductive tract abnormalities. If a uterus is absent with karyotype XY, a testosterone level should be performed. If high, the abnormality is probably due to androgen insensitivity. If uterus is absent and karyotype is XX, the cause is probably mullerian agenesis.

Treatment is dependent on the cause. For outflow tract abnormalities, reconstructive surgery can be performed to correct imperforate hymens, transverse septums and in cases of mullerian agenesis, a neo vagina can be created using gradual dilatation or vaginoplasty. They should be counselled that bearing offspring is still possible using a surrogate mother. Those with androgen insensitivity should continue being raised as females despite their chromosomal status. Their gonads must be removed however as there is a 20% chance of malignancy. Those with hyperprolactinemia can be given bromocriptine or undergo surgery if the cause is a pituitary macroadenoma. Those with functional amenorrhea must be counselled about lifestyle modification that enable her to begin menses.
	5) A 32-year-old Chinese presents with foul-smelling vaginal discharge and severe lower abdominal pain. Discuss how you would manage this patient.


GY’s question (refer to hand written notes)
	6) Write short notes on three of the following:

a) abnormal Pap smear

b) in-vitro fertilization

c) atypical cystic hyperplasia of the endometrium

d) post-coital contraception


Abnormal PAP smear

PAP Smear

· PAP smear is based on the principle of exfoliative cytology, with adequacy of PAP smear depending on the presence of cells from both the ectocervix (squamous) and endocervix (columnar), showing that the transformation zone has been fully covered.

· The sample is air-dried, and fixed immediately in 95% alcohol, and read by a pathologist specializing in cytology.

PAP smear report

· A PAP smear report can come back as any of the following; anything other than “negative” is considered an abnormal report:

	PAP report
	Bethesda system
	Predicted diagnosis

	
	
	

	Negative
	Negative
	Normal

	
	
	

	Inflammatory atypia
	Low-grade squamous intra-epithelial lesion (SIL)
	Inflammation

	Atypical squamous cells of undetermined significance (ASCUS)
	
	HPV infection

or CIN 1

	Koilocytosis
	
	

	Borderline dyskaryosis
	
	

	Mild dyskaryosis
	
	CIN1

	Moderate dyskaryosis
	High-grade squamous intra-epithelial lesion (SIL)
	CIN 2

	Severe dyskaryosis
	
	CIN 3

	Malignant cells
	
	Invasive cancer

	Carcinoma
	
	

	
	
	

	Atypical glandular cells of underdetermined significance (AGUS)
	
	Adenocarcinoma in situ

	Adenocarcinoma
	
	Adenocarcinoma


· A PAP smear can also pick up other infections (besides HPV) such as:

· Trichomonas

· Actinomyces

· Candida

Subsequent management of an abnormal PAP smear

· An inflammatory smear should be treated first, and the PAP smear repeated 3 months later.

· Inflammatory cells are quite common in menopausal women due to atrophic vaginitis. They can be treated with a topical estrogen prep.

· An infective vaginitis, whether bacterial, fungal or otherwise, should also be treated accordingly before repeating smear.

· All abnormal PAP smears, including those with persistent inflammatory changes (>3 inflammatory PAP smears) should be referred to Colposcopy to be investigated further.

· Let the patient know that:

· CIN 1 has a 1% chance of progressing to cancer in 10 years. CIN 1 also has a 60% chance of regressing to normal epithelium within 2 years.

· CIN 2 or 3 has a 25-30% chance of progressing to cancer in 10 years.

· If endometrial cells (cuboidal) are found on a PAP smear, the PAP smear should be repeated later if the woman is of reproductive age (she could have just finished menses), but a woman who is post-menopausal should be referred straight away.

· It should be noted that if the GP sees an abnormal looking cervix but with a negative PAP smear result, he should still refer the woman for Colposcopy.

Statistics of PAP smear

· False positive rate is <1%. False negative rate is between 10-20%. With simultaneous PAP smears and Colposcopy-directed biopsies, almost all squamous cervical lesions can be detected.

· However, false negative PAP smears have been reported in as many as 40-45% of patients ultimately diagnosed as having cervical adenocarcinoma. This discrepancy is attributed to the difficulty involved in the recognition of precursor granular lesions cytologically. 

IVF

Definition of IVF

· IVF is an assisted reproductive technique, which involves approximation of the gametes outside the body, and the return of the resulting zygote to the uterus.

· Selection of patients:

According to the MOH guidelines, IVF shall only be carried out on a married woman and only with the consent of her husband, whether or not her husband’s semen is used. Women aged 45 and above are usually not accepted. In the case of egg/sperm donation, wherever possible, a genetic link to one of the said parents of the child should be maintained.

Indications for IVF

· Usually the last resort for infertile couples, having failed alternative treatments (eg at least 5-6 cycles of ovulation induction with intra-uterine insemination).

· There are however exceptions where one starts infertile couples on IVF straight away, skipping other treatment strategies. These instances include:

· Advanced female age (>40 years old, or under social request)

· Severe sperm problem (eg oligo-astheno-terato zoospermia)

· Tubal damage/block/absent tubes

· Premature ovarian failure (requires donar eggs)

Technique

· Suppression phase: Woman is pre-treated with GnRH analogues to prevent any premature LH release which would otherwise make unplanned oocyte collection necessary. Pituitary down-regulation is confirmed with low serum estradiol levels, quiescent ovaries, or a thin endometrium seen on U/S scan. The GnRH analogues are continued until HCG administration.

· Stimulation phase: After ovarian suppression, the ovaries are stimulated with FSH or HMG (human menopausal gonadotropins) to facilitate the development of multiple follicles. Follicle size is followed up via transvaginal U/S. An injection of hCG is given once the follicles reach 18-20mm in diameter. hCG acts as a surrogate for the LH surge and induces ovulation.

· Harvesting phase: Oocyte retrieval is performed 35 hours after giving the hCG injection. This is done via aspiration of multiple oocytes conducted under transvaginal U/S guidance.

· Insemination and fertilization: After a further 5-8 hours of in vitro maturation in culture medium, 100 000 – 200 000 washed sperm are added to each of the oocytes. Fertilization may be identified 14-18 hours later by the visualization of 2 pronuclei.

· Embryo transfer: Embryos are normally transferred to the uterine cavity 2-3 days after oocyte collection (ie when the embryos are in the 2-8 cell stage). Under MOH guidelines, no more than 3 embryos can be replaced in a patient’s body at any one time. Spare embryos can be cryopreserved for future use.

· Post-transfer stage: On the day of oocyte collection, low-dose hCG or progesterone is started to support the luteal phase, and continued at increasing doses until the placenta takes over in the late 1st trimester. A UPT or serum hCG is measured 14 days after embryo transfer to confirm pregnancy.

Outcome

· In general, patients undergoing IVF can expect pregnancy rates of 17% to 23% per cycle and corresponding delivery rates of 13% to 18% per cycle. 

· About 45% of couples undergoing IVF will ultimately take home a baby as a result of treatment. The female age is the most important predictive factor for success. There is a slight reduction in success rates of IVF in increasing number of cycles. Previous pregnancy and live birth increases success rates slightly.

· The incidence of spontaneous abortion is similar to the 15% to 20% seen in the general population. Furthermore, the occurrence of birth defects is not increased over the background incidence of 2% to 5%. 

Adverse effects of IVF

· Multiple gestation

· Ectopic pregnancy (4-5%)

· OHSS

· High cost -- $7000 to $8000 per cycle

Atypical cystic hyperplasia of the endometrium

Endometrial hyperplasia

· Represents an overgrowth of the endometrium, generally caused by persistently high levels of estrogens unopposed by progesterone.

· Prevalence 1/1000 women.

· Prone to develop in the years immediately following menarche, and in the years immediately prior to menopause, when ovulation is infrequent.

· The risk factors for endometrial hyperplasia presumably include risk factors for endometrial carcinoma given that certain endometrial hyperplasias are precursor lesions to endometrial carcinoma. These risk factors include:

· Nulliparity

· Obesity

· Late menopause/ early menarche

· Family history

· Presence of breast, colon or ovarian cancers

· Polycystic ovaries (chronic anovulation)

· Estrogen producing tumours

· Exogenous estrogens

· Tamoxifen

· Diabetes mellitus

· Hypertension

· Gallbladder dx

· No previous OCP use

· The histologic diagnosis of endometrial hyperplasia is reached upon endometrial biopsy, and can be classified as follows:

	Histologic Diagnosis
	Cytologic Atypia
	Architectural Pattern

	Hyperplasia
	 
	 

	Simple
	Absent
	Regular

	Complex 
	Absent
	Irregular
Glands crowded back to back 

	Simple atypical
	Present
	Regular

	Complex atypical
	Present
	Irregular
Glands crowded back to back 


· The progression of each histologic variant of endometrial hyperplasia is seen in the following table:

	Degree of
Hyperplasia 
	Number of
Patients 
	Regressed
	Persisted
	Progressed to
Carcinoma 

	Simple
	92
	74 (80%)
	17 (19%)
	1 (1%)

	Complex
	29
	23 (80%)
	5 (17%)
	1 (3%)

	Simple atypical
	13
	9 (69%)
	3 (23%)
	1 (8%)

	Complex atypical
	25
	20 (57%)
	5 (14%)
	10 (29%)


Atypical cystic endometrial hyperplasia

· The terminology of endometrial hyperplasia has evolved over the years. What was previously known as “atypical cystic endometrial hyperplasia” is now defined as “simple atypical endometrial hyperplasia”.

· And as shown from the table above, the patient will have a 8% chance of developing endometrial carcinoma.

· History: Post-menopausal bleeding/ prolongation or irregularity of menstrual bleeding.

· Physical examination findings: Often normal. Uterus may be enlarged, both by the mass of the endometrium, and also by the growth of the myometrium in response to persistent estrogen stimulation.

Management of atypical cystic endometrial hyperplasia
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· Treatment depends on pathologic findings from the endometrial evaluation, the patient's age, and the patient's reproductive status. Hysterectomy is recommended in a post-menopausal woman, to preclude the later development of endometrial carcinoma. In a younger woman who wishes to preserve her reproductive potential, the alternative medical strategy listed in the diagram above may be pursued instead.

· It should be noted however that hyperplasia with atypia does not respond as well to progestogens; hence eventual hysterectomy is the preferred management for simple or complex hyperplasia with atypia.

Post-coital contraception

Definition

· Contraception given after intercourse to prevent fertilization/implantation.

· Reserved for emergency situations:

· Unplanned coitus eg rape

· Unprotected coitus

· Breakage of condom

· Missed pills

· Displaced diaphragms

· Expelled IUCDs etcetc

· Not to be used as a replacement for proper long-term contraception.

Methods

ORAL

· To be effective, must be administered not longer than 72hours after unprotected intercourse.

· 2 regimes available:

· Yutzpe regime (combined hormonal)

· 100ug ethinyl estradiol and 1000ug norgestrel (or 500ug levonorgestrel) given within 72 hours, repeated 12 hours later.

· Efficacy is 2% failure rate

· Side effects: N&V, breast tenderness

· Note that OCPs always contain E:P ratio of 1:5. Eg Loette: EE 20ug, levonorgestrel 100ug. Hence for Yutzpe regime, just feed the patient 5 OCP pills within 72 hours of intercourse, then repeat this 12 hours later.

· POP pill

· 750ug of levonorgestrel given within 48 hours of intercourse, and repeated 12 hours later.

· Efficacy is 3% failure rate

· Side effects: More severe N&V

· For oral regimens, the patient must be followed up to ensure that withdrawal bleeding occurs in 5 days. If a period does not occur, TOP must be advised due to possible teratogenic effects on the fetus.

IUCD

· To be effective, must be administered not longer than 5 days after unprotected intercourse. This is the method of choice if the patient presents later than 72h after intercourse.

· Efficacy is 1% failure rate

· The IUCD used for emergency contraception is the Copper T 380A IUD (ParaGard). The IUCD can be removed after the next menstrual period, when it is confirmed that the patient is not pregnant. The IUCD may also be left in place for long-term birth control. The copper IUD can be left in place for up to 10 years for contraception.
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