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OBJECTIVE

To discuss a rare case occurring postnatally with an initial differential diagnosis of HELLP
(Haemolysis, Elevated Liver enzymes and Low Platelets) syndrome or Acute Fatty Liver in
Pregnancy (AFLP).

University Hospitals Birmingham

36 year old female with a BMI 31 had an elective lower segment caesarean section for
dichorionic diamniotic (DCDA) twins at 37/40. Patient felt unwell 24 hours prior to
delivery. Patient had no history of hypertension or Diabetes. Following the Caesarean
Section, patient sustained a postpartum haemorrhage of 1.2 litres due to large placental

DISCUSSION

Acute Fatty Liver of Pregnancy can be confused with pre-eclampsia & HELLP Syndrome.
It can be distinguished from HELLP syndrome by differences in how the two diseases
develop.
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It occurs in about 1 in 20,000 pregnancies and is more common in first pregnancies, male
babies and twins.

Initial Blood

Test Results

Swansea criteria is used to assess the likelihood of AFLP while avoiding liver biopsy in
patients who are frequently coagulopathic and thrombocytopenic.

AFLP shares clinical and biochemical features with other disorders in pregnancy such as ALT 992 6 or more of the following are required in the absence of another cause to diagnosis
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Haptoglobin  0.56 Hypertension, elevated PCR, (raised/normal?) LDH, Urates and normal clotting was
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Increasing WCC and low fibrinogen levels was also diagnostic of AFLP. As the patient had
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normal Clotting , this was also an important feature to differentiate AFLP from HELLP
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Estimate GFR

83 (AKI Stage 1)

AFLP. The final diagnosis of AFLP was made on day 2 when the patient developed



