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INTRODUCTION Haemolysis scn?ening demonstrated low but detectable HELLP may also present or worsen postpartum, and failure of
HELLP syndrome describes a disorder of haemolysis, elevated h'aptoglobln, retlcul_ocytosm and -mlld I a!lthot.!gh blood thrombocytopenia or haemolysis to improve after delivery should
li 4 dl latelet tit b o licati " film showed no schistocytes. A liver ultrasound identified two prompt consideration of alternative thrombotic microangiopathies
bR it i o U A A small lesions consistent with haemangiomas. (TMA).® Diagnostic classification commonly uses the Tennessee

severe preeclampsia (PET). HELLP syndrome is generally thought
to be the extreme spectrum of preeclampsia, however around
15-20% of patients with HELLP syndrome do not present with
preceding hypertension or proteinuria.! The prevalence of HELLP
syndrome is 0.5-0.9% with 70% of cases occurring in the 3rd

Following a multidisciplinary review with obstetric medicine and criteria, requiring haemolysis, elevated liver enzymes and
haematology, the overall impression was evolving HELLP platelets <100 x107/L, or the Mississippi system, which grades
syndrome, with differentials including immune severity by platelet levels.

thrombocytopenia and gestational thrombocytopenia, alongside
mild intrahepatic cholestasis of pregnancy. An induction of

3 1

trimester of pregnancy. labour was commenced at 36+6 weeks. Following Tennessee System Mississippi System
prostaglandin cervical ripening, the CTG became abnormal with
reduced variability and recurrent deep decelerations. Despite AST =40 IU/L and

AIM ¢ . e i AST =70 1U/L LDH = 600 IU/L and

erbutaline administration, the CTG remained abnormal and she LDH > 600 IU/L . Class I platelsts: < 50 x 10%/L

To highlight the diagnostic challenges of HELLP syndrome and proceeded to an emergency caesarean section, delivering a 3 Plt =100 x 10%/L + Class Ii: platelets: 50 -100 x 10°/L

its impact on pregnancy outcomes. kg male infant without intraoperative complications and an + Class | platelets: 100 - 150 x 10%/L
estimated blood loss of 700 mL. - -
Postnatally, platelet counts improved, although liver function Table 1: Diagnostic frameworks for HELLP syndrome
tests remained abnormal initially. A liver screen was otherwise

CASE REPORT unremarkable apart from elevated cholesterol and triglyceride However, laboratory variability and evolving disease mean
A 38-year-old nulliparous woman of Nepalese background with levels. By Fiay SIX postparturr_l, liver enzymes had improved and patients may deteriorate despite not fully meeting thresholds.
an IVF pregnancy, diet-controlled gestational diabetes and she was discharged home with outpatient follow-up. Placental Haemolysis markers may also be inconsistent, with biochemical

histopathology demonstrated a placenta of size in the 5th-10th evidence preceding blood film changes.®
centile with villous agglutination, consistent with maternal
vascular malperfusion associated with pre-eclampsia.

longstanding mild thrombocytopenia (baseline platelet count
157) presented at 36 weeks gestation with pruritus of her hands
and arms without a rash. Initial investigations demonstrated

The most important diagnostic dilemma is distinguishing HELLP
from conditions where delivery alone is insufficient, particularly

mildly elevated bile acids of 12.6, deranged liver transaminases ;:E’;;?;::E 2:;1?;2? E:tet:sgFyi‘;(:pS:E:Eigﬂd?gigrgagaigy;vhich
with AST of 97 and ALT of 200, and platelets of 138. Repeat a g
testing three days later showed worgening transaminitisp DISCUSSION may mimic or coexist with HELLP and require urgent disease-
thrombocytopenia to 92, a sFlt-1/PIGF ratio of 117 {normal range HEile | ] —y . : P specific therapy.® Increasingly, angiogenic biomarkers such as the
: ; ; syndrome Is considered part of the spectrum of pre- sFIt-1/PIGF ratio are used to support diagnosis when features of
Issu;:;?sét]:g gc;r;::érg?i:;ggﬁ:g“a;?j:i;g?gLSOF;JLF;LGSiJf:O eclampsia, but it is a distinct clinical entity within that spectrum. pre-eclampsia are evolving or atypical. Overall, the literature
was mildly slevated at 136/81 mmHg. She es et o aspirin Diagnosis can be challenging as hypertension and proteinuria emphasises that HELLP is frequently atypical, incomplete or

K . . L. may be absent or develop late, leading to delayed recognition.? i feukt [ He
during the pregnancy. She was admitted for investigation of I‘u‘laﬁy etionts prosent mSeting only nge laboﬁ;atory cri?eria o postpe{lrtum, and careful differentiation from other TMAs is critical
suspected evolving intrahepatic cholestasis of pregnancy and to avoid delayed treatment.

HELLP syndrome, creating uncertainty regarding diagnosis,

preterm pre-eclampsia. Ursodeoxycholic acid was commenced. escalation of care and timing of delivery.
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