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A 39 year old primigravida is 32 weeks pregnant and presents with vomiting and RUQ pain.  On examination, she is hypertensive (BP 160/100), tachycardic (110/min), and has mild RUQ tenderness.  UA shows 1+ protein.

LFTs are:

· Bilirubin normal

· ALP 200

· GGT normal

· Transaminases in 500-600s

Likely diagnosis is:

a) cholestasis of pregnancy

b) acute fatty liver

c) preeclampsia

d) acute hepatitis

e) cholelithiasis
There are four major hypertensive disorders in pregnancy:

• Preeclampsia-eclampsia (formerly called pregnancy-induced hypertension) – Preeclampsia refers to the new onset of hypertension and proteinuria after 20 weeks of gestation in a previously normontensive women

• Chronic hypertension – Chronic hypertension is defined as systolic pressure > or =140 mmHg, diastolic pressure > or =90 mmHg, or both that antedates pregnancy, is present before the 20th week of pregnancy, or persists longer than 12 weeks postpartum.

• Preeclampsia superimposed upon chronic hypertension – Superimposed preeclampsia is diagnosed when a woman with chronic hypertension develops new onset proteinuria after 20 weeks of gestation. Women with chronic hypertension and preexisting proteinuria (before 20 weeks) are considered preeclamptic if there is an exacerbation of blood pressure to the severe range (systolic > or =180 mm Hg or diastolic > or =110 mm Hg) in the last half of pregnancy, especially if accompanied by symptoms.

• Gestational hypertension – Gestational hypertension refers to hypertension without proteinuria (or other signs of preeclampsia) developing in the latter part of pregnancy. If it resolves by 12 weeks postpartum, then in retrospect, it is classified as transient hypertension of pregnancy. If the hypertension persists beyond 12 weeks postpartum, then the diagnosis is chronic hypertension that was masked in early pregnancy by the physiologic decrease in blood pressure. Transient hypertension is associated with less morbidity compared with preeclampsia; however, it tends to recur with subsequent pregnancies and is more likely to occur in women who are at increased risk for essential hypertension later in life. Some women who first present with gestational hypertension will go on to develop preeclampsia as the pregnancy progresses.
A woman under the age of 20 years who is undergoing her first pregnancy is at a particularly high risk for developing this disorder. It remains unclear why the primigravid state is such an important predisposing factor. The incidence of preeclampsia in a second pregnancy is less than 1 percent in women who have had a normotensive first pregnancy (does not apply to abortions), as compared to 5 to 7 percent in women who had uncomplicated preeclampsia during the first pregnancy. Women with early, severe preeclampsia (approximately 2 percent of cases in nulliparas) are at greater risk for recurrence, as high as 60 to 80 percent.

Advanced maternal age (>35 to 40 years) without other risk factors has been associated with increased risk of preeclampsia

Of note, women who smoke cigarettes have a lower risk of preeclampsia than nonsmokers.

Signs and symptoms of preeclampsia occurring before 20 weeks of gestation are unusual. When present, they are suggestive of an underlying molar pregnancy, drug use or withdrawal, or chromosomal aneuploidy in the fetus.
Hypertension is generally the earliest clinical finding of preeclampsia and is the most common clinical clue to the presence of the disease. The blood pressure may rise in the second trimester, but usually does not reach the hypertensive range (>140/90) until the third trimester, often after the 37th week of gestation.

Proteinuria – In addition to hypertension, most patients also have proteinuria (ie, 0.3 g protein or greater in a 24-hour urine specimen or 1+ on dipstick).

Other renal findings – The urine sediment is typically benign. Hyperuricaemia and hypocalciuria also occur, although the mechanisms for these changes are not clear.

Edema and intravascular volume – Most women with preeclampsia have edema.

Haematologic changes – Increased platelet turnover is a consistent feature of preeclampsia [40]. The most common coagulation abnormality in preeclampsia is thrombocytopenia due to formation of microthrombi.

Liver – Factors involved in glomerular and hepatic injury may be similar, with vasospasm and precipitation of fibrin affecting both organs. Periportal hemorrhage, ischemic lesions, and microvesicular fat deposition are other histologic findings observed in the livers of preeclamptic women. The clinical manifestations of liver involvement are right upper quadrant or epigastric pain, elevated liver enzymes and, in severe cases, subcapsular hemorrhage or hepatic rupture.

Central nervous system and eye – Headache, blurred vision, scotomata, and, rarely, cortical blindness are central nervous system manifestations.

Differential diagnosis – The HELLP syndrome may occasionally be confused with other diseases complicating pregnancy. These include acute fatty liver of pregnancy or, because of similar symptoms or laboratory findings, gastroenteritis, hepatitis, appendicitis, gallbladder disease, idiopathic thrombocytopenic purpura, hemolytic-uremic syndrome, or thrombotic thrombocytopenic purpura. Marked elevations in serum aminotransferases are not typical of HELLP; when they occur, they may indicate hepatic infarction or subcapsular hematoma rather than viral hepatitis.

Acute fatty liver of pregnancy – HELLP may be difficult to distinguish clinically from acute fatty liver of pregnancy. Both occur at the same time, share clinical features, and, long-chain 3-hydroxyacyl-coenzyme A dehydrogenase deficiency in the fetuses of affected mothers has been associated with both disorders. Some observers suggest that the distinction between the two conditions on clinical grounds may reflect different presentations of the same underlying process in some patients.

