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Abstract

Liver dysfunction in the presence of Systemic Lupus Erythematosus (SLE) can be caused by many factors including
drug-induced, SLE itself, fatty liver, Autoimmune Hepatitis (AIH), primary biliary cirrhosis, cholangitis, alcohol or viral hepa-
titis. However, Lupus hepatitis and autoimmune hepatitis are two distinct immunological conditions involving the liver, which
can have similar clinical, laboratory and systemic presentations, leading to difficulties in diagnosis [1,2].
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Case Report

A 35 years old Omani lady who is known to have SLE with
history of Lupus nephritis and pregnancy-induced hypertension
maintained on Azathioprine and Hydroxychloroquine, presented
to ER at Royal hospital (Muscat, Oman) with history of deep
jaundice of the sclera and skin and loose motion not associated
with nausea, vomiting or abdominal pain and cola like urine for 4
days’ duration. Her blood pressure was 147/90 mmHg, heart rate:
90/min, respiratory rate: 19/min and oxygen saturation: 100% at
room air. Her clinical examination was unremarkable.

Her initial workup revealed normal complete blood count
and renal function test. She had raised Liver enzymes with ALT:
1676 [IU)/L (Normal 0-40), AST: 1713 [IU]}/L (Normal 0-35),
GGT: 59 [IUJL (Normal 10-35), Alkaline phosphatase: 220
[IUJ/L, Lactate dehydrogenase: 375 [IU]/L, Total bilirubin: 189
umol/L (Normal 0-20) and Conjugated bilirubin: 278 umol/L
(Normal 0-8), Prothrombin time: 20.8s (normal 9-11.6), Activated
partial thromboplastin time: 70s (Normal 27-39), fibrinogen:
1.60 g/L (Normal 1.5-4.2), Thrombin time : 21.70s (Normal 12-
16). Her ESR and CRP were normal. Her viral screening showed
a negative viral Hepatitis, CMV and EBV serology and PCR.
Her complements C,: 47 mg/L (Normal 150-530), C,: 47 mg/L
(Normal 820-1930). Her antimitochondrial antibodies and lupus
anticoagulant were positive. B, glycoprotein, Anticardiolipin
antibodies, immunoglobulins, anti-liver/Kidney ~Microsome

antibodies and anti-smooth muscle antibodies were negative as
well. Alfa-1 Antitrypsin and Ceruloplasmin were negative.

Repeated anti dSDNA was Positive. Her liver MRI showed
no evidence of hepatic vein thrombosis with no liver or biliary
abnormalities apart from acute hepatitis picture. She declined
liver biopsy. The patient was also taking curcumin daily as part of
traditional therapy and she was advised to stop it. She was managed
with high dose of Prednisolone and all other medications were hold.
After few days she developed signs of hepatic encephalopathy
with confusion and flapping tremor, ammonia level of 176 umol/L
(normal 18-70), for which she was managed with (Furosemide,
Spironolactone and Lactulose). A liver transplant was arranged for
her and as she was pulsed with methylprednisolone infusion for
3 days. Following the pulse, her clinical condition had improved
remark ably and her liver enzymes went back to normal on
subsequent follow-up in the clinic. Her repeated liver ultrasound
showed some evidence of cirrhosis on one-year follow-up. But she
remained asymptomatic with normal liver function tests after 5
years’ follow-up. She was maintained on mycophenolate to control
her disease.

Discussion

Liver dysfunction has been documented in 59.7% of SLE
patients, up to 30.9% caused by drugs and 28.5% caused by SLE
itself. It tends to be mild except in autoimmune hepatitis which is
relatively severe [2]. Immunosuppressive medications including
Methotrexate, Hydroxychloroquine and Azathioprine were all
reported to cause hepatic dysfunction.
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Historically, when hepatic abnormalities were the most
prominent feature during the first visit, the patient was more
likely to receive an incorrect diagnosis or be diagnosed with
SLE late. Only 46.7% were identified as SLE within a week of
presentation of an abnormal liver function while 46.7% patients
were not correctly diagnosed until more than 2 weeks to 4 months
[3]. Usually, complications of portal hypertension, cirrhosis, and
hepatic encephalopathy are rare manifestations of SLE unless a
coexistent liver disease is present [4].

Reports of 6 SLE cases by Beissel C. et al showed that all
patients had coexisting of autoimmune hepatitis in their medical
history. Remission of acute hepatitis was achieved in all patients
after the initiation of immunosuppressive therapy [5].

Lupus hepatitis has been documented as one of the indices
indicating SLE activity. Positive intense deposit of complement
1q in the liver may be a characteristic immunopathological feature
of lupus hepatitis. A low serum alanine transaminase levels at
diagnosis and high doses of prednisone were associated to the
resolution of Lupus Hepatitis [6,7]. A study done by Khalifa et.al
showed that one out of 12 patients with liver abnormalities died
due to hepatic encephalopathy [8].

An autoimmune liver disease may occur during the course of
SLE. Due to biochemical similarities between AIH and SLE, AIH
could be considered very probable by using both International
Autoimmune Hepatitis Group (IAIHG) scoring system and
simplified criteria [9].

Curcumin has shown anti-inflammatory, anti-oxidant,
antifungal, antibacterial and anticancer activities. Initiation of
curcumin as treatment caused hepatic recovery within 2 weeks
in hepatic injury induced by CCI4 and apoptosis. [10,11]. This
may explain partly, as a contributing factor, the patient clinical
deterioration following the withdrawing of curcumin. But the
progression of the disease remains the main explanation confirmed
by the good response to the pulse of methylprednisolone. We are in
need of large-scale, well-organized studies in order to identify the
rule of this plant product and its anti-inflammatory effects, before
drowning any scientific conclusion.

Conclusion

Diagnosing liver disease in SLE patients is always
challenging, a definite diagnosis should be confirmed by patient

history and clinical examination, blood investigations, and liver
biopsy. Drug-induced hepatic dysfunction remains the commonest
cause but other differentials like Lupus hepatitis and autoimmune
hepatitis should always be kept in mind.
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