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Introduction:  Statins are HMG-CoA reductase inhibitors, they are a class of drugs used to lower cholesterol levels by inhibiting the enzyme HMG-CoA reductase, which plays a central role in the production of cholesterol in the liver. As of 2010, a number of statins are on the market including: simvastatin, atorvastatin, fluvastatin, lovastatin, pitavastatin, pravastatin, and rosuvastatin. Simvastatin and pravastatin appear to provide significantly better safety profiles compared to other statins. Increased cholesterol levels have been associated with cardiovascular disease, and statins have been found to prevent cardiovascular disease in those who are at high risk. Research has found that statins are most effective for treating cardiovascular disease (CVD) as a secondary prevention strategy, with questionable benefit in those with elevated cholesterol levels but without previous CVD. Statins have some side effects including a mildly increased risk of diabetes and abnormalities in liver enzyme tests. Although they are rare but severe adverse effects may occur. We would like to present a case who experienced acute hepatic failure after taking statin.

Case report: A 36-year-old man who works as a guard in school had underlying diseases of hypertension, hyperuricemia, allergic rhinitis, dyslipidemia, and impaired glucose tolerance. Current oral medication at OPD was lacidipine 4mg 1# qd and pitavastadin 1mg per day and baseline GPT was 85 IU/L, cholesterol level was around 234-239mg/dl, and fasting glucose was around 120-126mg/dl. General weakness and discomfort with nausea for 3 days. He tried to take a rest but symptoms exacerbated and he visited our ER for help. Physical examination revealed clear breath sounds, abdominal fullness over RUQ, and lab data reported AST / GOT 479 IU/L, Alkaline phosphatase(ALP) 187, Bilirubin total 10.7, ALT / GPT 996 IU/L. He denied Chinese herbal medicine. Admission for further evaluation was arranged. 

  After admission, supportive treatment was arranged for poor appetite. Abdominal sonogrpahy showed severe fatty liver without necrotic change. Hepatitis A, B and C were checked and were negative. ANA and ceruloplasmin were checked and were also negative, either. Right ankle pain and swelling was told and colchicin plus diclofenac was added for the consideration of gout attatck. Famotidine was used for possible GERD related heart burn sensation, and the chest discomfort improved after famotidine use. Follow up lab showed AST / GOT 55 IU/L and ALT / GPT 286 IU/L four days later. His appetite also improving and due to stable condition, he was discharged on the sixth hospital day. 
Discussion: Statin species medications play important roles in lipid lowering and the decrease of cardiovascular death. Every one mg/dl of LDL elevation, will bring one more percent of all cause mortality. Therefore, LDL lowering treatment was very important, especially in high risk patients, such as patients with diabetes mellitus and coronary artery disease. However, some undesirable side effect such as muscle soreness, rhabdomyolysis, and impaired liver function may occur during the treatment course. Therefore, follow up CPK and liver enzymes are necessary in the first 3 months of statin therapy. However, marked elevated liver enzymes were found in presented after statin therapy for 2 months, and subsided after stopping statin therapy. In fact, mild elevated liver enzymes was noted before statin therapy and consider the finding of severe fatty liver by abdominal sonography, NASH (nonalcoholic Steatohepatitis) should be impressed though there was no pathologic proved. Lipid lowering therapy in this patient was strongly indicated because multiple risk factors were found, such as marked obesity, impaired glucose tolerance, and hypertension. However, acute hepatitis was noted after statin therapy and subsided quickly after stopping statin use. In my impression, statin therapy may induce hepatitis especially in those who had nonalcoholic steatohepatitis because statin influence the metabolism of cholesterol. Further study is necessary to clarify the relationship between statin-induced hepatitis and NASH.
Conclusion: Although statin therapy is very effective and important in lipid lowering, to decrease the cardiovascular mortality and the incidence of myocardial infarction, the possible complication should be kept in mind. Statin therapy in patients who have severe fatty liver or NASH with elevated liver enzymes may be harmful, but further study are needed to prove the association between them. Lower potency statins such as simvastatin and pravastatin have lower incidence of complication, may be more adequate to play the role of lipid lowering therapy in patients who have NASH with elevated liver enzymes. 






