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Abstract: Biochemical liver function tests are important methods to determine liver function in clinical practice, but abnormal
liver biochemical parameters are not completely equivalent to liver damage. Some genetic and immune factors can also cause
abnormal liver biochemical parameters, but with good prognosis in most cases. This article summarizes the causes of some benign
abnormal liver biochemical parameters, so as to help clinicians to broaden their thinking of diagnosis and treatment, take into
account genetic and immune factors, and avoid misdiagnosis and mistreatment.
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