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Abstract Liver function test is one of the most frequently used detecting methods, which includes 10 to 30 testing
parameters. These parameters contribute to diagnose and assess hepatobilitary disease, and assess the severity of related
disease. A variety of etiological factors can cause liver function abnormalities, and different diseases show specific pattern
of liver function abnormalities, which provides information for differential diagnosis. This article summarized the theory and

clinical significance of these parameters in liver function test. In addition, the pattern of liver function abnormalities of

various liver diseases and related diagnostic points were reviewed, and further liver function test was discussed for making

an etiologic diagnosis.
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