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The analysis of the detection results of antimitochondrial antibody and sub-type M2 in the diagnosis of 120 liver injury patients”

Zou Lin , Xiao Ran ,Chen Pu
(Department o f Clinical Laboratory ,the First Af filiated Hospital of Chongqing
Medical University ,Chongqging ,400016 ,China)

Abstract: Objective To analyzed clinical significance of dectection of antimitochondrial antibody in patients with liver injury,
and emphasize the meaning for detecting antimitochondrial antibody in patients with liver injury. Methods Apply Fluorescence im-
munity technology(IIF)and antigen specificity ELISA indirectly to detect 120 cases that Alanine amino transferase( ALT)was high-
er than 70,and prove it using immune imprinting method. Results The results of AMA testing were positive in 7 cases;clinical di-
agnoses separately are Biliary infections(1 case) , Pleural bolt compressibility fractures(1 case) ,dermatomyositis(1 case) , Multiple
organ failure(1 case) , primary biliary cirrhosis(1 case) , primary hypertension(1 case) ,drug-induced hepatitis(1 case). Conclusion
The dectection of antimitochondrial antibody is worthy of being popularized, since it’s beneficial for diagnosing patients with liver
injury.
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