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The influential factors of non-specific positive anti-mitochondrial M2 antibody
and its guiding significance of liver function damage”
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Abstract: Objective To find the possible factors which affect the non-specific positive anti-mitochondrial
M2 type antibody(AMA-M2) (e. g. drinking and smoking)and the relationship between the strength level of
AMA-M2 and the degree of liver function damage. Methods A total of 242 in-patients with simple AMA-M2-
positive in the hospital from January 2016 to June 2018 were enrolled in the study (all patients were excluded
from antinuclear antibodies positive and were not considered for antoimmune liver disease in the short term).
150 cases of healthy controls from physical examination center in the Hospital were also selected,and all the
AMA-M2 antibodies were confirmed negatively by immunoblotting and the life histories of all the participants
were recorded in detail. All 242 AMA-M2 positive patients were divided into three groups according to the
AMA-M2 strength levels,which were strong positive+ -+ -+, positive+ +, and weak positive+ groups. The
levels of 5 biochemical indicators including Alanine aminotransferase ( ALT), aspartate aminotransferase
(AST) ,alkaline phosphatase (ALP),y-glutamyl aminotransferase (y-GGT),total bilirubin (TBIL) were de-
tected by enzymatic method in three groups respectively. Results Compared with the healthy control group.
the numbers of patients with long-term smoking and drinking history were significantly larger in AMA-M2
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positive groups,and the difference was statistically significant (P<C0. 05). The levels of ALT,AST,ALP, -
GGT and TBIL are elevated at different degrees in the AMA-M2 positive groups. Compared with the healthy
control groups, the levels of these five biochemical indicators were significantly increased in the AMA-
M2+ + + groups.and the differences were statistically significant (P<C0. 05),but the differences are were not
significant in the groups of AMA-M2-+and + + groups (P>>0.05). Compared with the AMA-M2+ groups,
the levels of ALP,y-GGT and TBIL were significantly increased in AMA-M2-+ + + group,and the differences
were statistically significant (P<C0. 05),but there were no significant differences of the ALT and AST levels
both in the AMA-M2+ + +group and AMA-M2+ +group (P>>0.05). Conclusion AMA-M2 antibody often
shows positive in patients who drink alcohol (especially drink heavily all year round) , but is mainly low titer
and weakly positive. Compared with the AMA M2 + group, liver injury was more severe in the AMA
M2+ ++ group and ALP,y-GGT,TBIL are the more sensitive and persistent indicators of liver damage.
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