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Abstract; Objective To investigate serum anti-insulin-like growth factor- [ mRNA binding proteinl (IMP1) autoantibody IgG
ELISA

method was used to detect serum anti-IMP1 autoantibody IgG in 120 cases of HCC, then the detection results were compared those

expression in hepatocellular carcinoma ( HCC) patient and its relationship with clinicopathological parameters. Methods

in 115 healthy individuals(control group). The relationship between serum anti-IMP1 autoantibody IgG level with clinicopathologi-
cal parameters in HCC patients was analyzed. Results The serum anti- IMP1 autoantibody IgG levels in the HCC group and control
group were(1.51240.685), (1. 080£0. 301) pg/mL respectively, the HCC group was significantly higher than the control group
with statistical difference( P<C0.001) ;serum anti-IMP1 autoantibody IgG in HCC patients was related with the tumor size, tumor

differentiation degree, TNM grade and intrahepatic metastasis( P<C0. 001) ,and had no obvious relation with the age, sex, drinking

and HBV infection(P>>0. 05). Conclusion

Serum anti-IMP1 autoantibody IgG expression increased is increased in HCC patient.

The detection of serum anti-IgG autoantibody IMP1 level in HCC is conducive to judge the malignancy degree of HCC.
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