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Dynamic Expression of Cathepsin B in Hepatic Stellate Cells (HSC - T6) and Its Significance. Li Chunyan, Chen Yongping, Shen Chun-
yan. Department of Infectious Diseases,The First Affiliated Hospital of Wenzhou Medical College ,Zhejiang 325000 , China

Abstract Objective To observe the expression of cathepsin B in hepatic stellate cells (HSC —= T6) and explore its significance of
Cathepsin B in liver fibrosis Methods We put Z - FA - FMK into HSC - T6 cell medium of the inhibitor group to observe and compare
the HSCs form changes at 12h,24h,36h,48h by microscopy. We extracted the protein and mRNA of HSCs at different time — points during
culture ,and detected the expression of cathepsin B, TGF — B and o — SMA both at level of mRNA and protein respectively with reverse
transcription — polymerase chain reaction( RT — PCR) and Western blotting. The statistical analysis was done using paired t test and Pear-
son liner correlation analysis. Results Z — FA - FMK decreased HSCs proliferation and differentiation was detected by microscopy. The
results of Western blot showed that the expression of cathepsin B increased with the extension of time both in control group and inhibitor
group. Compared to the control group(0.68 +0.09), cathepsin B expression of inhibitor group (0.49 +0.04) decreased, and there was
statistically significant(¢= —6.31,P <0.05). The variation of & — SMA expression was parallel with the variation of cathepsin B expres-
sion and o — SMA expression of inhibitor group(0.64 +0.03) decreased compared to the control group(0.79 £0.01), and there was sta-
tistically significant(z= - 6. 18, P <0.05). The results of RT - PCR showed that the cathepsin B mRNA expression of inhibitor group
(2.00 £0.11) decreased compared to the control group(2.24 +0.47) (1= —-3.41,P <0.05) ,and thea — SMA mRNA expression of in-
hibitor group(0.40 +0.06) decreased compared to the control group(0.81 +0.08) (¢ = -4.28,P <0.05) ,and the TGF - BmRNA ex-
pression of inhibitor group(1.43 £0.16) decreased compared to the control group(1.81 £0.21) (¢ =6.44,P <0.05). Conclusion Ca-
thepsin B could inhibit HSC proliferation and transdifferentiation, and result in the downregulation of liver fibrosis indexs, such as TGF —
Banda — SMA. So, cathepsin B may be a new potencial therapeutic targets for the treatment of liver fibrosis in future.
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in the diagnosis of hypertension nephritis (HN).

patients and 43 healthy controls.

Abstract Objective

Methods

To explore the value of Cystatin C (Cys C) ,

creatinine ( Cr) and microalbumin ( mALB) alone or combined
The level of Cys C, mALB and Cr was compared between 38 hypertension

The contribution of Cys C, mALB and Cr in the diagnosis of HN was compared by regularized discrimi-
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