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Effects of Epigallocatechin—3—gallate on STAT1 in Hepatic Stellate Cells Line LX-2

LIU Yifei HU Lingna WU Xingxin SUN Yang SHEN Yan XU Qiang State Key Laboratory of Pharmaceutical
Biotechnology ~ School of Life Science Nanjing University Nanjing 210093  China

Abstract Objective To investigate the effects of — —epigallocatechin—-3—gallate EGCG on STAT1 in hepatic
stellate cell line LX-2 and to explore its anti—hepatic fibrosis mechanism. Methods LX-2 cells were treated with
various concentrations of EGCG. Protein expression of phosphorylated STAT1  total STATI  procollagen—al and o—
SMA were detected by Western blotting method. The expression level of interferon gamma IFN—y mRNA was de—
tected by RT-PCR. The effect of AK1/2 inhibitor AG490 on the regulation of phosphorylated STAT1  procollagen—al
and a—SMA by EGCG was also observed. The dimer of STAT1 was measured by luciferase complementation imaging
method. Results EGCG increased the expression levels of phosphorylated STAT1 protein and IFN—y mRNA in dose—
and time —dependent manner. And EGCG inhibited the expression of procollagen—al and oo —SMA in LX -2 cells.
JAK1/2 inhibitor AG490 reversed the effects of EGCG on LX-2 cells. The dimer formation of STAT1 in the nucleopro-
tein of LX-2 cells was increased by EGCG. Conclusion EGCG has an anti—fibrosis effect on hepatic stellate cells
through the up-regulation of STAT1 phosphorylation STAT1 dimer formation and IFN—y expression
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Figure 1 The expression levels of phosphorylated STAT1 and
IFN—y mRNA was increased by EGCG in dose—and time—dependent

manner in LX-2 cells
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Tubular Injury Mechanism of Aristolochic Acid I and Aristololactam I in Rats and Their Effect on Renal
Aquaporin 1 Expression
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Abstract Objective To investigate the role of aquaporin 1 AQP1 in toxicity of aristolochic acid I AA-I and aris—
tololactam I AL-1 on renal tubules. Methods Rats were intraperitoneally injected with AA-I and AL- T at the dose
of 225 4.5 and 9.0 mg/kg once daily for 7 days. On day 5 total urine volume in all of the groups was counted and
the content of B,—microglobulin in the urine was detected with enzyme—linked immunosorbent assay ELISA . On day
7 blood biochemical parameters were analyzed renal pathological changes were examined and AQP1 expression was
detected by ELISA and immunohistochemical assay. Results From day 5 of the medication 3,—microglobulin was in—
creased dose—dependently plasma K* Na* and Cl~ became abnormal and the expression of AQP1 was inhibited in
dose—dependent manner. Conclusion It is indicated that both AA-I and AL-I could induce the injury of kidney and
the nephrotoxicity of AL-I is stronger than that of AA-I. The nephrotoxicity mechanism of AA-I and AL-I may be re—
lated with the inhibition of expression of AQP1  which results in the early increase of urine volume in rats.
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