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Effect of MITF Transcriptional Control on Family of Tyrosinase — related Proteins in Normal Human Melanocytes. Li Zhao,Wang Ping,
Hong Weisong ,Zheng Junhui. Zhejiang Chinese Medical University, Zhejiang 310009, China

Abstract Objective To analyze the transcriptional control of microphthalmia transcription factor ( MITF) on the tyrosinase related
proteins which is closely related to melanogenesis in normal human melanocytes. Methods Normal human melanocytes from healthy chil-
dren’s circumcision were cultured in melanocyte Hul6 selective medium. MITF was knocked down by using MITF siRNA interference.
Real time quantitative PCR and Western blot were used to investigate the gene and proteins expression of MITF, tyrosinase( TYR) , tyrosi-
nase related protein 1 (TYRPI ) and tyrosinase related protein 2( TYRP2). Results The MITF, TYR, TYRP1 and TYRP2 were signifi-

cant expressed in normal human melanocytes. After MITF was knocked down, we found that the expression of TYR and TYRP1 were dra-

matically decreased and the expression of TYRP2 was increased both in mRNA and protein expression. The mRNA expression of MITF,

TYR and TYRP1 were decreased about 2 folds (P =0.001), 1.5 folds (P =0.05)and 5 folds (P =0.005) respectively, while TYRP2

was increased dramatically 3 folds (P =0.004). Conclusion The tyrosinase related protein (TRPs) was closely related to transcription-
al control of MITF. TYRP2 may be regulated by MITF through different pathway compared to TYR and TYRPI.
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Changes of Tumor Necrosis Factor — « in Patients with Non — alcoholic Steatohepatitis and Its Intervetion by Qushi Huayu Decoction. Li

Hongshan, Feng Qin, Ying Hao, Zhu Dedong, Li Dezhou, Fu Qilin. Ningbo Number 2 Hospital , Zhejiang 315000, China

Abstract Objective To investigate the significance of tumor necrosis factor — a (TNF — ) in patients with non — alcoholic steato-

hepatitis and its intervetion by Qushi Huayu Decoction. Methods Totally 184 patients with non — alcoholic steatohepatitis were random-
ized into Qushi Huayu Decoction group (82cases) and comparison group ( Polyene phosphatidyl choline group, 82 cases). The course of
treatment was 24 weeks. And 30 healthy persons were used as controls. The changes of serum tumor necrosis factor — a content in the
Qushi Huayu Decoction and comparison group patients before treatment were observed and compared to the normal control group. And
changes in serum TNF - « content of the two groups patients before and after treatment were dynamic observed. The value and significance
of serum TNF — « in patients with non — alcoholic steatohepatitis was studied through correlation analysis of serum TNF — « content, serum

ALT, AST activity and liver/spleen CT value. Results Serum TNF - « content of patients in the Qushi Huayu Decoction group and com-

parison group before treatment were significantly increased compared to the normal control group (P <0.01). The serum TNF — « content
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