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HSC while markedly increased by TGF-1 stimulation. The two concentrations of p38-specific inhibitor (1 3

wmol /L) and low concentration ERK-specific inhibitor ( 1 pmol/L) had no significant effect on the phosphorylation

of Smad2/3; the high concentration of p38-specific inhibitor ( 10 pmol/L) significantly down—regulated elevated

pSmad2C by TGF-31; the two concentrations of ERK-specific inhibitor ( 3

10 wmol/L) could remarkably de-

crease elevated pSmad2C by TGF-31; the three concentrations of JNK-specific inhibitor (1 3 10 wmol/L) inhib-
ited the phosphorylation of Smad2C Smad2L and Smad3L stimulated by TGF-81. All three MAPK-specific inhibi—

tors suppressed increased nuclear translocation of Smad4 protein in TGF-1-stimulated HSCs. Conclusion The

phosphorylation of Smad2/3 and nuclear translocation of Smad4 might be induced by TGF-1 via activating ERK

JNK p38 pathways in HSCs.
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Expression of IGF4 and IGFAR in SD rat prostate tissue

Xiong Yu Huang Tao Wu Kui et al
( Dept of Urology The Affiliated Provincial Hospital of Anhui Medical University Hefer 230001)

Abstract Objective To study different diet and testosterone propionate on SD rat prostatic tissue changes and in—
sulindike growth factor ( insulindike growth factor IGF) 4 IGFAR expression of strength. Methods High fat
and high-sugar diet after subcutaneous injection of testosterone propionate castrated prostatic hyperplasia model con—
struction. All were killed 40 days later removed the prostate tissue weighed and HE staining prostatic hyperplasia
cases were detected by immunohistochemistry in prostate tissue IGF4 IGFHR expression intensity. Results High
fat and high sugar diet group prostatic hyperplasia and IGF4 IGF4 R expression intensity was higher than normal
diet group ( P <0.05) ; high fat and high-sugar diet and low—-dose subcutaneous injection of testosterone propionate
group obviously prostate hyperplasia IGF4 IGFHR expression intensity were significantly increased ( P <0. 05) .

Conclusion  High-fat and high-sugar diet low dose of exogenous testosterone supplements can promote the prolifer—
ation of rat prostate tissue IGF-4 IGF-AR and the development of benign prostatic hyperplasia are positively corre—
lated.

Key words highHat and high-sugar diet; testosterone; prostate index; benign prostatic hyperplasia; IGF4; IGF4R



