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hyperplasia ( BPH) in rats by establishing a metabolic syndrome model in SD rats and to investigate the expression
of II type Sareductase ( SRD5A2) . Methods SD rats model of metabolic syndrome was established by high-fat
and high-sugar feeding method; after treatment with metformin for 40 d rats were sacrificed and prostatic tissue
fasting blood glucose( FBG) fasting blood insulin( FINS) homeostasis model assessment of insulin resistance( HO-
MA-R) body weight prostate tissue weight and prostate index were obtained. Immunohistochemistry and Western
blot were used to detect the expression of SRD5A2 in prostate tissue. Results Metabolic syndrome was induced by
highfat diet successfully significant increase in FINS and HOMA-R( P <0.05) were found in highfat diet than
normal diet and prostatic hyperplasia occurred in this model significant increase in weight prostate weight and
prostate index ( P <0.05) were found in this SD rats model. However insulin sensitizer significantly improved in—
sulin resistance hyperplasia degree of prostate and high expression of SRD5A2 protein in high fat and sugar fed rats
( P <0.05) compared with that of the high-fat diet treatment rats. The expression of SRD5A2 in hyperplastic pros—
tate tissue was increased and was positively associated with the degree of hyperplasia of prostate. Conclusion Met—
abolic syndrome induced by high+fat and high-glucose feeding is an important influencing factor of benign prostatic
hyperplasia in rats. Insulin sensitizer can treat benign prostatic hyperplasia caused by metabolic syndrome.
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Effect of acetazolamide on IL- B-induced apoptosis in rat

articular chondrocytes and its mechanism
Chen Weina Li Chunmei Zhu Zhongzhen et al
( School of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effects and mechanisms of acetazolamide ( AZ) an aquaporin 1 ( AQP1)

inhibitor on IL- B-induced apoptosis in rat articular chondrocytes. Methods Articular chondrocytes were isolated
and cultured by trypsin and collagenase digestion method. IL4 3 was used to induce chondrocytes apoptosis in vitro.

Different doses of AZ were added to IL- B-reated chondrocytes. The cell proliferation was detected by MTT assay.

The cell apoptosis was evaluated by hoechst 33258 staining flow cytometry analysis and rhodamine-423 staining.

Protein levels of AQP1  Bcl2 Bax Caspase3 NF«B p65 p-NF«B p65 IkBa and pdkBa were assayed by
Western blot. Results AZ (12.5 25 50 wmol/L) increased the proliferation of IL-H B-induced chondrocytes
with a dose-dependent manner. AZ could inhibit the IL- B-induced rat articular chondrocyte apoptosis manifested
by reducing apoptosis morphological changes decreasing the rate of chondrocyte apoptosis and increasing mitochon—
drial membrane potential. Compared with normal group increased AQP1 protein level reduced Bel2 protein level
and increased protein levels of Bax and Caspase3 were observed in IL-H B-induced group. In addition IkB expres—
sion in IL- B-induced group was lower than normal group whereas pdkBa and p-NF—«B p65 protein levels of 1L—
1B-induced group were higher than normal group. Compared with IL4B-nduced group AZ decreased AQP1 ex—
pression increased Bcl2 expression and down-—regulated the expressions of Bax and Caspase3. Moreover AZ in—
hibited the degradation and phosphorylation of IkBa and reduced p-NF—«B p65 protein level. Conclusion AQP1

inhibition by AZ can decrease chondrocytes apoptosis induced by IL43  which might be related to up—regulating
Bax and Caspase3( all pro-apoptotic genes) down-regulating Bel2( anti-apoptotic gene )  and inhibiting the acti—
vation of NF+«B inflammatory pathway.

Key words acetazolamide; aquaporin 1; rheumatoid arthritis; articular chondrocytes; apoptosis; NF+«B pathway



