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BEANBRES 2 BB RRRRER ., RARNMEFRATER, SR AT A m B R 4R E ¥ 3
WRLH, L ELE 8 . RABMAZERNEHS PAI-1 f1 TGF - 81 8 mRNA £AK¥E. ER FEERA
PAI-1 mRNA 0.258=+0. 041, TGF - f1 mRNA ik 0.193+0. 023, W EH X MAH B HH (PAI-1
mRNAMy 0. 052+ 0. 014, TGF - 1 mRNA 4 0. 047 £ 0. 022, P 3 <<0.01); # 25 T B 4l PAI - 1 mRNA 34
0.112+0. 016, TGF - 81 mRNA 24 0. 0554:0. 009, R EE R A H A B F fE (P ¥<<0. 01>, ik :PAI- 1
TGF -BIRIHESIRARIEFREER S AL  EFHAERIERRENER AR MEBERRE S
RHEBEER, BB AT U TRXBFREIRNRE.
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Study on extra - cellular matrix expression in kidney of diabetic rats and the intervention effect of Jiangtang
Yongmai prescription (BEFE Bk ) ZHENG Cheng-hong, KE Shu-hong, MA Wei, CAO Ping. Wuhan
First Hospital, Wuhan 430022, Hubei, China

[Abstract] Objective: To determine the gene expression of plasmin activator inhibitors -1 (PAI -1) and
transforming growth factor - 1 (TGF - 1) in kidney of diabetic rats, and declaim the intervention effect of
Jiangtang Tongmai prescription (& ¥ 8 Bk 7, 'JTTMP). Methods: Wistar rats were induced for type
2 diabetes by intravenous injection of streptozotocin (STZ) and feeding of high -fat -~ glucose chow, then were
divided into 3 groups in a randomized controlled study: Chinese material medicine (JTTMP) group, model
group and normal group. Eight weeks later, the expression of PAI - 1 mRNA/TGF -1 mRNA was detected
by in situ hybridization histochemistry (ISHH). Results: Compared with normal group, PAI - 1 mRNA
(0. 2584 0. 041) and TGF - 81 mRNA (0.193=40. 023) in model group were significantly increased (PAI -1
mRNA 0.05240.014; TGF - 81 mRNA 0. 047 & 0. 022, both P<C0.01). Compared with model group,
PAI-1 mRNA/TGF - Bl mRNA in JTTMP group significantly decreased (PAI - 1 mRNA 0.112 £ 0. 016,
TGF - 81 mRNA 0. 0554 0. 009, both P<C0. 01). Cenclusion: It is shown that over -expression of PAI - 1 and
TGF - B leads to the excessive deposition of extra - cellular matrix (ECM) and are the major cause of diabetic
nephropathy, JTTMP can interfere with the expression of PAI ~1 mRNA and TGF - 31 mRNA.
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