J Med Res,Aug 2015,Vol. 44 No. 8

PKCB, &M 254 LY333531 iEE S 1
FFIOANALEN LR

m E BM

kA TR

B Fwuip EOF

L 1o X U B 4 0 L 98 A B T A B 5 0 B PRCB, s A2 44 77) LY333531 Wy T HiME . AiE HKR

SR JFE G 27 4 40 YO 7 I 08 o W R T T 5 %, 4G T TP HL A0 D ) 96 5 0 R R B 1 Y 5 R K PRCR2 R 1 R ik, A6 4
LY333531  HU5 o0 BIE A2 45 20 B 389 58 S iR AL FE AR B 81 . SR i TT ( PKCR, &5 H R k39 n , JF RE 45 0o Mk i 47 4 20 A /Y

Sy K 1A TR I JRE 1B & 0, LY333531 LI PKCB, 42

Je AT Ul 2 AT 2 AR Y 6 A 4 R e A I R ) S . B iR

LY3335314F Jy T B2y ¥y ikl PKCR, @42 W] LATE — € F2 B I 96 22 Wl 8 3 A0 O LT AL 7

KR PKCB, & LY333531 @it
FESEE  R542.2;R587.1

L LEF 4Ef
XEARIRE A

DOI 10.11969/j. issn. 1673-548X.2015. 08. 006

PKCg, Pathway Inhibitor LY333531 Ameliorates High Glucose — induced Myocardial Fibrosis. Su Wen, Su Zhaolin, Chen Hui,et al. De-

partment of Cardiology, Beijing Friendship Hospital, Capital Medical University, Beijing 100050 ,China

Abstract Objective To observe the proliferation and activation of cardiac fibroblasts (CFs) in high glucose condition and explore

the effect of PKCB, pathway inhibitor LY333531 on this process. Methods

We cultured the rat CFs in normal glucose or high glucose

media for a period of time, and observed the proliferation of CFs, the synthesis of collagen and the expression of PKCB,. We incubated

CFs with high glucose in combination of LY333531, and assessed the proliferation and activation of CFs. Results

High glucose increased

the expression of PKCB, and stimulated proliferation of CFs and synthesis of type I and type Il collagen. LY333531 inhibited high glu-

cose — mediated CFs’ proliferation and collagen synthesis. Conclusion

brosis by inhibiting PKCB, pathway.

LY333531 can ameliorate high glucose — induced myocardial fi-
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