BRERKFESEIR 2021 £5 46 B5 2 83 (Journal of Chongging Medical University 2021.Vol.46 No.2 ) — 151 —

O LN
YpIEPERIL A Y TGF—B1/Smad7 {5 58 B 3%
e [ 760 B SR WLRE Jr 2 1) K Bl L ET 44K

HEHALVEEALFRZ LR OELE AL O XLR O RLKSELE ALB O FE!
(1. PHEICEB B 55— BEBa O A N RE A BH 421001 ;2. R4 IS5 BEBR 2070k 700 421001)

DOI:10.13406/j.cnki.cyxbh.002569

[# E) B# . WEIMNEEGLE (hydrogen suifide , H,S) X 5 [7] 12 bk 22 ILAE (hyperhomocysteinemia, HHey ) 755 1 K B
WLEF 4eAk S Ak A= K [ F—B 1 (transforming growth factor—B1, TGF-B1) I Smad7 5 FHF KA, 7% 8 40 FURAEMENE SD K
FUBEHLIS 2 9% B (Control )20 #5171 (HHey )20 HoS T+ H A (HHey+H,S ) 411 H,S %t IR (HLS) 4, £4H 10 H . A SZEGRIRI K B
FYEES7IE S LR R (10 o/L) AR EREYIRTIK  F522 10 FIMEFREE S . BB IIIG , HHey+H,S 20 K H,S 41K A H 2815 N
TSR 2N (sodium hydrosulfide , NaHS )V, FEE T 4 Ji L 25 4R BUOWUR REF A DTRURE B0 fH Masson Y @ik isg O 4L
I TR s SR Y F2 3R 1 O R e P 2 222 G A L KGN, CBS \ TGF-B1 F1 Smad7 25 F ) A 15 i 1 Western blot Kzl . Z55R .
5550 MR AH EL, A5 R0 JULAR i A ZE L e B T R B S B4, o WL 2R 2 e TIT 284 s JA 35 AR B 8 189 0 (P=0.000) , TGF-B 1 F& [
FEIRW] P T+ (P=0.004) , CBS(P=0.006) } Smad7(P=0.001) % [ F k7K V- W 1 i ; AR L, HHey+H,S 20 K LG LA
HEZAHXS R 55 B ST 4%, 2121 e AL S ORI 4% (P=0.003 ) , TGF-B1 A I Z X AH X 3 (P=0.006) , CBS (P=0.005)
K Smad7(P=0.000)7E 1R EAKFHEIN, 58 AMNEMERALE T LIS HHey 5 S AR BLO WA i1l , 3 pLH T g 5 TGF-
B1/Smad7 5 Sl FEAT K,

[ 4R | Ak & 5 o ) B D 22 R INUAE 5 <O LET 454K ; TGF-B 1/Smad 7 i

[FE4ZESR542.2 [ CHERFRZERD A [ ¥e#5 B H#A )2020-02-19

Exogenous hydrogen sulfide alleviates hyperhomocysteinemia—induced

myocardial fibrosis in rats by regulating TGF-B1/Smad7 signaling pathway
Yi Jiali',Nie Liangui',Li Yaling',Zheng Xia',Wang Sen',Liu Da’,
Song Xiong', Zhang Jingjing',Chu Chun?,Y ang Jun'

(1. Department of Cardiology,The First Affiliated Hospital of University of South China;

2. Department of Pharmacy,The Second Affiliated Hospital of University of South China)
[ Abstract]Objective . To observe the effect of exogenous hydrogen suifide(H,S) on myocardial fibrosis and expression of transforming
growth factor—B1(TGF-B1) and Smad7 in hyperhomocysteinemia (HHey ) —induced rats. Methods : A total of 40 adult male SD rats
were randomly assigned into 4 groups(n=10) :the control group(Control) ,the model group(HHey) ,the H,S—intervention model group
(HHey+H,S) and the H,S—intervention normal group(H,S). L-methionine(10 g/I.) was added into the drinking water for consecutive
ten weeks to establish the model. After successful modeling, sodium hydrosulfide(NaHS) was intraperitoneally injected into the rats in
the HHey+H,S group and the H,S group for consecutive four weeks. Masson staining method was used to observe the deposition of
myocardial collagen,immunohistochemical staining was used to detect the expression of Collagen Il and Western blotting was used to
determine the expression of CBS,TGF-B1 and Smad7. Results : Compared with the control group,cardiomyocytes were arranged in

disorder, the collagen deposition was significantly increased,the expression of collagen Il was significantly increased (P=0.000),the
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expression of TGF—B1 was increased apparently (P=0.004) ,and
CBS(P=0.006) and Smad7(P=0.001) proteins were obviously
down-regulated in the HHcy group. Compared with the HHey
group, cardiomyocytes were arranged in a relatively order man—
ner, the collagen deposition was comparatively reduced,the ex—
pression of collagen Il was relatively decreased (P=0.003) ,the
expression of TGF—B1 was down-regulated distinctly(P=0.006) ,
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and CBS(P=0.005) and Smad7(P=0.000) proteins were increased in the HHey+H,S group. Conclusion : H,S may improve myocar—

dial fibrosis in hyperhomocysteinemia—induced rats and its mechanism may be related to the regulation of TGF-1/Smad7 signaling

pathway.
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