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[Abstract] Objective: To observe the effects of TGF-B; on atrial myocardial fibrosis and connexin40
remodeling in rats and the protection of atorvastatin. ~ Methods: 30 male Wistar rats were randomly divided
into three groups. 8 weeks after the first intragastric administration, all the survival rats were anesthetized.
The degree of atrial fibrosis was measured with Masson staining. Immunohistochemistry was used to measure
the level and the distribution of TGF-f; and Cx40. RT-PCR was used to measure the expression of Cx40
mRNA.  Results: Compared with group A, the level of TGF-g; and the degree of atrial fibrosis in the group B
were markedly increased (P<<0.01), while the mRNA expression and the level of Cx40 were decreased and the
distribution was confused. Compared with group B, the level of TGF-8; and the degree of atrial fibrosis in the
group C were reduced (P<<0. 05), while the mRNA expression and the level of Cx40 were elevated and the
degree of confusion was reduced. Compared with group A, all the points of group C were unchanged.
Conclusion: The increase of TGF-; in myocardium may be one of the important mechanism of atrial fibrosis and
Cx40 remodeling, which can be inhibited effectively by atorvastatin,
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H Wy E -1t E AL Y, 37°C 20 min, PBS ¥ % 5 min.2
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94 CHiASPE 5 min,94 CAsPE 30 s, 55°CiB Kk 30 s,
72°CIEfH 30 5,35 MER G 72 CFHIEM 10 min,

FEIR R 3 Y0 35t e W UG IS HL Uk » BIO2RAD 8 i
UG R G4 IR, Quantity One 344 347 T8 AR 3
HOUBERRERREFEFH#GTEER FE
B8R A Cx40 £ /GAPDH FJ,

1.6 it Z o

K F SPSS10. 0 #HATHAEAL M, PR 25 R
AR LR B R R 7 240 0, I LR A
LSD 3, #H 3¢ 43 4 5% F 4 #H ¢ 43 #7 , P<<0. 05 A 4t
HFEEX.

2 HR
2.1 Masson 3 & &K R Ao+ HE

2 Masson Yeft, O LY 41 68 40 MU A L 5 2
MEIREF A ag 6, 25 24H .0 WL Masson Je 8l LI 1,

CVF H#% . B 4K B0 LA SR R 25 FR 45 0
BET AH,CHRECNAHER ARG 5E
B # 3 /0 (P<<0.05, IFE 1),

2.2 fEMAREENLR

TGF-B, FHME Y 0 247 5 8 WL 2,Cx40 A G
BEFRHEAPRILE 3,

FERSW: 5 AAMEE,BHARROMARA
TGFR EREENR.Cx40 SEREW ;5 B4
tHE, C ARG IAHAF TGF-8, & &L, Cx40
FEARUIE D,

#1 3AKXRKOA CVF,TGF-B, F1 Cx40 EL %

451 CVF(%) TGF-8; (OD) Cx40(OD)
A 4.98+ 1,84 1.83+1.07 0.39%0. 06
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D EHS R Cx40 & BB W /D, B i E AL,
B A, X RO NAL F TGFB, & & FA R AT
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Tk K Hi# i+ Rho/ROCK i@ N S &4 H A4+
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