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Fig 1 Expression of cardiomyocytes RNA marked with PL. % + s.
n=6. " P <0.01 vs normal group.

E1 PLERIEOALAMENEE RNA Rk

3 S&f RT - PCR #&MFE A2 E g - MHC mRNA

FXTF PB4, TGF - g, 41 B — MHC mRNA 0] B3¢
(P <0.01) , 3 TGF - 8, (3 pg/L) 4 B - MHC 575 (10.77
+0.46) , W3 1.& 2,

%1 3R RT - PCR &l TGF — B, x4 AL 40 fa R A %
B —MHC fgi%&

Tab 1 Effect of TGF — B, on expression of B — MHC mRNA in
cardiomyocytes by RT —PCR(% +s.n=6)
Group Average ct Aot Ao 2 Ahe
Normal 15.85+0.56 -4.28+0.25 0 1

TGF -B,0.1pg/L 15.88 £0.46 -4.47£0.51 —-0.19£0.05 1.14£0.082
TGF-B,1pg/L 13.48+0.84 -7.71£0.34 -3.43+0.06 10.77 £0.46*
TGF -B3ug/L  14.46+0.23 -5.35+0.53 -1.07£0.04 2.10£0.112

4P <0.01 s normal control group.
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Fig2 Effect of TGF — B, on § — MHC detected by real time RT — PCR. left: express of GAPDH. right: express of g — MHC in differ-

ent groups.
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Fig3 Effect of TGF - 8, on apoptosis of rat ventricular cardiomyocytes detected by FragEL( x200). A: Normal control; B: TGF -
B.(3 pg/L). TGF -, can induce cardiomyocytes apoptosis.

B3 TGF - B, XK B0 AL AAHE T RAE

5 FCM#&NAMRAT
SX AL, TGF - B, & 4.0 U4 MR T R 35,
HEM BB (P <0.01), TGF - B, RHFTMHREF
caspase —3 BB BIRE (P <0.01), L% 2,
6 BERR
R TR D L SRS, X IR 4L0 LA B 5 49 50,
DU L2 HEF0 5, O WL B PO S R IE 3, 4R R0
BB IER (B 4A, x8 000) , TGF - B, H.LYL4 MRS,
P AR SR , LRI Zs WO , 40 LRI T (& 4B, x5 000) ;[F]
AT WRZEE] TGF - B, 4L.D LA AL 223 &, HEFUZR AL, RoBilk
i REA R, 2 40 fUAE R R (& 4C, x 10 000) o

AT A > . ‘n

o el A Pa s

TGF - B, fEFJE DL HE TR B B R35 9. 4% , 5% R
HHBAEBEER(P<0.01), LA 3,

B

®2 FCM#&MOMAMATERBTHEXER caspase -
3R
Tab 2  Apoptotic rate and caspase —3 detected by FCM(% 5. n

=4)

Group Rate of apoptosis (% )  Caspase —3
Normal 4.45 £1.12% 2.70 +0.35
TGF -B,0.1 pg/L  10.90 £2.15* 15.30 +1.86
TGF - B,1 pg/L 12.88 +1.96* 18.70 +1.88
TGF - B,3 pg/L 15.40 £2.54* 23.00 £2.72

*P <0.05 vs normal control group.
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Fig4 Hypertrophy and apoptosis of cardiomyocytes detected by electron microscope. A: Normal control group cardiomyocytes were u-

niformity in appearance and regularity in row of actin filament. Caryotin inside caryon and cytomicrosome are eumorphism

( x8 000). B: TGF - B, group cardiomyocytes expressed apoptosis by concentrate of caryon and vacuoled of cytomicrosome.

C: Cardiomyocytes showed hypertrophy with increase of actin filament and tumefaction of cytomicrosome in TGF - B, group.
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