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[ ABSTRACT] Aim To study the effect of rhynchophylline and isorhynchophylline on the apoptosis of vascular smooth mus-

cle cell (VSMC) induced by angiotensin (© ( Ang its mechanism in rats. Methods The apoptosis model in VSMCs -
duced by angiotensin (Dwas established. The effect of rhynchophylline and isorhynchophylline on the cell morphology, apoptosis
rate, [Ca™ ]i concentration, Bck2 and Bax protein expression and mRNA expression were observed by invert phase contrast mi-
Results

VSMCs, increase cell apoptosis rate, decrease cell [ Ca’* ]i concentration and down regulate Bek2, Bax protein and mRNA ex-

croscope, flow cytometry and RT-PCR. The rhynchophylline and isorhynchophylline could induce the apoptosis of

pression. Conclusion The rhynchophylline and isorhynchophylline may induce the apoptosis of VSMC, whose mechanisms

might be related to decreasing cell [ Ca™ ]i concentration and down regulating BekF2 and Bax protein expression and mRNA ex-

pression.
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ular Probesine /= & o FITC antrmouse/rat Bel2, 33| ik
BAEMEARANEF R, Bax BER G K HERT
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CAA AGA TG-3 . EL3401 4 & 5 B 47 1, % [E Biotok
/58] F= di; FACSCalibur J% 3\ 48 21X, % [E BD 4 & 7=
a;XDS—IB &l B & M %, F K ot & 8 5
PCR #L, biometra, T-Gradient Thermoblock, made in Ger-
many o
1.2 HpEERSHHETH

RRAARAW R EERARBEEA KT RNSE
M, BEAOBMENEEERER BEHZEHRET
MR F e T 7 N4 B4 7 e-actin %% H RN F
P HTER, HH 4~ SRIEFREAEBA T E
. MEAWHEME EHMEER AEAREEN
1x 10°/L, B T3 AR/ A& . £ 48 h B H#A0
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W 4 Ang @107 mol/L+ 80 mg/L 44 7 X A 4y
B A ER A Ang @107 mol/L+ 12 me/L 544 5
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HREH R UL FEOBHENE R
1.3 HBEFSZRIIN

B LExfpd THE RABAENREZEHME
THEELEBET A, HE Gimsa €% T W E 4
MERAFEE.
1.4 YHRATEANE

B b3 sxfo 8T a, XA Annexin V —FITC
HEAPI R RAMRASTHRAATE, LA
1 % Annexin V 7 B B Z 40 B 55 5 1% 10° ML, B
100mL A AR MAE SmL B LEF, WA S
mL Annexin V FITC #1 5 mL PI, 2% 4% 4], 25°C # ¢
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AL Ca™ 11 IR B EBRAR( P< 0.05, £ 2)
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9 Bax Bck2
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% 4. Z4AYEBA Bek2 mRNA F0 Bax mRNA FAM0EEER (x Ts, n= 4)

41 5l beta Bax Bek2 Bax/beta Bt 2/ beta Bax/ Bek2
EH 4L 36574 18875 27226 16578 17655 £2206 0. 744 %0. 118 0. 483 £0. 065 1. 540 £0. 246
Ang EHH 34466 19812 37009 £11479 21146 £3414 1. 084 %0. 207 0. 628 %0. 089 1. 752 £0. 363
AL FI AL 39063 +8529 42250 £7039 18502 £2065 1. 092 0. 068 0. 484 £0. 078 2.284 %0. 282°
Gl yeNa sty L ¢tk 35270 £11213 29206 £15743 22970 £10069 1. 040 0. 281 0. 636 £0. 172 1.772%0.253
- P R T 4 41545 £10146 47944 114433 20110 5928 1. 15 £0. 205 0. 486 10. 081 2.398 0. 289°
B R AL 34780 6898 39279 £8705 16780 2566 1. 132 0. 089 0. 496 0. 117 2. 340 0. 234
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VSMC 4 58 A8 o<, 1 H. 0T 5] 82 i & 7 i UL 40 B A
T % ACET AT FI 2 e AR B ¥ w0 I 1 1fn
HIBR)E 2, J8A R4 5255 3% B <483 R 5e hn
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L 80 mg/L. Fl 160 mg/L {E N T T &E. WHds
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YR JUTL 200 LR 200 P P 9 T R B4 185 22 BT 2% P 4 TR TG
B R RN Ang CELUIMLE FIF L4 A T 75 3
EM .

Bax F Bek2 J& — X 1F 47 8 T8 15 2% [K], Bax [1)
[E Y5 — SR ARAR R T2, Bek2 1 [R5 — S8 4440041 40 g
P12, Bax A1 Bel2 T8 R e 5 — SR AR R - e Ak
FH, Bel2 & T Bax, Bek2 [ R VE — SRS £, 41 s
TAE0E, R 4% T8 1, R, Bek2/Bax 18 &
AT E T B R AR Y . AHE T BoR, E
AN S 4 R B 55 52 VSMC IR T4 2 B i % ek
SEFIEH BEK P Bax A1 Bel2 JE Kl 223 RS2 LAY .
28 0 Tk B R 7 ) R BB T P JS, Bax BRI RIS B
Bel2 5 H#£3A N i1 Bax mRNA/Bel2mRNA HCAE T
T, T 2 B 4 e Bl R S 4 J el 3 3 R e

BH Bax 1) 4K 1% 75 Fl mRNA %% 5% R 8 J5 0 5
Bel2 ()2 A #5 M mRNA % 5%k K45 5 VOMC
R

T AFSRATE T R A0 B N A5 RS 1 S TR BE RE 5
ST 9 T SR O ) 40 M O T ) R A, Bax 15 SR T
AIRES HAIR T 4l 9 A5 R S O, Bel2 $l R T
AR 5 R T P A N AR A O ARSI gt
C RN A B T T, 4] Ca™ 11 IR
AN FIFEE A BRAR, 1B IR N B A 4 TR .
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