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ABSTRACT

Aim To better understand the inhibition of growth
and induction of apoptosis in smooth muscle cells
(VSMC) by nitric oxide (NQ) and the mechanism in
these processes.
Methods Cultured rat VSMC at passage 5 to 8 were
After reaching 60% ~70% con-

fluence, VSMCs were preincubated for 24 h(at least)

used for experiment.

with serum free Dubecco’s modified Eagle's medium
(DMEM) to become quiescent before the experiments.
Then SNAP (0. 4 mol/L) was added to the medium.
The cells were fixed with 3% paraformaldehyde after 8
h. Expression of B¢'-2, Bax, P53, and Fas in VSMC
were examined by fluorescein immunocytochemistry
methods through ACAS 570.

Results Expression of Bcl-2 was decreased by NO.
But expression of Bax, P53, and Fas were increased by
NO.

Conclusion Bcl-2, Bax, P53, and Fas may take part
in the effects of N  on inhibition of growth and induc-
.tion of apoptosis in VSMCs.
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1 HM#fr*E
1.1 ##

Dubecco’s modified Eagle’s medium (DMEM )3% #
# % GIBCO = &, /N h# i MmEFE &, SNAP
(S-nitroso-N-acetylpenicillamine) # Sigma 2 8 = &,
a-actin P53 ¥ % B ik ¥ & DAKO 2 #,Bcl-2.Fas,
Bax % % & itk 4 Santa Cruz A8 = &, BH LB K &£
3 (fluoréscein-iso-thiocyanate , FITOFiLH ERE S
FRAIG Y EFEFHERLE R,
1.2 A&
1.2.1 MEFBRNBEREKSER W 3% 5
hEFANAR. TEEUYTLESDARKE
B, xBASbE. STETFANALRTH, W ANEE
4 20% /) % f % 89 DMEM 3 5 7, & 37°C.5% CO,
EREPHBERR TREAATRNARALLE A
ey . #amkEe, o BUBREaEHLER, &
BRE S~ UM,

BIERRETHEAREKRKA, ARNFES
a-actin WEFBRABRT 4 EAFFEEE FRNA
HeBERENGEE.
1.2.2 SNAPXMEFRINBMGHER o¥Fr
ML 48 L (VSMC) L 4% 10" N/L FEAE 96 LR P,
REUh. RXOFEHRZ @ 1Y I FRBFEAZTOE
BHE2HWE,2HWALEE A 0.4 mmol/L SNAP,
HR A SNAP thxd B 8 h B R B £ FE. pH 7.4 14
PBS it 2 A,3% % R ¥ B E & 4 M 15 min, PBS i 3
R F. aCkERHFHR.

CEENHESEEA LT ARMEF ZHT4L
B, GRHREIAN AN TERETPBS 1 K. 20uL
HAEHERTVCET 20min.REAEEER, &
Ao 10 gL — 3, B B R A B;37CHHF 1 h,PBS
# 15 min, 4 5 tv FITC 4738 8§ 48,8 £ F 37C,. &
% 30 min; PBS & 3 &; v 20 uL PBS 3. %, K 5 #

TR,

1.2.3 MIFFXAED FH emsy ACASSTO £ %R &
HMADEEHERAELANRR X%, §17#& 8~10
M EAWEEEFAHE. HEARER 150 ML,
#E KKK Y 488 nm..

2 43
2.1 MEFRIARET
BEERET .- ARAKEHRBUM RS
I "FFIE . cactin B EHAERBEHARIALZER
& 95% A MYE VSMC,
2.2 SNAP X MEFEFI Mid Bel-2.Bax.
P53 & Fas EHREHR W
% ACASST0 it BHLEBR LB RE B E,
Xt B4 A SNAP fE FHAM MR L ERE T
3 563 B 1 I B % (Table), 53¢ B 4140 1L,
SNAP fE HJ5 Bcl-2.Bax.P53 & Fas A3 H
T ERERERE L.

Table. Effect of SNAP on Bel-2, P53, and Fas pro-

tein expression in VSMC (z+5).

Groups Bel-2 Bax P53 Fas
Control 1062+59 446442 490160 732426
SNAP  7531+83* 705+£90° 911+62° 945%+92°

a: P<C0.01, b: P<{0.05, compared with control group.

B8 5 B 45t SNAP 18 F 4 5 X IR 4 F
32658 B H A B o 8 ) (s AR AR 9 1
TOCRE YL N HMEBE) . 5T SNAP fE
FAI 9 7 B8 4 Ho %, SNAP {6 il ff VSMC 1 Bel-
2 FiAMELE 1 (Figure 1); TTAE 2.3 I 4
(Figure 2, Figure 3, and Figure 4) 7] I,
Bax, P53 J& Fas (ZAERNAEK .
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Figure 1. Comparative atlas of fluorescent intensity
of Bcl-2 expression in VSMC exposed to normal condi-
tion and 0. 4 mmol/L SNAP. A VSMC exposed to nor-
B: VSMC exposed to 0. 4 mmol/L SNAP.
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Figure 3. Comparative atlas of fluorescent intensity

of P53 expression in VSMC exposed to normal condi-
tion and 0. 4 mmol/L SNAP. A. VSMC exposed to nor-
B: VSMC exposed to 0. 4 mmol/L SNAP.
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Figure 2. Comparative atlas of fluorescent intensity
of Bax expression in VSMC exposed to normal condi-
tion and 0. 4 mmol/L SNAP. A. VSMC exposed to nor-
B: VSMC exposed to 0. 4 mmol/L SNAP.
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Figure 4. Comparative auas of fluorescent intensity
of Fas expression in VSMC exposed to normal condi-
tion and 0. 4 mmol/L SNAP. A. VSMC exposed to nor-
B: VSMC exposed to 0. 4 mmol/l. SNAP.
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BV, AAREBEE . As BF 4 S FI R T
REFE,ERTHRBERFTH S MEEHR
fifs SMC B MET- g m, HEE L EH
FAEBRU, WM E ¥ L, W8 R m
B. @REEAET ZERFEEN, bd-2.
baz P53 R fas MEMAMRMTHRHEE.
bel-2 MENHT 5 bax K bel-2 FER R B HAE
A5 bcd-2 R; P53 BRIAT-HFHSEE; fas
B 5 RE Fas ZEH AT Fas FilkH
HERANSHRET. DUEKNFREILEN As
A BT W R bel-2. P53 F fast®"), {H
Xt bax HEHPHIEAFTAXMAZ . KEREY
ERBBIET IERE.

SNAP Z—#Ex S KEFE NO ik, 7
BHAAERE NO, LBIEH 0.1~0.5
mmol/L SNAP fiES VSMC 1. ALK b
%3 0.4 mmol/L SNAP £/ 1 h J§,VSMC
HMERNB ML ST, SNAP fEAH T
VSMC # Fas 3% LB /i B SNAP % 5
1=, Bennett &[>3 4t VSMC T8 P53
IR B ER. ALRNUGER NO 53
VSMC T @ n P53 Rk LiF, A, &
AT B Bax EHRIE W L. SNAP {#
VSMC & Bel-2 RixEFH., ELRH, BRI
SNAP FIEMEANEARRANEGRERER
EEREGRRIE) . XTgEREE X SNAP
BRRESTARE  FEHREIEMN.

BZ . NOES VSIMC T, %3RS
Bcl-2 £iK ik, Bax. P53 } Fas EiEFH & *
2%V, HENNELEH—HHE.
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