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liferation of Cultured Porcine Aeortic
Smooth Muscle Cells

YANG Xiao-Yi, YANG Yong-Zong, TU Yu-Lin,
HUANG Hong-Lin, WAN Zai-Yang and ZHONG Xin
(nstitute of Cardiovascular Disease, Hengyang Medical Col-
lege, Hengyang 421001, China)

ABSTRACT

and excessive smooth muscle cell (SMC) proliferation

Vascular endothelial cell damage

are considered to paly a key role in the development of
a atherosclerotic disease. In present study, it was ob-
served that nitric oxide-generating vasodilator-sodium
nitroprosside (SNP) induced endothelium-independent
relaxation on porcine coronary arterial rings and inhib-
ited mitogenesis and proliferation of cultured procine
vascular smooth muscle cells in dose-dependent man-
ner with MTT colorimetric assay. The results suggest
that endogenous nitric oxide (NO) may play an impor-
tant role as medulator of smooth muscle cell growth,
and the long-term administration of SNP and other ni-
trovasodilators which release NO in the body favors
inhibiting the development of atherosclerosis to pa-
tients with atherosclerotic disease.
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P BZ 40 B 43R 4% F0 1L - 85 UL 4 B2 (vascular
smooth muscle cell, VSMC) 1 78 7£ 5l bk 36 £
BREERIBIEXCRIER HEMEH
EEY M E 7Y (nitrovasodilator ) R I K L
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& ¥ 44 (sodium nitroprosside, SNP) fr 5-£ € &
(serotonin, 5-HT) # + # o £ %, % o« ¥ [3-(4.5-
dimethylthiazol-2-yl )-2, 5-diphenyl terazolium bro-
mide, MTT]# & Fluke, $i& th B ER 2 B F £ 8 &
BREWAKMI.

1.1 E&EERDKLE

BERERFHACEREE, L WE F k% Krebs-
Ringer & ¥, 2 B ARA AKX, 4| & % 3.5~4 mm
il ® I E F 37C Krebs-Ringer ##5 # &, A 95%
0..5%CO, REKEHRAAES AEETEMNL
FhETHKS, BAHMLETEREKRY20FT
F#2h. %8 Lpmol « L' 5-HT & i ¥ IRk 45, &
BEHARERAE ERAGABEAMANTEIRKEH
SNP, I8 3% &z H 5 # & % 1t . Krebs-Ringer # & 5 2
(mmol « L") : NaCl 118, KCl 4. 8, CaCl, 2. 5, MgSO,
L. 2, KH:PO, 1. 2, NaHCO; 24, Glucose 11, # % i1 #
FERAR UEHKATHLKER.
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BRERFENF RERM, ¥ E 7 K Hank K A%
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EUHENWP>0.05), RABMEHANEAKK
Bt etk ER B EK .
2.2 HETWHXTEBUAREENHRW

T & BA X 1 3R 60 38 X S K F 08 L4 R 3 78
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Figure 1. Effect of sodium nitroprosside on porcine

coronary arterial rings. —o—: to retainendothelivm; —

—: to temove endothelium; n=5, z=*s.
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Figure 2. Effect of sodium nitroprosside on prolifer-

ation of cultured porcine aortic smooth muscle cells.

FAL A (nitric oxide, NO), S MELK T
H & B NO, 5 H N5 &% kB 8UE
S HF I 1L B (guanylate cyclase, GC) &K £ {E
H BT NO B Mg S e A B el , fn 9
B4 A — -3 LA e L BT L A B A 5 2 (]
AREFH.FE5HPEAGCHLAEER
(heme) % &, B, NO-Heme-Ge E §¥WI1E N
GC IS LB R, #iEH GC HEAM N cGMP
KB 5 HERR, 4T 4 5t I T AL,
LB 7 3 UL 40 R — s EE AL A
KEXREYH. EELEFAHER “WHTR
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o HLH —HE, 4 L-arginine : NO : ¢<GMP &
B 55 M RER. 1987 4 Moncada U4 &
EDRF 1L BT 5 NO LU, X EMEY
22 0E FAGRE IR NO H 55 (S df#
2 R ThES, B — MM EEEXHY
HEHEE. 25 L/EBEHEN AN AR ERE
SRR L BE N —RSMEE NO itk B
Fr) B4 B A ) SMC 3558 0% 1 L (] #2548 NO
fy ok B &b 7S AT 0 SMC 385 . T A 3h KO B
Lk BERS, B THEMKEZ R, NO
SRR BT R, 2 Xt 2 ¥ SMC
WHEGREZ — A fR#E—PuEE,
ETHERREREKLEERS NO SR

BRAXNADMEERL Y. X T IhkE
FEEE AL B O R A A (LT LA G A8 7 4R 3 ik
EE, W A MH SMCEH, TREH B T &
RAsHHE—LRE.
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