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Enzymatic Dispersion Method of Primary Culture of Rat Aortic Vascular Smooth Muscle

Cells
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ABSTRACT Aim To culture rat vascular smooth muscle cells by novel enzymatic dispersion method.
aorta was removed from left subclavian origin to diaphragmatic insertion in sterile conditions.
then the cells were centrifuged and plated down in prepared flask.

aorta was performed successfully by using enzymatic dispersion method.

blue, and the cell purity is 97% tested by light microscope and immunocytochemical stains.
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Methods Rat

The vascular media was digested,

Results The primary vascular smooth muscle cells of rat
The cell viability of third generation is 96% by typan

Conclusions The growth period

of enzyme dispersed vascular smooth muscle cells is shorter by 4~ 5 days than that of explant method and enzymatic dispersion

method reported in domesticity.
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Figure 1. Primary vascular smooth muscle cells( % 200)
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Figure 2. Normal growth of 3rd generation vascular smooth

muscle cells( x 100)
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Figure 3. Antiactin immunohistochemical stain( S P) , myofla-

ments appeared as brownishr yellow filaments( % 400)

2.3 EMIEREER

FLTHE 1 000 N4 A, o 40 NN, 29F
96% LA b Y20 i G £5 52 9 14, 2 B 1% 5 10 48 A Ak
FEARBTE R S -
2.4 FHRES58%

I8 LA R A7 T - 80 ‘CREAR IR VK 8 b 5k
WEF, BT EAEK.

31

ML B P~ UL S A 8 B AT 0 YA T e
M4, B HAE 5 8 3 4L PTCA RJ5 RS As 550
IN=RZ R Ap &I i ey €L -3 (S P U E=R SR
ST, 3 M AT DSOS 40 i S ME 5 A T
( extracellular signal regulating kinase 1 and 2, ERKI1/
2) . AT 38 ¥ UL 0 48 B[R] I, VSMIC 3E T A
W3 55 73 W B 73 WAL 434 PDGFVEGF 1 CyPA 5§
PR, TGS ERK1/2, {23 VMG M 5H . it
A7 SR B FE A0 R SLAS RE AR A BB A 4 2R e
Pk EISNSCHRES 9% VOMC £ R H & R R
T 5] P9 25 SR PR G k™ S 9 7 9 0 A L L B
AR AR, (EMGBRVERE 7 A U, [ A 70 A g R AT
B vsmc”, HETHEE MR A REE 2. s F
BEAE P IR SR ¥k B P K R A 1 A o A
A= I35 R A W A 9% VSMC. AR SO F i 5 g
R 2 1 g 74 b B, 20 DB T AL TR B 3 97 T

VSMC, [ P A LR IE « (R 48 SCHR[ 7] A,
T AL VE BT R 4 22 28 VSMC, T I B vk AT 3R A i 28
VSMC. KT SMC 4 K5, Campbell ™ 254 7
. R, 75 R —0F 70 B3k F A — T 3 L
ARG TR L, 5 S5 m SEI6 45 R

AT BAE R R, HAIE R LT L. il
A T4 TC B R AR AR sh RV B30 ok B 23 B FE 1
REMAPIEFREHT. OBLEE: ERAWEE
s T M AR, 4 0 BSR4 T AT L B
AN A B8 A 4 B s, B AT 28 BV K. 50~ 60 min
I A AT T LR LB 4. 28 2 IRt 2
A, LI 7F & 20% NCS ) DMEM 9 % & — B, o]
DIEE VSMC 3% 7, [ A ] DU 56 DL AT #1225 i5
Jeo DA PED: S — U A B B2 R AT RE AN
5% 5 I B % P R, 38 B K PRI 4%3

55 1] P I e vk R BV AV AR B, AT
B S 45 4 Y A S B TR R], @Ik
SRIARER 2, WA IREREER. — KK
i & A=A (1~ 3) x 10° /™ 2 i/ aorta; (94H
MalifE s, SEAF MR B AR A A 0 MR AR

&3 ik

[1] RossR. The smooth musle cell: iv. Growth of smooth muscle in cul
ture and formation of elastic fibers [ J]. J Cell Biol, 1971, 50: 172
186

[2] Chamley-Campbell J, Campell GR, Ross R.
culture [J].  Physiol Rev, 1979, 59: 1-61

[3] TXE, MR, B4, % KRS T8 U405 8%
FHIBW ()], BZFERFFIR, 1998, 20(4): 348350

[4] BWAE. @“AgEifnrFmeLHAIM].  Jb5: ERHR
#, 1995; 153156

[5] Liao DF, Jin ZG, Bass AS, et al.

Smooth musle cell in

Purification and identification of
secreted oxidative stress induced factors from vascular smooth muscle
cell [J].  J Biol Chem, 2000, 275: 189196

[6] Harder DR, Sperelakis N.  Action potentials generation in reag-
gregates of rat aortic smooth muscle cells in primary culture [ J].
Blood Vessells, 1979, 16(4): 186201

[7] &7, RSR, BREDE % EAWE Ca 5 g
MR B4R [J]). PR mERE, 1999, 27(6): 453455

[8] Campbell JH, Campell GR.  Culture techniques and their applica-

tions to studies of vascular smooth muscle [ J].  Clin Sci, 1993, 85:
501-513

(32 2001-06-04 W F, 2001-10-16 &[0

(B REEH)





