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[ ABSTRACT] Aim To determine the effect of scutel laria barbata alkaloid (LCLAs) on proliferation of cultured vascular

smooth muscle cell (VSMC) induced by endothelin( ET) . Methods Rat aortic VSMC was cultured and divided into four
groups: ET group, ET+ LCLAs group, ET+ BQ-123 (the selective ETA receptor antagonist) group and control group, then the
cell proliferation activity was subsequently quantified by cell counting kit-8 to count cell number, H-TdR incorporation to measure
DNA synthesis and quantitative immunohistochemical technique to investigate the expression of proliferating cell nuclear antigen
(PCNA) in VSMC.
Results Compared with the control group, ET-1( 10 "mol/ L) significantly enhanced the proliferation activity of VSMC( P< 0.
01), 50 mg/L LCLAs inhibited the increase of cell number( 6. 01 0. 05, P< 0.05) and *H-TdR incorporation( 1 464 45
counts/ min, P< 0. 05) compared with ET group, but has no evident effect on the proliferation activity of PCNA. 100, 200 mg/
L LCLAs and 10°®mol/ L BQ- 123 markedly decrease the cell number( 5. 73 £0. 09, 4. 81 £0.08, 4. 77 £0. 06, respectively), *
H-TdR incorporation( 1 263 £41, 1 129 £49, 1 140 £56 counts/ min, respectively) and the expression of PCNA (350 £29, 341
+53, 336 £39, respectively) compared with ET group ( P< 0.01). Conclusions LCLAs(50~ 200 mg/ L) inhibited ET-1-

induced proliferation of VSMC in a dose - dependent manner and the effect was not due to nonspecific cytotoxicity.

Cytotoxicity was measured by Lactate Dehydrogenase (LDH) colorimetry and Trypan blue exclusion tests.
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J& (‘proliferating cell nuclear antigen, PCNA) % 7 [& #T /&
Foe mALNE SPRANEN T RMNEZF AHEAK
&), LB B 258 (lactate dehydrogenase, LDH) s
B0 B R R A TR R T B A O
o 8% B = 9T 4.
1.2 FEEYENEIE

HWWAKRFHZRRRAG YA F A = R G®,
FHEFE KL, B FLEGHRE, HRE XK
RBBEF, MAASHFEESN LB (GEERHS
B, AR AERE 2 h, TR, R BEREERE
T REREWMEEAKRE, AHERA ML Kk E
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LCLAs 41 50 98.812.8 530 £20
100 97.4%5.2 518 36
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