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mRNA 1A 5 38, 5058 6 0N 0L T IR AR
(1) . EGARE R, 84 on- LDL 4] .-
VLDL #H ox— LDL 2 & ox— VLDL 2 SMC f~F 3%
6 BE AR 43 ) A 0.0188 £ 0.0007 .0.0379 £0.0183 .
0. 0571 £0. 0092 0. 0814 £0. 0136 0. 0971 £0. 0125, J5
ZEAr M, IR B 2% 72 7 ( P< 0.01) .

2 RT- PCR&R

H SMC 1 5 RNA 48300 5 5% % cDNA FF 97 44
Ja, K B R AR ZOCRE (K 2) . BRARE
7N, WA - LDL 40 w— VLDL 41 wx— LDL 41 }% ox
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Fig | Expression LEVEL of MIP-1a mRNA in cultured rabbit aortic SMCs blue granules in the cytoplasm and nuelei.
A:n-LDL group; B:n-VLDL group; C: ox-LDL group; D: ox-VLDL group (in situ hybridization, 3X {0).
Bl EAEM%ENRTBIME MIP-la mRNA BRI, BREIZKEER SR

— VLDL 29k i R340 RO FE AR 5 A0 Y. ) 2 I AR
I3 A 2 EEAE 43 53l R 0. 1396 .0. 1665 -0. 2088 .
0.2196 0.2526, n— LDL 41 .- VLDL £ «ox- LDL £
J% ox— VLDL 4135 = % B 41, F5J0) 2& ox— VLDL 41 .
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Fig 2 Expression of MIP— 1a mRNA in SMCs. Electrophoretic
lands of each group by RT— PCR (land 1,2, 3,4, 5: MIP-
la, 197 bp; land 6, 7, 8, 9, 10: GAPDH, 235 bp). Land
1: ox— LDL; Land 2: n— LDL; Land 3: control; Land 4:
n— VLDL; Land 5: ox— VLDL.
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Native and oxidized low density and very low density lipoprotein enhance the
expression of MIP- 1a mRNA in aortic smooth muscle cells

QU Zhi- ling, RUAN Qiu- rong, ZHU Da- he
( Department o Pathology, School ¢ Basic Medical Science, Tongji Medical College,
Huazhong University ¢ Science and Technology, Wuhan 430030, China)

[ABSTRACT] AIM: To understand whether native and oxidized low density and very low density lipoprotein (n
- LDL, n— VLDL, ox— LDL, ox— VLDL) enhance the expression of macrophage inflammatory protein (MIP) 1a mRNA
in cultured aortic smooth muscle cells (SMCs) . METHODS: Native low density and very low density lipoprotein were
isolated from normal blood donors by density gradient ultracentrifugation, and were oxidatively modified by adding CuCl,.
After a 24 h— exposure of the cultured SMCs to n— LDL, n— VLDL, ox— LDL and ox— VLDL, respectively, the ex-
pression of MIP— 1a mRNA was determined by in situ hybridization and RT— PCR. RESULTS: Cultured aortic SMCs
expressed MIP— 1a mRNA at low level. N- LDL, n— VLDL, ox— LDL and ox— VLDL enhanced the expression of MIP
— la mRNA in SMCs, ox— LDL and ox— VLDL showed stronger effect than n— LDL and n— VLDL, respectively. The
effect of ox— VLDL was most striking. There was a significant difference between groups ( P< 0.01) . CONCLUSION:
N- LDL, n— VLDL, especially ox — LDL and ox— VLDL, may play an important role in the formation of early
atherosclerotic lesion by inducing SMCs to express MIP- la.

[ KEY WORDS] Lipoproteins; Macrophage inflammatory protein— 1; Muscle, smooth, vascular; Arteriosclero

sis
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