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[ ABSTRACT] Aim To investigate the effect of rat peritoneal mast cell on collagen ivand @expression in foaming smooth

muscle cell(SMC) .
density lipoprotein ( ox- LDL) for 48h.

natant and ox-LDL, the expression of collagen ivand @in SMC decreased.

Methods SMC were treated with the supernatant of mast cell completmented with 100mg/ L. oxidized low
The mRNA expressions of collagen ivand @were detected by RT-PCR.

chemistry staining was used to detect the protein expression of collagen ivand @)

Immunocyto~
Results With exposure to mast cell super-
Conclusions Mast cell inhibits SMC collagen

ivand @expression in vitro. Our findings support the hypothesis that mediums released from activated mast cell in atherosclerotic

plaques contributes to cap remodeling.
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TA By PBS ¥ % AT, & 8 h #& 3K — K, & 47 24 ho BCA
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A, AR ERRK.
1.4 fHEEEEFEAISE
.41 EkmpiEsH SR XE[2 B EE
EBUAQBEMC Fik. LSD ARLTHEAHTHEE
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h, £ 40 B B 3 ;4 & R 4 MC, £ ] MC L& .
-4 AT B 3P B4 5 SMC #E 5 mL & 10% /I
2 v 89 DMEM % 3 5% 48 h; oxxLDL 46 % SMC & 5
mL & 10% /N 4F i v& 89 DMEM ¥, 79 ox LDL % 4 3%
4 100 mg/ L, 3 5% 48 h; MC L& 4 % SMC % 5
ml 4 10% /N4 i1 7% B9 MC b3 % ( & 4 1% 10° A
MC B4 fe BRI B) H 35 7% 48 h;MC L& &+ ox
LDL 4 % SMC 7£ 5 mL 4 10% /N4 3 8 MC &
(A 1x10° AN MC 8 J B AR B, W ox
LDL ZE A& % 100 mg/ L, 3 5% 48 h.
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B4 75| 4 5 -GTG GGG CGC CCC AGG CAC CA-3
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Figure 1. Qil red O staining of SMC

2.2 EiEANEAE VBB R AN GBYAZJR mRNA RIA
5x 4 SMC AL, FH ox-LDL B MC _FiE 4y
FIALEE SMC 48 h J&5, ivAL 5 AT @t s )5 A mRNA
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48 h J5, VR JR AT @Y R R Y mRNA Rk PRI BE
B 2( 3% 1 A1 2, Table 1 and Figure 2)
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Figure 2. The expression of collagen ivand @mRNA in SMC determined by RT- PCR
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Table 1. Collagen ivand (@semi quantitative analysis results of
RT-PCR

4 H VAL IR @Y fi )5
e ZH 1.472 3.312
ox-LDL 4 1.338 2. 635
MC isRA 1.135 2.512
MC Li%#+ ocLDL 4 0.995 0. 844

2.3 FEAARe VEIREMN (BRENERRIE
XFHBZH SMC 4 A K B A ok, Bk
KEL YL th R, BT FE 4 v e AN Gl ke TR ) AR
235 N 9mIa I H ox-LDL BY MC b 3 7 43 51 Ak 3
SMC 48 h J&, 40 H AR e S8R /> H e ik, BEEH iv
RN SR @ I iR 1) B AR TA 3 B 2 RIS FH ox
LDL A1 MC iR R AL EE SMC 48 h J&,  ivE R Ji
A Y 5 ) B R PR BE W] S5 ( 18] 3, Figure 3)
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Figure 3. The expression of collagen ivand G(9protein in SMC
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