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NG701 inhibition on formation of foam cell via down-regulating

CD36 mRNA expression
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Abstract Objective: To investigate the effect of NG701 on the formation of foam cell and the expression of CD36 mRNA.

Methods: Macrophages were incubated with ox-LDL to establish the foam cell model. Different concentration of NG701

were given for intervention. The cellular lipid accumulation was examined by oil red staining. The cellular contents of
total cholesterol (TC) and cholesterol ester (CE) were detected by enzymic methods. The levels of CD36 mRNA were
determined by RT-PCR. Results: NG701 could significantly decrease the content of TC, CE, and CE/TC in foam cell in
middle and high dose groups. RT-PCR assays showed that the expression of CD36 mRNA was down-regulated in a

dose-dependent manner. Conclusion: NG701 could inhibit the formation of foam cell via down-regulating CD36 mRNA

expression.
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£ 1 NG701 3E3%kLMAP TC. CE &% CE/TC BYSLME (x+s,n=5)
Table 1 Effect of NG701 on TC, CE,and CE/TC of foam cell (x+s,n=5)

1 Fla/ (nmoleL™) TC/ (mgeg") CE/ (mgeg ") CE/TC (%)
B — 10.0340. 73 3.4140.70 33.8245. 72
FETY 20 — 46.19+1.07 * 27.64+1.73 " 59.86+3.92
NG701 3 43.14+1.24 " 22.51+£1.85 "  52.2545.06"
NG701 10 37.40+1.48 " 19.25+1.35*" 51.50+3.74 "
NG701 30 31.09+1.72 " 14.83+1.30 *" 47.74+3.25 "

R LR T P<0.05; SEIRAILLER. “P<0.05

*P<0.05 vs control group;

1.50 4

CD36 mRNA FHXJ ik &
A

g | I

#P<0.05 vs model group

Lixf A b -
*P<0.01 vs control group;

BRI

NG701/ (wmoleL™)
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& 2 NG701 %33k ZMARA CD36 mRNA FRIZRISNE (x+s,n=5)
Fig.2 Effect of NG701 on CD36 mRNA expression of foam cell (x +s,n=5)
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