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Using NADPH - diaphorase histochemistry, we studied the activity of NOS.
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Aim To study the changes in activity and mRNA expression of nitric oxide synthase (NOS) in different phases
Methods 24 male New Zeland white rabbits were divided into normal control group( 6 rabbits) and
At the time of the 8th, 12th and 16th week, 6 rabbits of hypercholesterol group were sacri-

The NOS mRNA expression in aortas in the
In the 8th week, in cholesterol group, there were three differ-
In the 12th week, there
In the 16th

week, the activity and mRNA expression of NOS in both intima and media decreased accompanying with the forming of necrosis

core.

cells.
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Conclusion Changes in activity and expression of NOS in atherosclerotic lesion are dynamic with different locations of
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%8 A 12 A 16 EA, LA LA 6 R4, E BE(NADPH - diaphorase, Nd) # Sigma /A 8 /= &, B
EHAMH T 16 A B AL, &E B E = By TR By, Am N\ K KL (1% NADPH, 0. 1% NBT, 0.
kX DA EF 0.5 em, AF| K F: —f 3% Triton X- 100, pH 8.0), 37 CHEFH 1 h, PBS £ 1k
4% 4> RFBE(pH 7. )4 CEZE 2 h, WEW R 5 RE. R REE + 4w NADPH) . B #
—HFA10% FEEE 2R, FAEREAE VAT BT, AELTHEECETAEMAE(D, BEESL
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B 1. ATEMBEREDKEHEELCDIR—EUREEEME(NADPH- d REE)

Figure 1.  Activity of NOS in aorta of experimental rabbits by NADPH- d stain.  A: normal control ( X 200). B, C and D: plaques in the
8th week ( % 100) , in this phase, NADPH- d stains showed three different aspects, which were doubtful positive stains ( B), positive stains aligning in order ( C)
and a lot of strong positive stams (D).  E: plaques in the 12th week ( % 200), extensive NADPH- d moderate positive staims in plaques, particularly at the bor

der of intima and media. ~ F: plaques in the 16th week ( X% 200) , positive stains were mainly around the necrotic cores of the plaque.
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2. REFBEK—FUREE mRNA RIA ( BAILRITE x 100)
Expression of NOS mRNA in aorta of experimental rabbits by in situ hybridization ( x 100).

Figure 2.
B: plaques in the 16th week.

cells showed strong positive signals.
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