222 ISSN 1007-3949 Chin J Arterioscler, Vol 7, No 3

— A R 5 P IR 2 1 SRR P 1 P R BT

FTEE KBE RBX
(F—EBERFAEMRFE LSS T EBFEH LA, /M 510515)

XA =¥ %8 THE: TEE4E HARE. BEOKEE: —&LR: 0 ERail

H E WAL PRMEEREZZEE, FARTHE VOGS B AR BEE R G miL, MR mie— &L R 8 7%, M2 g A
HAMY AR E LB R R R, AR RAKREEIEE a0 A AZE, AR5 85 E 5 w8 R ALK T IS & G e, 35
AN ALKEREREOANRTHERNF L SBGIPHAR. ZERET, TREYFRBEBASZLSEN TN — AL
RAGBFERE(P<0.05), REREEBEOHANL(P<0.05), A BENERANMR, EATHEVFRESBRAZZ SHT
Rl d AT @i AN AN RARBNEN, PEAREN —ANLA, AR @i, s K EERBE ARk,

Effects and Regulation Mechanism of Nitric Oxide on Oxidation of Low Density Lipoprotein
WANG Jin— Wen, CHEN Yuan and ZHOU Mei
( Department ¢ Biochemistry and Molecular Biology, First Military Medical University, Guangzhou 510515, China)

MeSH Polysaccharide Krestin;  Intorferon;  Lipopolysaccharides;  Phorbol- 12— Myristate— 13— Acetate;  Lipoprotein, LDL;
Nitric Oxide;  03; Macrophages
ABSTRACT Aim  Effects of nitric oxide (NO) , superoxide anion( O3) and polysaccharide krestin( PSK) on macrophage— mediated oxi-

dation of LDL were investigated. Methods Mouse were given peritoneal injection PSK ( control mouse were given mjection physiological

saline) , peritoneal macrophages were collected and stimulated with low— density lipoprotein( LDL), ¥— IFN, LPS and PMA. Contents
change of nitrite, hydroperoxides and TBARS were measured.

and produced less LOOH, TBARS than non— PSK- treated.

Results PSK- treated mouse peritoneal macrophages secreted much NO
Much NO and less LOOH, TBARS could be found to be produced by
macrophage when stimulated with Y= IFN, LPS, macrophages stimulated with PMA appeared opposite effect. Conclusions The results
indicated PSK has a protective effect, prevent cell from lipoperoxidative injury. ~ ¥— IFN and LPS could induce NO synthase activity and pro-

duce substantial NO.  Stimulated macrophages were less efficient in oxidizing LDL. ~ PMA can activate the respiratory burst, the stimulated

cells were more effective than unstimulated cells in modifying LDL, and that O; was of critical importance.
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Table 1. Contents of nitrite in culture supernatants of
macrophages with different treatments (x Ts, Hmol/L)

Groups 0

12 h 24 h

non— PSK 9.17 0. 12 11. 24 0. 93¢

non— PSK+ TFN- ¥ 13. 05 £0. 67 20. 06 +0. 96*
non— PSK+ LPS 20. 24 £4. 95 30. 45 £4. 223
non— PSK+ IFN— Y+ LPS 23.28 £6. 83¢ 35.61 £6. 31*
non— PSK+ PMA 9. 36 0. 64 13. 46 £1. 06™
PSK 11.28 £1.91° 11. 89 *0. 65°

PSK+ IFN- Y 17.29 £2. 63% 26, 52 +4, 20
PSK+ LPS 29.11 6. 21> 43,94 %7, 132
PSK+ IFN— Y+ LPS 33.57 7. 11" 49.07 £5.31%°
PSK+ PMA 11.07%1.62"  15.86 +2. 78

a: P< 0.05, compared with 12h. b: P< 0.05, compared with non—
PSK group. ¢: P< 0.05, compared with PSK or non— PSK group. d: P
< 0.05, compared with IFN— Y+ LPS group
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Figure 1. Effects of different treatments on the contents of

hydroperoxides in macrophage— mediated oxidation of LDL
(x Ts, n=3)
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Table 2.  Contents of TBARS in macrophage— mediated oxi-
dation of LDL with different treatments (x £s, n= 3, Hmol/L)

non— PSK PSK
0 13. 41 £0. 30 9.98 +0. 35°
IFN— ¥ 9.26 0. 15" 6. 81 0. 14%*
LPS 7.94 £0. 24" 6. 42 0. 28"
IFN- v+ LPS 6.72%0.13" 5.88 £0. 20
PMA 15.72 0. 16™ 10. 94 £0. 07%°

a: P< 0.05, compared with non— PSK group. b: P< 0.05, compared

with non— stimulation factor group. ¢: P< 0. 05, compared with IFN- Y

+ LPS group
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