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Effects of hesperidin against lipid-oxidation and its effects on transcription of MCP-1
LOU Gui—yul, JIANG Yul, PENG Jia—hel’ QIAN Min—zhangz( "Department of Biochemisty, College of Basic Medicine, Third Military
Medical University, Chongging 400038; °Department of Biochemistry, Zunyi Medical College, Zunyi 563003 Guizhou Province, China)

Abstract: Objective To evaluate the antioxidant effect of hesperidin and its effect on transcuption of monocyte
chemoattractant potein-1 MCP-1) in rabbits with dietary atherosclerotic lesions. Methods (1) Low density lipopro-
tein (IDL) was isolated from healthy human plasma by sequential ultra-centrifugation and oxidized by wpper. The con-
tents of malondialdehyde (MDA) were measured at different dosages of the drug and at different reaction time. (2) Ath-
ewsclerotic model of rabbits was established by feeding rabbits with high lipid diet and immune injury. A total of 18
rabbits were divided randomly into three groups: control group, model group, and hesperidin group (=6 in each
group). Rabbits in the contwl group were fed with common diet, those in the model group with high lipid diet, and
those in the hesperidin group with high lipid diet plus hesperidin. After 10 experimental weeks, blood samples were
collected from the marginal ear veins for the detection of the contents of MDA and nitric oxide (NO). The rabbits were
sacrificed for the isolation of the thoracic aorta. MCP-1 mRNA trarscription in the thoracic aorta was detected by RT-
PCR. Results Hesperidin wuld significantly inhibit MDA production in a dose dependent mamer in vito (P<<
0. 05, P<<0.0l, P<<0.001). Hesperidin wuld decrease MDA and NO concentrations (P<<0.01, P<0.001), and
could also inhibit the transcription of MCP-1 mRNA in the thoracic aorta (P<<0.05) in vivo. Conclusion Hespeni-
din can down-regulate the transcription of MCP-1 mRNA, which is partly related with the antioxidant effect.
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Tab1 Effects of hesperidin on MDA in LDL oxidation induced by
" (n=3,x*Es “mol/L)

Group MDA
nLDL 2.9840.35

ox-LDL 41.75+1.23 *
Hesperidin (1 mg/L) B/ TTELR
Hespericin (3 ng/L) 33.40+1.70 #

Hespericin (9 mg/L)
Hespericin (27 mg /L)
Hespericin (81 mg/L)
Hesperidin (160 mg/L)

32 8141.51 7%
2. 821,56 =%
27. 441,47 7
11. 950,784

%, P<0.00l, vs nLDL; **, P>0.05 %, P<0.05 ¥#,
P<0.01, A, P<0.001, vsoxLDL.
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2h MDA (P>0.05);
4h MDA (P< 0 0D,
, MDA , 2.
2 MDA (r=3,x+s Fmol/L)

Tab 2 Effects of hesperidin on MDA production at different time ( n
=3, x+s, “md/L)

Graup 2h 4h 8h 16 h
ox-IDL 2.7340.98  41.75+1.56  50.14+2.31  57.4242. 43
Hesperidin 21.67H1.01 % 27.4441.567 20.0041.42% 17.5540.997

*.. P>0.05 #: P<00L, vs oxIDL
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Tab4 Relative MCP-1 gene expression in each group (n=6 x=*s) 1DL, , NO .

Goup Relative level  mRNA

Contol 0.0740.02

Model 0.831+0.24"
Hesperidin 0.4910.09 %

%, P<<0.05 vs control group; #F; P<<0.05, vs model group
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