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[Abstract] Objective: To investigate the effect of biological substances from adipose tissue on
HepG; and the mechanism of anti-atherosclerosis by polygona-polysaccharose. Methods: HepG- cells
were cultured in adipose tissue culture media to investigate the status of C-reactive protein (CRP) re-
lease under basic condition and co-existence with polygona-polysaccharose. Results: The culture media
of both omental and subcutaneous adipose tissue stimulated the HepG, to produce CRP. The level of
CRP stimulated by omental adipose tissue culture media was higher than that by subcutaneous adipose
culture media,i.e.,[(3.84 £0.92)ng"-mL™ ' vs (2.45+0.75) ng-mL"', P<0.011. Polygona-
polysaccharose suppressed the HepG, to release CRP, whose inhibition rate in omental and subcuta-
neous adipose culture media was 66. 7% and 45. 8% , respectively. Conclusion: The biological sub-
stances produced from adipose tissue could stimulate the HepG2 cells to release CRP, which suggests
that the adipose tissue may cause atheroslerosis by impact of CRP. Since polygona-polysaccharose may

inhibit the CRP release, it demonstrates an effect of anti-atherosclerosis.
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Tab 1 The effect of polygona-polysaccharose on
CRP release stimulated by HepG, ng-mL ™!
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[WE] BHFARPYL- LB OE T EBRBR(PSm-EDTMP) 3t 3 4 & & 8 37 4 fv 3 Walker 256 B 1 & 12
Z FARER. FRRAACENYERMNILRARZ ALY RELAE IR REAFH KA. AR 8 H
AHARERUA TR REBENHERE BEAXARERFAEEREY F, ALESm-EDTMP #
Walker 256 BA B ARWEREZTNEAMNE Y, BR:""Sm-EDTMP B HEHE 2h E X E LR/ HEM, L 1A
A ERNBERARGERE, THE 248, ERALAREFAHEHESIHAETNERX, 25T
Walker 256 By 12 % FAM.74 X 148MBq kg 'HEHAN AR AL ERE FAMWERRABPA—F, &
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