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Table 1 Effect of dexamethasone on secretion of apolipoproteinA I . A1l . B100 . CIll and E by cultured HepG2 cell
Pal g
Group apoA [ apoA 11 apoB100 apoC 111 apoks
Control 985 +71 154 +17 2130+ 114 161£9 259 £23
5.5% 10" *mol/ L 997 £70 141 %6 1806 £88” 163 %5 267 +26
5.5% 10" "mol/ L. 1015 £36 131 7" 1616 £86” 156 +6 302+ 14"
5.5% 10" “mol/ L. 1106 £41% 113 +8% 1589 £70” 138 £12% 374 +9”
5.5% 10" *mol/ L. 1346 £74” 94 +6” 1450 £90” 113£10” 387+13%

Compared with control group, "P<0.05, ?P<0.01. x *s5, n= 6.
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Table 2 Time course of effect of dexamethasone on secretion of apolipoproteinA I . A1l . B100 .
C Il and E by cultured HepG2 cell
R/ g
apoA | apoA 11 apoC 111 apoB100 apok

Group

Experiment  Control  Experiment  Control  Experiment  Control  Experiment  Control  Experiment  Control
0h 0 0 0 0 0 0 0 0 0 0
5h 48114  479%18 82+2 8214 0 0 819+24%  942+20 8113 74 £3
16 h 815442 807+33 110£3 114+3 68 +4° 90+3  1062%+23% 1204+19 143+7 14345
24h 1066 +577 841 £21 13112 1376 90 4% 109£10  1207+52%  1406t41 17177 1613
48 h  1659+85Y 114840 148477 22615 1224117 168+22 1692448 2156%75 354+29% 274 %11

Compared with control group, "P<0.05, *P<0.0l. x £5, n= 6.
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Effects of Dexamethasone on Secretion of Apolipoproteins A1 ,
All, B100, CIllland E by Cultured HepG2 Cells

LIU Hao, WU Zhao Feng, LIU BingWen"
( Apolipoprotein Research Unit, West China University of Medical Science, Chengdu 610044, China)

Abstract In order to obersve the effect of dexamethasone on the secretion of apolipoproteins AT, AIl, CIIL
B100 and E by cultured HepG2 cells. The apolipoprotiens contents in culture media were measured by
radioimmuodiffusion assay (RID) kits developed by authors research unit. 20-fold lyophilizely condensed culture
media were used for the assays. The results showed that dexamethasone can increase the secretion of apoC and
E, and inhibit the secretion of apoA II, B100 and C IIl; and the effect of dexamethasone were strengthened in a
dose dependent manner. When the concentration of dexamethasone was 5.5 x 10” *mol/ L in the culture media,
the secretion of apolipoprotein A 1 and E increased 36.6% and 49.4% (P < 0.01) respectively, while the
secretion of apo A Il, B100 and C Ill decreased 38.9% . 31.9% and 29.8% (P< 0.01) respectively.
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