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Abstract: [ Purpose | To investigate the anti-cancer effect of arsenic trioxide (AS,0;) combined with
Vitamin C on highly metastatic ovarian carcinoma cell line HO-8910PM. [ Methods ] In HO-8910PM
cells, the anti-cancer effects of Vitamin C or AS,0; applied as a single agent were observed,and the
sensitizing effects of Vitamin C when it was used in the combination with AS,0; were observed. The
anti-cancer effect of AS,0; or Vitamin C and their mechanisms were analyzed by MTT chemosensitiv-
ity test,flow cytometry and Western-blot method. [ Results | Dose-dependent antiproliferative effect on
HO-8910PM cells were observed when Vitamin C or AS,0; was applied as single agent. Vitamin C
had sensitizing effect on AS,0;. Vitamin C combined with AS,0; leads to significant S-phase block.
The expression of inhibitor-of-apoptosis protein bel-2 was down-regulated , and the promoter of apop-
tosis protein bax was up-regulated.[ Conclusions ] Both AS,0; and Vitamin C have anti-cancer effects
on HO-8910PM cells. Vitamin C has sensitizing effect on Vitamin C when they were used in highly
metastatic ovarian carcinoma cells. The combination of the two agents is a promising regimen which
is worth on-going study in epithelial ovarian cancer.
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(All values was presented as mean+SE of 3 experiments)

Figure 1 Effect of AS,0; and Vitamin C on the proliferation of HO-8910PM cells
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Table 1 Effects of Vitamin C on HO-8910PM cell IR A & R

growth inhibition by AS,O;

2.2

45 B R ,19.84umol/L AS,0, B 24 LI & 5

AS,05(pmol/L) Vitamin C(wmol/L) Inhibition rate(%) P 2.77pmol/L . 5.54pmol/L. . 11.09wmol/L. ) Vitamin C
9.92 0 9.60£1.40  0.0075  HEEGE, HFESFM T REH TG, £ RG4S AS0,
11.09 34.33+1.80 FLZGA A B B T 25 5 (P<0.05) 41 fL A 1A 5
19.84 0 20.60+1.51  0.0029 IR, AS0; B Vitamin C Z )5, 28 S ] FH i
11.09 48.33x1.45 BN, GA/M IR LU B REAIG , & B A 240 5 AS,0, 25 4
39.68 0 36.00+1.56  0.0068 S WG tb i, WA BEMEZSR (P<0.05)(Table 2,
11.09 58.38+2.03 Figure 2),
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Figure 2 Apoptosis and cell cycle distribution of HO-8910PM cells
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Table 2 Apoptosis and cell cycle distribution of HO-8910PM cells

iR AN 9 v 2 1 S N ) T I S W )

AS,05 Vitamin C  Apoptosis rate Cell cycle proportion (%) R R S A HO-8910PM B S5 955 41 it #k
(umolll)  (umoll) (%) G, S G ETPAREHRg, LUBE SO R )
19.84 0 17.4+2.6 28.1+2.0 21.5+2.2 50.4+3.8 ] QH%J&%?H}H@ E‘]ﬁﬂl@
277  27.8430°  37.8+24 282+3.0° 34.0:1.8 N o
5.54 37.8422° 482428 31.843.0° 20.0+3.2 BT B, AS,05 *Hj“am"i C Xt
1109  450+42°  395:19 38.6+24° 219+3.1 HO-8910PM AU ¥ HA & 25 1 A 4 )

#:P<0.05 compared with single-agent AS,05 group
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M bax BYFRIKZEW & T IIHIH A bel-2 B9
KB WIEAL (Figure 3)
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Figure 3 Expression of Bcl-2 and Bax in HO-8910PM
cells
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