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Fig. 1 Dose-effect relationship between carboplatin
and three ovarian cancer cell lines

The IR of RMG- | -H was lower than that of RMG- [ and RMG- [ -C in
the same carboplatin concentration (a) and log concentration (b). A —a:
RMG- [ -H; e—e: RMG- [ ; m—m: RMG- | -C. The ICy, of the three
cell lines were (58.07+2.42) (RMG- | -H), (28.83+3.57) (RMG- [ ) and
(25.71+8.24) (RMG- I -C). There was a significant statistical difference
between RMG- [ -H and the other two cell lines (P < 0.01. Respectively,
¢ equals 18.301 and 9.224, P equals 5.102 x10  and 3.314 x10 ).
However, there was no statistical difference between the RMG- [ and
RMG- [ -C (P> 0.05. ¢ equals 1.300, P equals 0.223).
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Fig. 2 Time-effect relationship between carboplatin
and three ovarian cancer cell lines

The IR of RMG- [ -H was lower than that of RMG- | and RMG- [ -C in
the same carboplatin concentration at the same time. The /R was higher
while the cells were exposed longer in the same carboplatin
concentration. (a) Carboplatin: 30 mg/L. (b) Carboplatin: 60 mg/L.

—4:RMG- | -H;e—e: RMG- | ;m—m: RMG- [ -C. The detailed
statistical results were showed in Table 1.

Table 1 The IR at different time points

p(Carboplatin)/(mg+L") Cell line F P F P"
30 RMG-T-H 6.173 0.001 7.864 1.562x10™*
RMG-]-C 0.924 0.462
RMG- |
60 RMG- [ -H 4.932 0.001 10.301 1.778x107®
RMG- [ -C 2452 0.066
RMG- |

*Compared with RMG- [ . **Compared with RMG- | -C. There was a
significant statistical difference between RMG- [ -H and the other two
cell lines (P < 0.01) at the same carboplatin concentration. However,
there was no statistical difference between the RMG- | and RMG- [ -C
(P>0.05).
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Fig. 3 Flow cytometric analysis of apoptosis

The diacylglyceryl-phosphorylserine (PS) could bind Annexin-V marked FICT on apoptotic and necrosis cell membrane, while mechanical necrosis cell

membrane had not PS. As well as, PI could stain the degenerative caryotin when the cell membrane integrity was destroyed. In the spot map of the flow

cytometry, the spots represented normal cells in left inferior quadrant (FITC7/PI"), the spots represented advanced apoptotic and necrosis cells in right

superior quadrant (FITC*/PI*), the spots represented viable apoptotic cells in lower right quadrant (FITC*/PI-) and the spots represented mechanical
necrosis cells in left superior quadrant (FITC7/PI*). The first line: RMG- | , the second line: RMG- | -C, the third line: RMG- [ -H. The first array:
control, the second array: 30 mg/L carboplatin, the third array: 60 mg/L carboplatin. The corr-apoptotic and necrosis ratio of RMG- [ -H was lower than

that of RMG- [ and RMG- [ -C in the same carboplatin concentration at the same time. There was a significant statistical difference (P < 0.05).
However, there was no statistical difference between the RMG- [ and RMG- | -C (P > 0.05). The detailed statistical results were showed in Table 2.
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X BRI 49% ~63%, B W AR T 6 AL (P <
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JAT IRHERTC B ZE 7 (P> 0.05)(3R 2).

Table 2 The corr-apoptotic and necrosis ratios of three cell lines

p(Carboplatin)/(mg+L") Cell line The ratio " P " P
30 RMG- [ -H 20.43+0.71 5.591 0.031 5.308 0.006
RMG-] -C 34.80+3.59 0.462 0.754
RMG- | 35.87+3.84
60 RMG- [ -H 38.11+0.33 4.734 0.018 4428 0.011
RMG- [ -C 60.17+6.64 0.494 0.648
RMG- | 63.37£9.59

*Compared with RMG- [ . **Compared with RMG- [ -C. There was a significant statistical difference between RMG- [ -H and the

other two cell lines (P < 0.05) at the same carboplatin concentration. However, there was no statistical difference between the RMG- [

and RMG- I -C (P> 0.05).
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Fig. 4 Cell condition stained with Annexin-V-FICT/PI

The diacylglyceryl-phosphorylserine (PS) could bind Annexin-V marked FICT on apoptotic and necrosis cell membrane, then the cell membrane was

stained with green. PI could stain the degenerative caryotin when the cell membrane integrity was destroyed, then the cell nucleus was stained red. The

corr-apoptotic and necrosis degree of RMG- I -H was lower than that of RMG- [ and RMG- [ -C in the same carboplatin concentration. However, there

was no difference between the RMG- | and RMG- [ -C. (a) Negative control group. (b) 30 mg/L carboplatin. (c) 60 mg/L carboplatin. The arrowhead

represented apoptotic bodies. x400.



2008; 35 (10)

R IPEREMAER RMG- 1 Lewis(y) iR 22 T WX EF AT ERS T

s 1179 -

2.4 BEHTREMBRAMBTS

FHTRIR FE 4] RMG- T -H 93 T A0 (B SR ZE 1 40
JIH /0 F RMG- T F1 RMG- [ -C, HFET-REER
i, IEH M2 mT WO E, A1 ds 4 e s,
NMUAZTEINEE, RZIBEE T, el A s)s PR
MPARRIAS NG, DGR ZE. I, TEROA

(2)

RMG- |

RMG- 1 -C [ )
I T e 5

RMG-T-H | 4

To/MAE. TR AR AN, EZERI N 4l R
TR EN R BEE T RERE IR, 40 M s i ik
FEEESE I, MOt 2SI s, % A Qe (TR A R
FER, SRHPUREEAES P, TR
(B A TE BB POIR, IR B S A A —, K
[MA-(1E 5).

Fig. 5 The ultrastructural changes in three ovarian cell lines treated by carboplatin for 72 h

The apoptotic degree of RMG- [ -H was lower than that of RMG- [ and RMG- [ -C in the same carboplatin concentration. However, there was no
difference between the RMG- I and RMG- | -C. (a) Negative control group. (b) 30 mg/L carboplatin. (c) 60 mg/L carboplatin. (x6 000).
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The Effects of Lewis(y) Antigenic Content on Drug Resistance
to Carboplatin in Ovarian Cancer Line RMG- I *

ZHAO Yue"?, LIN Bei"”, HAO Ying-Ying", YAN Li-Mei",
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Abstract To investigate the relationship between the changes of Lewis (y) antigenic content and the drug
resistance of the cells to carboplatin in ovarian cancer lines with RMG- [ -H which expresseed higher Lewis(y)
antigen on cell surface stably. RMG- [ was one kind of epithelial ovarian cancer cell lines. Cell lines RMG- [ -C
and RMG- [ -H were obtained from RMG- [ which were transfected with keno-plasmid and a1, 2-fucosyltransferase
gene, respectively. The method of methyl thiazolyl tetrazolium (MTT) was used to determine the fractional
inhibition ratio (/R) of the three cell lines which were affected by carboplatin in different concentrations.
Accordingly, the ICs, of the three cell lines could be calculated. Carboplatin induced apoptosis of three cell lines
was observed by flow cytometry (FCM). In addition, the apoptotic ratios of the three lines that were treated by
30 mg/L and 60 mg/L carboplatin were measured by the FCM at the same time. And then, the apoptosis conditions
of the three lines were observed by the methods of fluorescent staining and transmission electron microscope
(TEM). The ICs, of RMG- [ -H was (58.07+2.42), which was obviously higher than that of RMG- [ (28.83+3.57)
and RMG- [ -C(25.71+8.24), all showed a significant statistical difference (P < 0.01) and there was no statistical
difference between the latter two ones(P > 0.05). FCM analysis confirmed the cell apoptosis in the three lines. The
corr-apoptotic ratios of RMG- [ -H treated with 30 mg/L and 60 mg/L carboplatin were (20.43 +0.71)% and
(38.11£0.33)%, respectively, which were about 49% ~ 63% of the RMG- [ (35.87+3.84)%, (63.37+9.59)% and
RMG- [ -C(34.80+3.59)%, (60.17+6.64)%, both presented a statistical difference (P < 0.05). But there was no
significant statistical difference between the latter two ones (P > 0.05). The apoptotic degree of RMG- [ -H was
lower than that of the other cell lines in the same carboplatin concentration with the method of inv-fluorescence
microscopy and transmission electron microscopy (TEM). The drug resistance of ovarian cancer cells to
carboplatin was stronger when the Lewis(y) antigenic contents on cell surface increased.
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