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Dose—dense administration of combinative paclitaxel and cisplatin might

suppress the repopulation of ovarian cancer cell SKOV3
He Huan,Li Xuemet,Cheng Min,Linghu Hua
(Department of Obstetrics and Gynecology,The First Affiliated Hospital of Chongqing Medical University)

[ Abstract )Objective : To compare the impact of different dosage regimens of cisplatin(CDDP) or/and paclitaxel(PTX) on the repopu—
lation of ovarian cancer cells. Methods : (1)SKOV3 cells were treated with CDDP,PTX or CDDP combined with PTX respective—
ly, each arm treated with fractional dose regimen(the total dosage was dividedly administration on d1 and d8) or single dose regimen
(the total dosage was administration on d1); (2)The apoptosis and repopulation of SKOV3 cells were observed under microscope;
(3)The cell survival on d7 and d21 in each group was detected by CCK-8 method. Results: (1)In CDDP groups,no significant dif—
ference was found between the two regimens(P=0.970); (2)In PTX groups,the repopulation of SKOV3 cells in fractional dose regi—
men was significantly inhibited compared with that of single dose regimen (P=0.000) ; (3)Fractional schedule significantly inhibited
the repopulation of SKOV3 cells in CDDP+PTX groups(P=0.000) ,and such suppressive efficiency was even more evident in CDDP+
PTX group than in PTX monotherapy group(P=0.000). Conclusion; CDDP+PTX with fractional dose regimen might prevent resistance
or recurrence of ovarian cancer cells through significantly inhibiting the repopulation of ovarian cancer cells.
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Tab.1 Effect of treatment or/and time factors on the cell survival in CDDP group
1 (B ) REFRA2H (A) i i i
SHHELL(AL) AL (A2) ARG Z4L(A3)
D7(B1) 1.328 £ 0.042 1.286 = 0.053 1.267 £ 0.082 1.294 + 0.062 1.014* 0.401*
D21(B2) 3.182 +£0.056 2.720 £ 0.034 2.721 £ 0.088 2.874 £0.235 70.421° 0.000"
Gt 2.255 +£0.992 2.003 £0.767 1.994 +£0.781 2.084 +0.825 44.835" 0.000"
FAH 2779.429* 2 069.983* 581.143¢ 3 831.266° 28.831"
PY 0.000" 0.000° 0.000* 0.000° 0.000?
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Fig.1 Effect of single dose regimen and fractional dose regimen on the repopulation of cells in CDDP group
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Fig.2 Survival of cells treated with single dose regimen and fractional dose regimen in CDDP group detected by CCK-8 method
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Tab.2 Effect of treatment or/and time factors on the cell survival in PTX group

A (B ) AL (L) ait P Pl
XFHIRZH (A1) IYREEIA (A2)  FUREAZGA (A3)
D7(BI1) 1.328 +0.042 1.224 +0.037 0.739£0.172 1.097 +0.284 36.251 0.401
D21(B2) 3.182 + 0.056 0.798 + 0.067 2.718 £ 0.051 2.233+1.079 1872.275* 0.000°
A1 2.255 +0.992 1.011 £0.233 1.728 + 1.064 1.665 + 0.966 436.015" 0.000"
FAi 2779.429¢ 125.499¢ 486.586¢ 1081.879° 512.548¢
Pl 0.000¢ 0.000 0.000 0.000¢ 0.000"
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Fig.3 Effect of single dose regimen and fractional dose regimen on the repopulation of cells in PTX group
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Fig.4 Survival of cells treated with single dose regimen and fractional dose regimen in PTX group detected by CCK-8 method
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1 2% S 4 852 75 L (F=162.978 , P=0.000; F=2 500.464
P=0.000), P HLEHE—4 & B, 4F D7 D21 if,CDDP Bt &
PTX SMR G 2541 550 PTX k4 25 4 A (B X% 8
ZH B (P=0.000, P=0.000, P=0.000, P=0.000) , H. CDDP B4
PTX 4R 45 2541 A (A4 RAR T 5 M PTX 43R 25 24540 (P=
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Tab.3 Effect of treatment or/and time factors on the cell survival in CDDP +PTX group

A (B ) JEHIRALCA) At FAH P
ST (A1) ZPURERZELA (A2)  BOUREGZHZH (A3)
D7(B1) 1.328 +0.042 0.840 + 0.042 0.587 £0.074 0.918 +0.325 188.367¢ 0.401
D21(B2) 3.182 + 0.056 0.291 + 0.062 1.758 +0.091 1.744 +1.235 1633.565 0.000°
it 2255 +0.992 0.565 +0.298 1.172 £0.631 1.331+0.979 1441.498 0.000"
Fil 2779.429° 217.665" 395.465" 1005.927¢ 755.3991
Pl 0.000° 0.000° 0.000* 0.000° 0.000!

T ca, R T 2200000 FAEF PR b, )RR AY F AR PAEL; o I IRIRR 9 F(EAD P AR d, SCE800 9 FAE A P A

R4 SRAEHATMERERSHIEEEZNAMEEFHZM
Tab.4 Effect of treatment or/and time factors on the cell survival in fractional schedule groups

il (B) AL (L) ait P Pl
XTHEL (A1) IPRBZIH (A2)  FRIRLGZIH (A3)
D7(B1) 1.328 +0.042 1.224 £0.037 0.840 + 0.042 1.131 £0.222 162.978 0.401°
D21(B2) 3.182 + 0.056 0.798 + 0.067 0.291 +0.062 1.424 £ 1318 2 500.464° 0.000°
A1 2.255+0.992 1.011 £0.233 0.565 £ 0.298 1.277 £ 0.936 2258.912" 0.000"
FAH 2779.429° 125.499° 217.665¢ 189.629 1 350.231¢
Pl 0.000° 0.000° 0.000" 0.000° 0.000"

ra, R 22007 FAEAN PAE b, A3 2HIRER A FAERT P AR o, IR 320 FAEAN P B d, SETAQN Y F{EA P{E

A%

B

AL ARGy RIS D1 J D8 452 5B 4. B ZA 25 F D1 45 T Rl (200 x )

5 CDDP + PTX AR A T 5 BIRA I BT B R E 15500

Fig.5 Effect of single dose regimen and fractional dose regimen on the repopulation of cells in CDDP + PTX group
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Fig.6 Effect of fractional schedule on the repopulation of cells in PTX monotherapy group and CDDP+PTX group ( 200 x )
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Fig.7 Survival of cells treated with single dose regimen and fractional dose regimen in CDDP + PTX group detected by CCK-8 method
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Fig.8 Survival of cells treated with fractional dose regimen in PTX monotherapy group and CDDP+PTX group detected
by CCK-8 method
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