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Outcome of patients with recurrent epithelial ovarian carcinoma following treat-
ment with recombinant human adenovirus p53 combined with chemotherapy

Cui Hongmei, Guan Chongli, Liu Qing, Li Lianying ( Department of Gynecology and Obstetrics, Gansu Provincial Maternity
and Child-Care Hospital, Lanzhou 730050, Gansu, China )

[ Abstract ] Objective: To evaluate the efficacy of recombinant human adenovirus p33 ( rAd-p53 ) combined with chem-
otherapy in patients with recurrent epithelial ovarian carcinoma ( REOC ). Methods: Forty-nine patients with REOC were
assigned into a combined-treatment group ( n =25 ) or a mono-chemotherapy group ( n =24 ). Patients in the combined-
treatment group underwent chemotherapy plus 2 cycles of rAd-p53 (once a week for 8 weeks ), while those in the mono-
chemotherapy group received chemotherapy only. Patient outcomes and adverse events were compared between the two
groups. Results: The combined-treatment resulted in a significant decrease in CA-125 levels after 3 cycles chemotherapy
compared to the monotherapy ( P =0. 02 ). There was no significantly difference in the disease control rate ( 92.0% uvs
87.5% , P=0.59 ), overall survival ( 39.6 versus 32.5 months, P =0. 13 ) between the two treatment regimens. No se-
rious adverse events were observed in either of the two groups. Conclusion: Patients with REOC may benefit from chemo-
therapy combined with administration of rAd-p53, without concerns over adverse effects. This benefit needs to be further
evaluated in more prospective trials.
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Tab.1 Comparison of the clinical characteristics between combined-treatment and chemotherapy group

Characteristic Combined-treatment Chemotherapy Ny P
(N=25) (N=24)
Median age ( range X ¢/a) 49(23 ~75) 47 (17 ~68) 1.24 0.86
FIGO stage
I 19 18 0.01 0.94
Y 6 6
Histopathology
Serous 14 12 0.56 0.76
Muninous 6 5
Endometrioid 5 7
Tumor grade
G, 0 0 0.21 0.77
G, 11 9
G, 14 15
Platinum resistance
Yes 8 5 0.27 0.61
No 17 19
CA125 ( U/ml, pre-thera-
) 935 +374 894 +351 0.64 0.38
I1)<yPs ( pre-therapy ) 58.5+13.9 61.0£12.9 0.87 0.51

KPS: Karnofsky performance status; CA125: Serum cancer antigen 125 ; FIGO: International Federation of Gynecologists and ob-

stetricians
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Tab. 2 Comparison of the short-term therapeutic efficacy between two groups [ n( % ) ]

Characteristic Combined-treatment Chemotherapy Ny p
(N=25) (N=24)
Rate of CA125 regression
CAI125 <35 after 1-2 circles 3(12.0% ) 100.4% ) 1.00 0.6l
CAI25 <35 after 3 circles 17( 68.0% ) 8(33.3% ) 5.89 0.02
CAI25 <35 after =4 circles 23(92.0% ) 15(62.5% ) 6.12 0.02
CA125 =35 post-chemotherapy 2(8.0% ) 9(37.5% ) 6.12 0.02
Clinical response
SD 7(28.0% ) 4(16.7% )
RR( CR +PR) 16( 64.0% ) 17(70.8% ) 1.03 0.59

PD 2(8.0% ) 3(12.5% )
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Fig.1 Comparisons of overall survival rate

between two groups
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1% ST A R AL Yo N85 25 S0 3 I PR 9 27 3 5K #R  A J M = FRL Al 2 i R herpes simplex encephalitis,
HSE)RYHFSE . HSE &t B4y 125 7 herpes simplex virus, HSV-1 )51 iy —Fh S0 vk i By, vl S 280™ &= A . L
AR5 & B, HSE LK AP 777 s 2R 40 % k——Toll ££3Z 1A 3( Toll-like receptor 3, TLR3 )HIfE M AL BIE , R I I% SLH6 %
TR TRBT R LARSE TLR3 GREE 2R R Akibt HSV-1 gL a8 77 iypLil .

YEFRIT —FhA IS HSE [BLIFSCA FoAth s WA R 2RIk, A AT 00 e Bk ke 0 s 5 TR e, SRR (S ILAE A AT T 1Y
i, RUHCHEI TLR3 S0 GBS 4F 5+ BH IR HSV-1 JERI MK o 5 55 Ak 3 B2 2 g A4 2 i e - LR MRRA RE BT 9 BT (W B 22 K
TEIFEAERIE TR KR T Nature 1o WFFEEAT 3 3011 2Re FH A8 35 0 RRE N B IR 149 B0 2T 40 40 P ) A o 1 o 4 ) 9 3 1.
PP AR 2 R GEE A I #ZT 4UME( neural stem cell ,NSC ) 2570 2 B B4 AN/ 2 B B A i 1, ik e U8 T H Br 4l 4l
PR A T A S s A B AR B o K5 5 B Sl L A e 28 2R 4 11 A A S i) A3 SR UM 7 R( polyT: C ) FIAGE
XUEE RNAC dsRNA )b 2, 38 5o P T3 28 43 W A 7KF- , TIESE FEE 1 TLR3 K20 A BB o RIS, A R it AR il 2 R 458
IF1 4 200 5% T HSV-1, B TLR3 b I R AE R b — AR TR 0 WK R, T8 R R HAb i A ek

WFFEE A9 L AE A2 R e, P TR/ 58 Jie T 240 LR TLR3 45538 B A #5 2 B B0 2 S VR HI L I NSC
R BN B BB HSV-1 VER, il # 28 2R Ge B 2 i 2 09 645 4048 HSV-1 (4 YR B e rh & H C SR A i HSE
) &AL B2 1 5838 , IR IRIA YT HSE fBULERHE— Rl 470 5 ik, I KA A0

WSCIRJE RN T — ol 1 S e A, B Ml B 5 B 1 Y TE AR B AR 2 G 2 75 0 LAt 2 28 110 g i SR e AL A
TEAE SN 2, FOA A8 B R A LA AEIXRE I N TE SRR, LA BB AT VE FHAIL SR 1A A SR 2 S e T o AR A 4
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