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Study of Clinical Evaluation of Platinum-based Chemotherapy
in Patients with Advanced Esophageal Cancer and the Corre-
lation Between Polt and Sensitivity of Platinum-based

Chemotherapy
GAO Wen-wen,TAN Jie, WU Jin-chang,et al.
(Suzhou Hospital Affiliated to Nanjing Medical University ,Suzhou 215001, China)

Abstract: The diagnosis and treatment of esophageal cancer have increased greatly in recent
years. However,the MST of patients with advanced esophageal cancer is relatively short,and
multi-drug chemotherapy is main treatment regimen. In this paper,a large comprehensive pre-
clinical data has illustrated that the efficacy of chemotherapy in combination with cisplatin is
pretty good. As the first generation of platinum—cisplatin emerged primary and secondary tumor-
resistance ,as well as serious side effects, continuous new cis-platinum complexes have been syn-
thesized and used in clinical trials.This paper has described the representatives of the three gene-
rations of platinum-based anticancer drugs. How to exert the maximum effect of platinum and the
side effects to a minimum simultaneously,that’s what we should dedicated to. We need further
move to study the mechanism of platinum-resistance,both to platinum itself,and also further step
into genetic level. Currently a gene involved in DNA damage repair called Polt gains more and
more attention,some studies have confirmed its participation in the tumor progression and the re-
sistance to chemotherapeutic drugs. Its high expression level may indicate poor responsiveness to
cisplatin,and it can be used as a biological characteristic, prognosis of esophageal cancer,and a
reference index about the feasibility of cisplatin chemotherapy.

Subject words : esophageal neoplasms ;cisplatin ; polymerase iota
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FARE I NIZIRKT B 2538w, 45 95 [ 1 506
W55 r BBt 1Y SEER Goit s o, S8 5 48
A 20 4t 70 AEAR I 5% F B T A Y
19.3%", AR 0 300 £ 0 2B IRy R Bk
RFARWAE PO A B 4~8 A H W IR £ 2
SR HU BT

| BEAIRS TR AL R
£ 8 oh ) 52 R

B XoF B 300 £ A g AT IO AR DG I IR 9, T 4R
Yy . ARG iy, b £
YA AT e B T B I 5T AR,

20 fHad 80 AEARE T, W AT 2N IR 5L 5 A5
DDP+5-Fu BIAT %% R 209%~35% , H i A= 47301 6~10
A HAERCR RS T HALB A 10I7 %, DDP+5-Fu
T — AR B R AR ETT RN
AN B il R EE MR E R~ &
90 FARA BB B 2 O 1 B i I BE 2 TH S
Fist 3 P A LA R Ay R ) 25 0 B, S K I
PR RITI PR 1A 1 e S5 0 6 B, 36 LR T
e S0 £ 4 9 T R (Table 1)

2 SHZEFUAPE LW HY lih bR R A 2 R

AR T8 — ARSI 251, K 5-Fu
— ELAE D96 7 A A e 0 AL 7 52, (R TR
iR B 24k e A e e it 24 BR W) 732057 SR TP Ak, HL
BB AN RS SR, T AR A )
B, WIHE— SRR, R Im it
Ji IR 5 WIS e — ELE R IR, AN BT BT ) A

KEA WA BTN H TR L, HArt & &2
5= AREZEPUE 25 .

ZOIRHUR S AR ML P 25,1995 4
FEAAR LT, SEAH G, 23k 40 H 245 19 18] JE 75 K
b, HL e BE 29 A A 4 10 A%, L5910 kPR i 1 25
P A5 BE A0 T SO N8 > | BN R
I K B B 1 R A R IR IR R B A R
RRE/N S Taguchi 5 48 NDP 78 £ 45 96 Hh i) 5
HAER 51.7%, i TET, Hizutse 4 i i
NDP 5w, sy i/ e FRERIERE R, 1t
Hb, BRI I IG RO FE45 1 NDP AHi s 16 vk &
TECS AR L, Hoyh o7 & 48 i 09 22 i R il 40%,
ifif B} DDP i 24 {8 NDP 47545 % . Yoshioka 21
Inaba 275810 NDP 864 5-Fu 3097 B4 98 1L
DDP AR, HA R B/, Hirao 55" FF i i — i
Il ARG , 1 FH NDP+5-Fu+ADM 1477 916 I 4] £2 4
9% RR N 57.1%, i Z 1k R4,

Z IR ) e B o e S Dy B D o T 3K
(i /NI A 6 JE S A BBV 52 IE 5 TR B A
T8 SN B BEEEE S AAAE L, B RIS A
il DU 52 i 1O

BRYP R =AY UM 259, A28 — 1K
5 AR PR 25 0 AE L LA T IR R A
JC3E S 245 M B g O ) S S, DA R AL
MCEE M RE s A 2 G R HE S, ELXF it LR 1% i 96 200
INAEVEH ., Mauer 55 ™5 ] OXA 85mg/m? d,+CF
500mg/m? d, »+5-Fu 400mg/m?* d, ##4fE, FifiJ5 600mg/m?
civ,44h, 2w I T I L R v B8 34 ), Horh CR
1 %],PR 13 5 ,RR & 41%, "7 Z& M@t R 4.6 4~
A,08S 714 H  VAEAAER R 31%, HiEtkF2h
T /10 2 v 200 U 20 L B SRR 3R & ) L

Table 1 Clinical effect of platinum-based chemotherapy

Therapeutic regimens

Effective rate  Median survival(months)

Best support care’! 5.5
Cisplatin+5-Fu'”*! 25%~32% 8.6~9.3
ECF:Epirubicin+Cisplatin+5-Fu"’ 45% 8.9
Epirubicin+Cisplatin+Tegafur/Uracil+Calcium folinate'’ 45.9% 13.0
DCF:Docetaxel+Cisplatin+5-Fu'"!"’ 36.6%~37% 9.2~10.4
DCF derivative scheme(Bevacizumab+Docetaxel+Cisplatin+5-Fu+Calcium folinate)"’ 67% 16.8
Cisplatin+Vinorelbine'’ 33.8% 6.8
Cisplatin+Capecitabine'®’ 46% 10.5
Cisplatin+Docetaxel "’ 18.5% 11.0
152 LEEETPUEES PIES FE:



AR BNIRIT BB Z AL, Cunningham 512!
S PFA CAP Fil OXA 23 i AR 5-Fu Fil DDP 9136
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