173 B R EL BT At Bh i 77 R RY  H

(1. v [ B2 B O 27 B D I 98 I e (T V4 T ol B B ), o T 2 g i % R b
WFEIT, WL AN 3100225 2. Wi V148 5056 b Jf 2 3 0 92 30 56, VL BTl 310022
3. M BERL R WL i M 325035)

O LA R E S Sl Y [ 25 AT IR TR S SR e Ut R A0 B R R T A, BAR S
AT AR, HR R A AR A BT FRAR B2 1/3 BB 2 R A LA B 7 3k O iR T U
B R R O T O/ B Kb R R e R Y A A A S I TR G BRI AR B A T
AL B OR # 52 BIIF 7 7 19 5 T8 o 0T 4 A 2 O S B RRETE Jay o8 IR 300 0 i i Al I 6 7 o A 4R 3%t R
M2 A SCE e [0 S BT ST B A SR AT SR 0 L 9 A I A b A B

SRR LR I JR AR SR ) o T B AR T

B E 4> %S :R735.37 XEkFRIRAG A MEHRS:1671-170X(2021)10-0791-07
doi:10.11735/j.issn.1671-170X.2021.10.B001

IRUE s/ 212 B 7

Application of Irinotecan in Neoadjuvant Chemoradiotherapy in

Patients with Rectal Cancer

HUANG Cheng-yi'*?, ZHU Ji'*?

(1. The Cancer Hospital of the University of Chinese Academy of Sciences(Zhejiang Cancer Hospital),
Institute of Basic Medicine and Cancer(IBMC), Chinese Academy of Sciences, Hangzhou 310022, China;
2. Zhejiang Key Laboratory of Radiation Oncology, Hangzhou 310022, China; 3. Wenzhou Medical Uni-
versity, Wenzhou 325035, China)

Abstract: Preoperative 5-FU based chemoradiotherapy(CRT) followed by surgery is the standard treatment
for local advanced rectal cancef(LARC). Although this pattern has a lower local recurrence(LR) rate compared
with surgery alone, about 1/3 patients will suffer from distant metastases, which is the main reason of
treatment failure. In order to eliminate the distant metastases and prolong survival times, irinotecan has
been paid more and more attention due to its potential synergistic effect with irradiation. Therefore, there
are an increasing number of clincial and exploratory trials about irinotecan in neoadjuvant CRT in LARC
recently. Here we aim to review the application of irinotecan in nCRT in patients with LARC.

Subject words: irinotecan; local advanced rectal cancer; neoadjuvant chemoradiotherapy
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