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[Abstract] Colorectal cancer (CRC) is the third most common malignancy and the fourth leading cause of cancer-related death all over
the world. Traditional treatments, including chemotherapy, radiation therapy, surgery and targeted therapy, form the backbone of current
treatment in various stages of CRC, but the efficacy in patients with recurrent or metastatic disease is extremely poor. Recently-devel-
oped immunotherapy is frequently used in various cancers with high malignancy, such as leukemia, melanoma and non-small-cell lung
cancer, and achieves promising clinical outcomes. Immunotherapy has been also investigated in CRC, but the outcome is so disappoint-
ed in majority of patients, except the PD-1 inhibitor achieved excellent result in CRC with DNA mismatch repair system deficiency. In
this review, the authors will mainly introduce the immunophenotype of different subtype of CRC and summarize current advances of

clinical trials for CRC immunotherapy. The article will also discuss the reasons for the low efficacy of immunotherapeutic approaches

in CRC and provide several potential directions for the future development of CRC immunotherapy.
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ME A FEEEYTARE T, Br KN AR
B OMS4 B E N E S BB N F EE B A F F-8 K
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T, WEEHEF A ZHIANER BB
SRR, ZCUHEERTHN—ATRE DY, B,
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At 98 45 = M 40 )R (tumor—specific antigen, TSA) o
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VB IT MR E R, 2 IKAE YT 20 F X 20 £ A E 2
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EHBMERE AL ERGER . B, R
BRI ZHARRESCFHAREETHRE AR
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grammed cell death protein 1,PD-1) & X it &
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J& F1 AMMR & CRC % £ A 524K 8 B9 E IR 3 o B4 T
BENHR,HELANAMHAT £EFDAM EHiF
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X BAT VBT A E, fF B CTLA-4 #7457 7 I 2 4
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A 11. 0% $2 7+ 2 28. 5%, 5 Ik B &, 17 [T # 47 Bk &
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B AL £ 7 B A1 DCR 4 Al 4 A E 112 A A fo
33.2%%, EF i, £ EFDAF 2011 FERFHL T F
EFETHEECE BN ETE.

ERHRE T, AP LI R LR K A
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S5 H9IR B Fu 2545 . PD-1/PD-L1 #h 2 35 & 44K 7T 3L
FEL o7 78 & B9 A B 1E L, ANTHOR B TIL B9 B8 2% 15 o

B, TR AL AR B9 0 B e B 4. % B FDA SE B 0B
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olumab)# % PD-1 47 l | , #¢ % 55 1 & & % & 6 s )R
RBEFHET EARW A, EH ZEHTIEND
20 B fi R R L Sk IR Bk 0 Bl ST AL 4 i Ao
EHFeMREBEEFRENERIAR . THZFDAH
VB b T HY B Ik 4 B 3t (atezolizumab) | [ 4 B4
(avelumab) F7 & F, & # 4 (durvalumab) | # % PD-
L1 A, 4 B %635 A T 46 /N0 B i L B3R 7 Ak 4
A E (Merkel cell carcinoma) 0 f At & 45 89 e K
WEIT . PD-1/PD-L1 A8 X B9 2y o lfs Rt N\ T
ERH RN

F 9% H B A FAE CRC B # F 89 I JR R 3
EAEWm K WA R, 2010 4, —TFE F th £ 18 &
# (tremel imumab) 76 77 B #A CRC 89 11 # I K 1A B 5
RARBKERENEFRN, 456 B FH 430 B
AT RmEEY. EERBERNITHIE KRR
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&, IV H# dMMR 2! CRC & # #9 & A K AL & (ORR) A7 DCR
A FIE BT 40% F0 78%, AT TONA BB £ A 4 %
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B4 CRC & & (ORR 2 DCR 4 7| 7 0% F7 119%™, 49 &K #
#7175 dMMR/MST-H % CRC ¢4 11 A e JR %36 45 & 1 &R
H ot 5 B I R AR (ORR 4 31. 1%, DCR 47 69%) ™,
F i Bl JR 404, FDA 4T 2017 45 A A28 A 4 Al #L
BT R A A 40 R E A dMVR A CRC B9 I BR AL
Fl o MAh, 75 BH A B9 RO CRC A8 A B 12
Fib 9 B i R IR B8 2 B, dMMR Y 52 A8 TR 48 2 4
B ORR 1 52 4 & % 2 4 KUK 8| T 53% o 21% 1% T

Bt 5 A AR 4 FDA 38 18 T Ik #8 5 4196 97 B A dMMR/MST-
HE ZRE EwFe  EER A e EE—MRE
R AR E M, T AR E K A AL E R R 4 69T T B BN
BIEHY. NIAIERIXE SR UE Y, MR/
MSTI-H A CRC ¥] & 2 &2 2 PD-1 M #| A By 36 7 , 1B &
85% H MSS £ CRC JU| % 4, J& Ao & 5 37 8l 571 0 96 77 98 1~
R, B b A B 4 89 CRC B 1 R 8k DB e 9% 78
T H k. A A NSS A CRC *F %, 9% 4h 2 A 41 4 7 e
R E AL, A e R T4 R SRR
o 2 5 A0 A BR A AL, Bk LABOT T & 7k
TEABTY (R4, B 42H EHFWTRER.

4 CRC &K E R HIHIFIHEXHIEARIRIE

gLt EEA CRCHAE  EHhRAH# #HE  BEBT T EBMEA X#/TES KA HAL
W E 24T CTLA-4  BRHCRC I L 7 T® JEE [27] 24 HT 1 UL AR
Ei
JRMEEG PD-1 B EAMSI & CRC 11 T8 I RE 4Anm [28]" BRAEREABIE
L
R EH PD-1 BREAMSI & CRC il e T PEF BHEAS (28] MD 2218 # 2 +0
FEER P OREEGE 1 54 % 9F - 300" %:ﬂff\*‘g%%ﬁ
B E W HE L CTLA4 mCRC /1 ¥4 EREEHR+T - - NCT03206073 3 [E] [E] 37 J& JE #F % B
Pexa-Vec
LYy, CTLA-4 BB il e AR ER - - NCT03026140 Fr = J& JE #F %8 Bt
Celecoxib
HREHR  PD-1 CRC il s FRERAKT - - NCT03104439 & & Ef%
PDR0O01 PD-1 HHAMSS & CRC I B EREHR - - NCT03176264 4/ &
mFOLFOX6
AMO-224 PD-1 mCRC I T4 T - - NCT02298946 = [E [ 57 & JE #F % AT
W44 #4 PD-L1 MSIZCRC il e KK ER - - NCT02982694 . /% 18 & A 16 it & #F
R
EREZEH PD-L1 mCRC [/ #% wxHEHs - - NCT03202758 Frif-# BA R F-# 7%
FOLFOX SR F
MEDI4736  PD-L1  dMMR %! CRC 1l Har AZD9150 - - NCT02983578 MD % & 7% & JE 1 /&

*BAE BT Clinicaltrials. gov; “FDAR4E 1t i JR 25 38 4k v IR 48 2 470 78 dMMR AL CRC # B I JK B2 A 5 "FDA 1R 38 b e K 41 48 ik &
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