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Tumor immunotherapy: progresses and trends

TAI Gui-xiang ( Department of Immunology, Norman Bethune College of Medicine, Jilin University, Changchun
130021, Jilin, China )

[ Abstract ] New tumor antigens are continuously being discovered due to the improvement of immunologic techniques.
Whether dendritic cells induce immune activation or immune inhibition after they capture tumor antigens depends on the
danger signals ( GM-CSF, MCP1, and HSP ) or the inhibitory signals ( TGF-B, IDO, and iNOS ) released by tumor cells.
Under the regulation of danger signals, dendritic cells activate Thl immune response and eliminate tumors; under the reg-
ulation of inhibitory signals, they activate Th2 immune response and can not effectively eliminate tumors. Progress in
tumor immunotherapy mainly is manifested by antibody-based therapy, T cell-based therapy, and tumor vaccine-based
therapy. To day at least 7 antibodies have been confirmed effective when combined with chemotherapeutic agents in treat-
ment of tumors. Despite of the progress made in antibody therapy, discovery of new targets, development of new antibod-
ies, and expanding of the application scope to more tumors still need intensive research efforts. The clinical effects of T
cell-based therapy have not been satisfactory; most tumor vaccine-based therapies are in phase [ and I clinical trial,
and the outcomes of few phase [l clinical trials are not satisfactory, leaving more work to be done for improvement. As we
understand more about the roles of antibody in immune surveillance, it will help to make immunotherapy of tumors a prom-
ising strategy.
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WERMAENTHMEN N LR, I EE
T IR A HOR A T BT M R B L K
LR 3T R AL B B R O K
AN B Fe e F A L 5 %0 B 4 %
FATERABNR, 0B AT AR o
FERTRIMER. 2120 5EHEH UGG
T AT R 0 R B o
EHRIIBIT B ATEEE MR E 0 A T
030 F BLAE W R B O B R R R
1 BEARGNEARNLS

20 AT E RGBS A M E B AT R KT
PR RUR 70 FREBET R TRFAEARALEH %
AR AR LR B BT E E T 4 4
TR o 1991 4, 38 3R S 7% B e 2 1 CTL 2 B
TR, H R H AR T 408 89 MAGEL( mela-
noma antigen 1): —FF BEEH 2R . B ok, hE %%
ENEAFHREANT HATFHR " BEERNT
4o RAEPRSN N RS, (A E MHC 1 R F 4 & 1
PR R T X e R T UE h B AR, B
Z JF A Rk 28 i ( dendritic cell, DC )IA IR By o i, K 4h
¥ 7% DC 2 %% A ik ok T A, ARE % # R 8y DC
EERIE ST 00y 3o ae 7 & 2 B iR, @ 3 ax
MHEREEEET 100 M LIk, Fob, @ fbE B
1 vE B E 44 48 i 5k 3K X SEREX ( serological
analysis of recombinant cDNA expression libraries ), ¥ 5 B
HEC TR )RR E AE R ERR . A
BEHARNBE S B S WHEREH LA R
Lo g TR R AR AT R NE R
wTIL @, R R A, BURIEY I % A
BRI A, B KA E B R LR A RE,
i R 20 MR AR K R AT kB R R G ER,
A3 b8 A 5 MR B R0 R A A G R R, M
JET 4w CEA MUCI A7 NY-ESO-1 3% # &y ) 3% 4 b 74
B B &AM ZEERATAn 1 IR 145 2%,

2 BMERE R ME R R AR

AR LI R, K RGG YA E AR
AH 38 = A % 4% 8 ( immunoediting )it A2 o % 4n iR
HIMER B HER, WES RERAL T Xk
WA, B R ER R, FEESEZWMZE LR R
GH . R I T R AR AR R
WALESE, Pl BB BB H A LRI A
FEHAERWE, ARFEAREARE G, E#E
BEt RN E AR EARE B ARG EE, WE
EmERK. REFE AL, WHEABALH

THRFENEFELT, MEBELEHEBRK, Hit,
T LA E AR y M E B9 A I ARE, DA R R A E
METE AN EEEH, WEE &%
RAK AN SR e FRME
Gl R RAER R R RGN A LRE T, &R
B—B RPN TR K, ERMHFE &
W, — g L P4 8 F K M8 48 R 7 £ GM-CSF
¥ A% # At & A ( monocyte chemotactic protein 1,
MCP1 ), 3L - BF 8 28 o 7= 4 9 Rk 2 B fn R R %
B E K R R BL. B S BB BB R R E K
BLEY 2 F# %% R ALK B B & R E 5 ( danger
signals ), 7E R 8 /& [0 2 T 8 R T, DC | B8
FoE , R 2 A 43 TL-12 B DC, Bl i & 3k CD40 o
CCR7, if #( migration ) 2| 7| Ji #f B 41 4 By ik # DC
R # Thl 40 87 16, AT k5 5 CTL 40 i A8 & 1F Al
H9 ¥ 7 ( license ), 7& ft. CTL 15 b8 40 >, 7
96 o, BT D3R G B B T, B OH 40 ML TR R 9 —
o 4 g% | B 40 TGF-B Fn 7 VA& P FasL 4, 7 7= 4
F A4 B IDOC 8] 7k 2,3 W AnE B ), 474 T 4
EAT & TGF-B.IDO.INOS 4% B F 1 A T, DC
IR B 1R b Ak 2 ik 1L-6 \TNF-ou 89 DC, 7 b,
Th2 48, Th2 48 Ji B i 1L4 IL-13, 3X A B 25 7
R HE R b . B B B e MO B (R
VM T 40 M Treg ) 7= & VLK E v 40 i Fn B K
JE B 37 %) M 28 B8 ( myeloid-derived suppressor cell,
MDSC )8y K % . Treg i# 3t 7 £ TGF-g A1 IL-10 ] %
LR G T 40 MR R o B By e 3 R
Mg, ALXFBEREEEEH NI
i F L Treg 3680, 45 i A R ROE B MDSC
¥ ,MDSC 47 #) fiF B 45 2 MR T 48 M B 3
ALY Bk, S B R R UL R A B
FEREF A mRERAR U LR

3 MERERTHARES

WE EEREFERNEEEANRSL E IR
BN, BB R IE TR B B F . R ke
TR EERNETERT T AT =M E R
Wy HT 7, BUR IR R SR IURST %
3.1 kT ik

B 1997 4 # 5 B H K Rituxin % — 9 % B &
BEREERPELT, 2L 10 REWE S, B
EOH T AP B 4 LB F G R T 2. Her-
ceptin ( trastuzumab ) & —f a5 A LK £ KHF
Z2 (Her2) & & AR ETEGER, A TiET
A EIE . Her2 75 3L JE 40 i 5 & 5% 35 , Herceptin &
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BHAMRBED M EKRHAGE T, WHMWEE
K111 Rituxan ( rituximab )& 4% CD20 375 & B9 # 4
TR ATHETREFAHKEE ", RREEKE
F Z KMy Erbitux ( cetuximab ), B T &7 4 )% Fo
SKUE I OE 5 LA M A K [ F K ABX-EGF ( pa-
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