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[# E] THECinterferon, IFN )2 i 5 &k LT — 2P0
PR B AN ML P 7, B 3 28, BT AL, T AR I A
IFN. IFN Al JAK-STAT #8 AAE R ) 19 5 5 ik 42 2
SHURZ R0 A G Sl B Ao 2 ER L A 1y A g g LA
TGN A o Ak IFN A2 8 fye vh & 44 %
PIPERT . T 8 IFN W] LGS DC B J8 SR JE R ¥ AH G 14
T35 5 BE /4 ( tumor necrosis factor-related apoptosis inducing
ligand, TRAIL ), AT HE 8 NK 200 I 0% 240 Jf0 26 05 1 , sl B2 %
Dl s T8 TRN a8 35 4 CTL 3% 4 i 4 , -3 1
P 15 e 4 0 3 B2 UM 25 B G 0( major histocompatibili-
ty complex, MHC )2843F 14 381K LAMS SR CTL X i i) - 531,
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241 fifa( myeloid-derived suppressor cell, MDSC )E R R b
TR R IR, DT 2422 B 32 410 T 2800z, 2 e 240 i %) £ 92 706
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[ Abstract ]
family of antiviral cytokines which includes three main
IFN plays

critical roles in multiple biological activities such as anti-

Interferon ( IFN ) was early discovered as a

classes: type I IFNs, type II and type I .

virus infection, regulation of cell proliferation and immu-
nological response through JAK-STAT dependent or inde-
In addition, IFNs also take

an important role in tumor immunology. Type [ IFNs can

pendent signaling pathways.

activate DC cells to relase tumor necrosis factor-related ap-
optosis inducing ligand ( TRAIL ), which can enhance the
cytotoxicity of NK cells or kill tumor cellls directly. Mean-
while, type II IFNs can activate CTL to kill tumor cells,
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and can enhance identification of CTL to tumors by in-
creasing the expression of major histocompatibility complex
( MHC ) or indirectly inhibit tumor progression through
regulating cell metabolism. However, under certain condi-
tions, IFN-y was found to increase the numbers of Treg
and Th17 cells and induce MDSC infiltrating in the tumor
microenvironment that can suppress the function of im-
mune system and “help” tumor cells escape from immuno-
surveillance. Therefore, IFNs participate in tumor immu-
nology as a “double-edged sword”. Further studies on the
function and mechanism of IFNs in tumor immunolgy, and
exploration of new IFN-based cancer treatment ( such as
IFN-based immuno-chemotherapy ) are significant guides
to improve tumor treatment.

[ Key words ] interferon; tumor immunology; dual role;
immunotherapy
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1957 4&,Isaacs # Lindenmann | % if 4% & & %
JEH 55 R 2 B R B, TR R R 4 B 4 T DA
BB —MT U THmEFE S0 EF, A1 E
HF & 4 # F 4 % (interferon, IFN ) ', 2350 %
FWFR,ANBERT 28 ZHNTRED K
HGARA IFN, FLAE, IFN 32 35 40 M 75 B 21K 4h 5
PR ST ok W B A AR R R B U R M
— R E T F K. B A IFN B K 8 R B R
N,IFN Bk 2 W e B, IR T 0m & R 3
S, Fo IV 8 A 4 L AR A ALK G A AT
MIFN A RN RXEERANETHIRELE TR
A EREGAVCIFN § R AR By 2R A A R
1T Janus V& X 3% B8 ( Janus activated kinase, JAK )%
7E M N T A 5 A B E 4% 3% B F( signal transducer
and activator of transcription, STAT ), A T ¥8 ¥ 48 5z
E SN E S IR

HER, WERECERAFEF —ARITH
R T, IR AR R B R R R, 2R
WA A HLER B R R AT LA A B R R N R £ %
Mde e, o, %o gm e B E o B 6 0 i A
BRERBNARFREEEN R, FRRA,
IFNEREREF AR ERERN 6 — 7\,
IFN 88 3% & % % 40 ff o DC \NK,CTL % 41 B $ 7
A B 5 2 JeL, B R 40 R AT B 8 3t 4 R
WPt & 5 — 77 B, IFN & — & &1 T Uk (R 3t 8 F
A e kAR IFN B4 B8 R A0 1
20 B A BB AR R P W R, AT A T 40 e B E

B kTR B4R A A PN 4074 B 4.
th 4 R A R AT M

1 IFN £ REEFESESER

1.1 IFN R#&#I

IFN Rk R A AN — XA R e, B
HAERRETREEYE, TR AR, AN
LREFALTEEZNH AL, RIE IFN B EHF 7.
PR EAM R Z R, T IFN Xikah =
. T A DAFIA PN, [ & IFN  Z4 4%
IFN-o IFN-B . IFN-3 . IFN- . IFN-g . IFN- . IFN-7,
¥ IFN-o .FN-B . IFN-g . IFN-g¢ % IFN-o & A % 41
R, EEEMTAS 9 5 J e ;T IFN-5 . IFN-
TREER R RA,EAFRARRESN . A
[ & IFN A — /N3 E B 20 8 % @ % & IFNAR( inter-
feron alpha receptor ), 24 4 IFNARI #2 IFNAR2 #
AT RS, BH R LA — 1 A IFN-o, B 2
IFN-y, ZEHEATAS 12 526K, EHES ]
ZLIFN 3% U B B9 R IR M. IFN-y & 28 fi Rk @ % &
4 IFNGR( interferon gamma receptor ), i IFNGR1 £n
IFNGR2 B AN FE 40 pk . I A IFN £ 3 % IFN-\ T
F e, A3 TFN-N1 A2 F2-\3( 4 %] #7 7 1L-29 | 1L-
28A A1 IL-28B ), & 41 # 4 & I — 2 IFN°7
1.2 Z#éy IFN 254 5% 42

IFINER SHEATXRELHARNE SRR
5. JAK-STAT % /2 2 IFN /> 09 % B £ 5 %
&, T AL IFN B9 % i B IFNARIL #2 IFNAR2 41
B ZRE,XBAANLEALH 5 JAK Kk & B AL
1EF : IFNAR1 T % 5 B & B2 % B¢ 2( tyrosine kinase
2,TYK2 )4 4 ,IFNAR2 5 JAKI % 4. M5 TYK2
5 JAKI Z R K& 8 5 s BT E b, N3k
— & ¥7E JAK-STAT 5 54 &£, 1 A IFN 7 DA
WiE STAT F ik #y STATL STAT2 .STAT3 #1 STATS
S000)  SE b 8y STAT W B ik IRl JE — Rtk =X 5 8
“REFENGRAL T, 5 THEFRE T EF 9 inter-
feron regulatory factor 9,IRF9 )41 i 1 A IFN % &
N E E AR A B A H——I1SG B F 3( ISG factor
3,ISGF3 ), ISGF3 4 T 5 IFN # & % F( IFN-stimula-
ted gene, ISG ) & i F B IFN % ¥ 5z & 7C 4 ( IFN-
stimulated response element,ISRE )45 &, & 3 48 f7 &2
E 5Tk 3 SR

IFNGR1 #7 IFNGR2 & Il & IFN By % &, 5 = 48
A0 o N B AR B H JAKL A JAK2''Y. TFN-y
5 A IFN 2@/ 4 4 5, % JAKL #1 JAK2 B 7%
fk.,JAK1 F JAK2 f STATI Hy s & % 7% 3£ Try701 1
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BEEERAL, T (E STATL K B — Rk, Z = R
REE N MM G 8 FE BBy TFN-y 9 b A 5 ( TFN-y
activated site, GAS ) T 1 &5 4, & 46 % 3 F 1y #
F, B ER KW EE N IFN HAE F 1
( IFN response factor 1,IRF1 ), 7& 1t 8 IRF1 4k 77 1%
EAREISG k",

I A IFN % 4K & IFNLR1( interferon lambda re-
ceptor 1 )F7 IL-10R2( interleukin- 10 receptor 2 ) 41 &,
W R A A4, 5 A IFN R 7| 5 B4 7 % &
JAK1 #n TYK2, 3t i # B ft STAT1 #1 STAT2.
STAT1 A STAT2 # & & ¥t N A% W & 48 = 2 B W
% ;?{[ 5] .

1.3 IFN A8 HAeis 5 5 5542

IFN 548 B & k%4 &% b JAK J&, B # % 1t
STAT, 7 f& STAT [ JF 2% 52 JF — B4k, 4% B Wy & [
fy &3k, EUH JAK-STAT {5 5 # 5 3% 2 89 #0F
LI IEN A8 i 230 & 4 5 76 M, ok i £ i
LW FA PN H BT F S E R BRE S E 5.
JAK-STAT (R # H 5 5 #% F £ 40 IFN /> 3 0
MAPK 15 5% 3 &2 ), A B U @ 2 JAK #7E 2
B A 4 STAT xt 2 3 F #h 3%07% , 39 44 B M JAK-
STAT 155 # $ % 12( 4 CRKL % 5t IFN 1z 5 # &
BAE o

(1)MAPK 5 5# F & IFN T L@ T A
9 MAPK 1z & Bk R LR 7 48 e Bl 2 e 42, ATl
Va7, 78 IFN ¥ 7% 8 MAPK £ 5 # &
W42 H,IFN J #fE JAK 7& 16, 75 fu 8y JAK 7 fF —
A4 SH2 fn SH3 4 494, By % B8 VAV K 4 5 B
b, ¥ LB VAV 0% JE 40 RACI'®! . RAC1 2 —##
NG E @, 7T LLBE T U B MAPK B B R ER R
BL, B 4 5 7E p38, T 5 B T Ui % A 3 ML 4 T By 7
b, 4 MSK1 ,MNK1 2157

(2)CT10 ¥ B % F £ & & ( v-crk sarcoma vi-
rus CT10 oncogene homolog avian-like, CRKL )% 5 t
IFN 15 5 % S 34 4% CRKL ## % 72 40 i JiT & 40 Ak
M5 5 4 B K #% [ F( guanine nucleotide exchange
factor, GEF )C3G 4% 4. %40 % 2 IFN ¥ 5 , 7%
fb 8 TYK2 48 25 STATS F{# 2 K 4 s & fb, [ &t
CRKL s %% % B& v, , 2 1 & STATS-CRKL & 4 41,
R EAMBENB BTG S GAS TH%E 4,
240 B B [ g %5 U0, STATS-CRKL 4 441 % &
ty GAS o & 7| % TTCTAGGAA'7', B 4, IFN A
WoE L8y CRKL #£ 7 % % C3G &b, AT 7E /N G
E # RAPL, 04| 48 o oy £ K180

(3 )mTOR( mammalia target of rapamycin )& &

wHE IINNFHNEETRTHEHETATETFUE
. ISG #9 % Fe AL 4h 2 4 IFN 15 5 36 7 DL 3F JAK-
STAT FE K #8915 5 4 3 i 2 7 mRNA #F oy &
4. IFN 33T JAK1 fn TYK2 8 7% 1t % 3% % {¢, IRS1 ,
T 5 PI3K By 38 3 T 3 p85 AH 45 4, W iE PI3K.
&G EY PIBK #L7E T U &M & B mTOR, mTOR 3 it
P p70-S6 B By IE M, B E A MR E A S6( ribo-
somal protein S6, RPS6 ), A\ T 7| #2 A8 i £ ] mRNA
RSP SR

2 IFN EREREHRIER

2.1 MBI

B 20 # 42 F ], Burnet £ Thomas # X # H
fi g % 7 W AL 22 38 ( cancer immunosurveillance hy-
pothesis ), A W LK 8y % 5% & 4 ¥ LA U A IF 7 PR 1K
WA & TRy a0 & PG S AT 5
TR, R E K& R, T8 %7 e
( cancer immunoediting )& W M R 4R
P AU S R G A AR LA R B E o T T
He D ERMEN R RE, REMBEREREN
R B R SR LA 3 N B A e AR A
% % ( immunosurveillance or elimination ). % J& “F #r
(equilibrium )7 %, 7 3k #%( escape ) ' #.3% Ik £
RERBNE -NBR, BEEAR(GLFEHR RZ
An i R G )3t BT A By T M 55 1L 48 e 2R AT IR A OF
B, —ETMHEAMN AR T AWER, LR RE
WRMHEEE R, mRAH L BUELNHREA £
TRMEARERZARER, RRFE LRI
F_MB—REPEN B, Al E, THEEL
WARAEREETARE SR, EXEEZRAANE
o M T H A UL K 28 B T IFN (IL-12 %
KA AR R, (X 2 % b 45 b 09 40 e 40 T B
SRR R e O P i R
HORAS . AT, i B M A b 0y 0 B T o W A
a3 By 7 X ORAE R T ALY %% 40 i, 3 3 R
o 20 i, R R B B e WAL T A T A 4L
4TINS, PR, DR LR AR E B
RIS HIE W, Ty i E R AT K e
H#ERSELHARME, THELNER2E
PHRASWEMA L RSB, A ERRRARANEZEE
A TR ER T e FZ R FIRF, T3 B
BHRARBEARARARFRAOHXNE =ZNMBE—%R
Tk, B, 0% R AL R A TR I A kB O
FEH R R IME RS, 7B Z R G g A
REWZ, HEEMNE R R R NEHE ERE
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P A BB
2.2 IFN Lafmﬁ'?'ﬁar

e B ] & fn 3 LM G B A L IFN BN R
T EHIA F Fi%ﬁ&*ia&@%%ﬁw}ﬂ Gy
IFN 3% b 37 %] fob 5 40 L 09 38 78 DA O 0 AL oy 4
BLAS R BLo Bz 5, Mok # % 89 iE 98 % W1, IFN £
b e P KA E TR
2.2.1 [IFN 7 8 9% ¥ Ik oF 8016 A

(L)IFN-y & b8 R w1 %k 4
AP BREZERAARDFRR LR G HE# ML
20 o o T AR BR O S U T, S R 4 L A W Y 4 e
F IFN-y R R B R EFEEWER .
Yk, #% e NK 28 B NKT 2048 vS T 40 je %
GELE I E R Eoe e RN E T a2
IFN-y, SE R R T i, W (b B9 T 48 jf 38 3t
BERFNE BB EY R A G EEE, REL
Fas/FasL % 2% S @@k £ B -7,

Dighe 2" 69 7 5 ¥ K 4R34 T IFN-y 7 B 8 v
P ey E Bl IFN-y 5 R 301K 4 & IFN-y 7, #l
R % B b A6 B0 7| F 2 L methylcholan-
threne , MCA )% 5 % i, th /1N B, A1 8 Meth A 40 1, [
JE R K I, AT B A& AN, IFNGR 22 1 B
B /NRCIFNGR ™~ /NE, /N BT IFN-y 5 5 F 8
B)ZE MCA ¥ 5 TR A sk A R Bt ™,
WA, T B AT R AR F,p53 A1 IFNGR Wik K
BN B R R B L pS3 T T AN E B, R
7 IFN-y ZE 30 %] B & 78 sk f6 23R 70 5 o B 8 2
B P R YR E AR, Street %' & I, BB IFN-y
K EIE(pfp )EFE th CSTBL/6 /NE B KT otk B
I Fu i R, B pfp r IFN-y B Fa 89 /N B pfp ™/
NRERR R B 4 Mk B, I IFN-y 3T F ik B
B REH - HER. UEFARE T,
IFN-y 25 T2 % S0 8 a8 & 80 E R
o S /N B A A B IFN—y 72 HLK % 9% 0
Wbt 1E R . BLTR RAG2 T R & /ANR B T.B
4L NKT 48 . 5 RAG2 3t [ 6 [ e /) 5 AH
th,RAG2 3 A1 TFN-y % 1R 3£ A IFNGR Mk % 1
INBCE K R R LR MCA ¥ 33 fk /N B
RGERZ

H—FHRE T, N REER T RERN
B IFN—y T ZRIE T 8 T 48, Gao £ W#F R
K, Ble EEBFAMEMENRAEN3J FTE
Fe 2] ys T 40 R R AR R T d KB &K
85 [ Bt ,yS T 20 M4 P8 J& A 2 3 K & IFN-vy, ﬂﬁ
Mg T B4/ RER, ZANRE v T 40871

FoH IFN-y, 5 % 4 BN RAE e, AR AN R AL
FBUE | MCA 5 3 34 /F Bl6 2 % 8 40 0 w9 & 1
T.RERIBEERS, kTi{E#ﬂFﬁa EhE,
vd T#4IH8 H TFN-y B9 % B R E, s, #F 510 &
I,hT v T & M,CD4" T 48 M A 7 DL # 3¢ TFN-y
REMEEEREREHEIER. ¥ CDAT 4 it
SINRAG2 ™ /MR, T4 H MCA % & i 8 40
T Ak, B B IFN-y 45 2 LR AL ZE CD4 ' T 40 w3
AEy /N R A, IFN-y MR 7T 8 Ik CD4* T 40 e iy
TE R E I FIE R, A RE Y CD4T T 40 e T 3R
3 b IFN-y 37 1 Ji 58 48 0 00 7% ko

IFN-y 5 R R L H T 2B E 0 T
20 B %t FoE 48 B K AR 25 5 1 o Fallarino 4503 iy
R EW HF— B K 2808 4 f Z(PL. HTR )&
A ENRAR N JE, A8 B A AN R, STATL - /N R
oA B IFN-y B 20D, 3 R A i & M T ok
B 28 f( cytotoxic T lymphocyte, CTL )%t B & & W, 2,
T A i 7 2 B Bk 48 8, 42 R IFN—y 3t CTL 48
MLy e i R I s B EEWAER . 7
S, Wakita 21 89 #F 55 45 tH, MCA ¥ 8 TFN-y &t |4
BN RCIFNGR ™~ /N RO 0 R Bk %Rk 40 e 8
( squamous cell carcinoma, SCC )&y i 8 £ ¥ & . M
e B e — A B -F R R A A 3 B ( CpG-oligo-
nucleotide, CpG-ODN ) % TLRO ¢y B &, £ F CpG-
ODN 7 A3 B ALK oy 0% B & . 72 MCA % & i
t /N R 9 E B CpG-ODN, ¥ 3 i IFN-y 5% ik,
# % CD8' T 4 i th #L & , # 7~ CpG-ODN 3 it {2 ¥
IFN-y By & 3k R EJ0 M 8 % L. 7 IFNGR ™~ /N &
#,CpG-ODN 1% 5 By 370 fib 8 3% B 2 2 1K, i AF R
# 1 , IFN-y 3 3t 7% ft. CTL 48 fi 75 91 %] MCA ¥ & /)
RE B SCCHRTE P ZEZTEMNER .

VT &b CTL 20 fE & 4% 40 30 78 38 M 4h, IFN-y
LA S A 7 I 4 K VR B8 RRORL, 4 3 iR
FRARZAEAY RN AT %, SR TFN-y
A3 CMT. 64 40 i ( — 0 /N 20 Jl % 40 L, B =
MHC [ %478 =4 TAP1 . LMP2 4 F ), ¥ & #
MHC I £ Fi Rk Ry LR RER S, AT E
BEHGE CTL 20 L 3T b 40 f bR B dk 41 W A&
¥ 2 #.9% ( renal cell carcinoma, RCC )ﬁ’ﬂ@??ﬁ”ﬂ "R
I, IFN-y ¥ 38 3398 47 40 e 9 A4t 18] 38 400 ) B i 4
Wy H 7, IFN-y ¥ 30 %] B % 40 8 & CL-2 A CL-19
B gE, B A N iE A A — F 1 & A B ( inducible
nitric oxide synthase ,iNOS ) NO K-F+# 2 f 5 , T &
F B B( arginase, ARG )VE M &K, w1 THEAERN
W EAREY LEERI MY L-SER, 54



Wiih 2. TR ERTEMR S b i B4R

+ 511 -

H(UAE A E & B M & B ( ornithine decarboxylase,
ODC )Wy JE 41 & ik 20 it A K 06 F B & 2 B , T iNOS
K LR &2 B 0 K NO, NO e 2% 15 B 8 28 1.
FHE R R U, IFN-y ¥ DL 34 9R  40 0 0 RO B R
A, FE NO By KT 18 B e R T

(2)IFN-o/B EME R mRFHER 1A
IFN A T % f M, 0 NK 20060 B 20 /. T
28 i, A 50k 48 H1( dendritic cell, DC )% & 4% 47 &
LY, AR EAAER A2 F, [ A IFN R
T BB T SR A e e R R A
FAER . 18 4, TFN-o/B # L3k 7% DC' ™', # 3t DC
Zo Wb By B IR B B F A Ok B 118 5 R AR( TNF-relat-
ed apoptosis-inducing ligand , TRAIL ) B ¥ & 17 fif /&
20, , 2K 3T TRAIL 3438 NK 40 J 69 20 o & 7 1, &
LR AR5 B 4, B8 48 BT 4 W TFN-ar, R
HE i 5 CTL By 7= 4

IFN-o/ B 4708 8 B 16 A o sE 8 & 30T /0 R 8
L, R % AR P F N R P A IFN-o/B FT
PLIE E MCA % 5 89 I8 4 A, 7708 RAG2 ™~ /MR
OB e A E B AN R IFNARIT
B EUAR A IE B N R R W, X IFNAR] # 77
BRI IFN-o/B 55 J5, /N R 88 IR A 8y
Jib & 4E L, 6 B IFNARI =/~ /N E MCA B R T 23
R R, TFN-o/B X T Pk 8 48 j 19 0 R
BEAEEWER M, (2 IFN-o/B 1% MCA ¥ 5 th
Pk 7% R A R R I B R R TS e SR AL
MCA % 5 IFNARI ~'~ /NROKE , FE 4 0 5 o B
20 Jia 9 7l %% 4 IFNARIL 3 F 20 ) ik 8 16 8 IFNART %
W, i % 54 % % 35 IFNARI DL R Th #6 8 [4 IFNAR1 th
Pk 722 4 B, X T FE B R 4 ML 4 B R B B AR AL
RAn RAG2™ - NRAEN, KA LR L 4K IF-
NARI #2546 & [ IFNARI 3= B 49 ¥ 95 2 ffo 47
f6 7 B £ AU F RAG2 ™" /NP E B ARE, UL TFN-
o/B FEAEFE I AE A T B8 48 ik W IFNARL X 4%
UM 8RR B A AL B o B o B R 2 5T
Z| RAG2 ™/~ /NR A IFNARI /-~ NR M@ 5 A A
B R 20 A D RAE A B B 4 i Bk A RAG2 T
/NEH L IFN-o/B ¥ LUJE B T 3% ifn 49 e Ao 3F 3% o 49
HeL 5 T B 5 48 8 k& IFNARI =~ /NELF L IFN-o/B R
fER Tt 20 ). & RAI, B2 X F A& A
RNR a2 AR N PHER
— B BARANE ERRIE EE AR
IFN-o/ B & A4 fib 3 v ey B g g 4

I 2 IFN ] DGR 98 4 % A %% 48 i 4n NK 40
M % 48 e A A R R 48 2 ( plasmacytoid  dendritic

cell,pDC )&y 7& M, M 1T & 4% 3t b 58 28 8 B 7 % 1
F o Swann &' HF R K, MR T A IFN 7 DL
BEREHNK BN HE, KETHFEE, 7 —
TR S KA, EREREHERE MxA( —FF T &
IFN R =AW iEa, T UELAN T A IFN
FAEMARE), FHEEKRE T A IFN 87 £ R
FiP 4 pDC Y320, TS BRE A R b R
I, 4 #| IFN-o th £ 3£ J5 ,pDC 2 A B0 A R 5,
o WM T A IFN T A5 pDC B 308 78 80 .
W 7@ ¥ NK 28 . pDC 28 f8 6y & P & 48 2 31
P s 1R L Ah, T AL IFN 36 7 DL 3t 36 5 40 8 12 3
B k4 7 X A4 B g . Takaoka %' HyHF % & AL,
/N BURE BB R AT 4 48 M 72 TFN-B 2K IFN-o ¥ 8 pS3
Rk AT B F 5, IFN-g 3£ 7 L 3t pS3 1K #i
i 77 KA 5 % 40 B9 8 T Schmeisser 2614 By #F
&MU, T A IFN 3 3$ 97 4| PI3K-AKT-mTORC1 f&
E@EEF S Daudi B B M EIE L E H %,
2.2.2 IFN £ ZFHEFHER REFHZHR
Jib B AREROIR S, TR A b B ML A K % B A
FERGWEAT AR EEE AR AER R RRZ
18 77 7E 3 A5 F #7. Koebel 247 WK AE ¥ 7 % 9% F
W th 74, F 48 T T IFN-y 72 % 0% 4 b i 1k A - 1K
# & MCA #| ¥ ¢57BL/6 F1 129/svEv /N B 200 d
Ja B R RS By /N B 2 B E 4 CD4.CD8 LA & TFN-y
LA S BB R B R a, K ILE 4T CD4.CD8 LA K
IFN-—y #L R J& , H 60% B/ B A MCA JE 5L & B
b o PB4 F IFN-y 3 R M &
JE 4 M CD4 T 40 jif CD8* T 40 Ji A2 % % 5 W Fx
Xt i S8 4 LA KB LR R
2.2.3 IFN AR xRk FWER MEDRES
RE AR R N TR PRI K T IR
B A, AT D3R R R B A R AT, X — AR
H ek B R g M T 4k R o W
FRE RE AR EAER  EAERE % E R G
CED AR R IR N & W O &
WAL ZRERANEE, MEAHRT — £ 7R
Pk & S B LR (R S A A R R A R e
FORE AR i g g i T B AR 4

T R AN R KR T R, 7T LU b
H B T pS3 1 Rb K E, AT (% 2 i i & A0 )iF
5 o ik RO /N EOR AL Bk B AR X 370 R ( tumor asso-
ciated antigen, TAA )4 57 & CD4* 20 Jig 7 i & fiy &
4 IR K B R %, 8 i TNFRI1 fo IFN-y f5
EHEEFAM DT ERNELE T, WHELE
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585 | TIFN-y 400K [H 7 IFN 15 5 3 8 )5, CD4* 41
AR A A R A B R A R R AR T,
BREREAZ P IFN-y 5 T8 KT FHMNF
R T 48 A R AR E 28 LY R

R4 IFN-y B A Gu B 1E A, (B R KE B T,
IFN-y £ — & & T @ 1 b & & 31 % 2 ja, 4o
Treg 28 M, . fiff % IR 89 47 %t 20 #0.( myeloid-derived
suppressor cell, MDSC ) LA % 3% £ 40 i Th17 4 i, 8 %
BRE BRI B SN, IFN-y L 8% W 5
Ve 4 L AE B TR A2 0 B R
oAt 5 R A IFN-y T DL 3 5 5] 4 B 2,3-
M A2, B ( indoleamine 2 ,3-dioxygenase , IDO ) # 5 &
M B dm Treg By % &, [ B A7 H CTL B9 78 .
IFN-y3& 7 LA 7 MDSC #E\ Bk 8 B3R 35, A T 30 41
T4y E R —F AR KW PNy Bt
JAK-STAT 1= & 38 # £ MDSC o £ & 3 i 4 F
ARG ( arsenite related gene 1 )#y 5% 3£ , (& 3 fy & 28
M, Xiao %' K HL,IFNGR™~ /N R E + W ¥
Bt % B B B8 ( tetradecanoylphorbol-acetate , TPA )%
FTAKRBE N R E AL T, E Thl7 40 865
ERD R AE TPA FAW AT IFN-y TH#E T £
i Th17 #8 f 2 E (R 2 3L R W 7 B e A, Mo-
rel 2150 % I, 4B M B IFN-y % 2 %58 % 0 47
FWmIT, IFNy BB X B HM)E, BEE 4K
TR Melan-A F2 gpl00 A & A 2% 3 An T4k
L EME MR T CTL B3R B, AT # % 7
CTL xf H ey K. FHE EEZBNRER S, FR7
MR B o R LRI SO PR AR KB Y R A e
CTL, T TFN-y 40 3 &, CTL 7 #& R B f 78 20 e, A
b A i SE BT Pob 2 A B R A
2.3 IFN fe % X An & b 5 F 0938 7 15 A

EREFEFFREERN,BUERELSWENR
EEYIA K, Fldm , HBV & % B 5| 42 09 18 M AT 3R o7
MK EARRE AL, 5 M8 K 018 MR EA S
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N BEAT L7 Glenn %71 8E 5 & 3. b/ B ok 40 -
& 7| ¥ A F( granulocyte-macrophage colony stimu-
lating factor, GM-CSF )&k [ /)N i( GM-CSF ™"~ /N )
KA R G238 R A( systemic lupus erythemato-
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%, T 6] B 8k 2k IFN-y J& , 78 3 50 R e v 3R E o 4% 1
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i 8 A SEAE , VU IFN-y 72 35 ] 18 M 3K E @ B
Wy & B — & i 1E Fl o David #F % 41 & Michael
R AR I, AR G 18 M iR A M e S AR JE 3k

7 #( lymphocytic choriomeningitis virus, LCMV ) & /]x
RAEA A AR W 1 A IFN 5 5 5, 7 40 R
LCMV 8y /1N BPT 7= 2 B (% 3% 20 g [ 5 09 2 B R D,
1 CD4 T 28 j 8L E WA B b+, B o s 90 1 o T
IL-10 # PD-1L #y & 35 A 5000 B4k, F & —
F LB RET LCMV % 5 iy & 0 F T A IFN
X% RGN 1R BB R o FALEL, ML BAZ AL
A A R e 8 M IBD B AT R ) R
TEA LR, RG] R A 3R AT
IFN 38 %7 18 1 3% E R fiF 8 2 F AL 8y A 3R, & IFN
BT IR MR E A R A E LI A

3 % iF

=A

% bk Bk IFN 38 3 JAK-STAT i #i 2 3F 1K %1 b
FERSRERETRELSE T AR HE MK
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BARPRELENEAE, —F @,IFN B @ E
CTL.CD4* T .DC NK %1 il % % % 28 o & % 30 b 72
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AT CTL 8y 7% M, B 78 20 B 15 DAk B % R 4
By KA. B AT A AR K IR 1 9 IFN A 4 R i
AFHE L, EEFRE W BERAE T REE TR W
Tk, R AR P E K R B A R B, B BRI P
12 B 0 F U Bk B (7 4 IFN By 3h ik & A 3 4%, 3x b
I5] AR At — R

R EIT T R F A2 —, &
T ERAT S AT ARBINEN E R
BN B SR AT A R A, E P LIFN W LA
AR B WL B, T M T K. B
o, 1 & IFN B 24 FDA # ¥ H T % % 42 oy 6
IT , 4 3 AE K B9 9% V8 A JE( AIDS-related Kapo-
si’s sarcoma )78 M kT 40 H G o fE & SE R K 3E B2 K
B0 BT ZE5 4 B IFN-o 13 FDA $io% o 1F
AT EEREWERN BAFR LI, IFN F
T 7 L8 DCC IFN-DC ) B 7 & 8y ik 8 R A5 16 AL,
HHE 45 4 i TRAIL, 45 5 M 55 15 TRAIL SRk oy By /5
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