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Inflammatory cytokines as therapeutic targets in tumor immunotherapy
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Abstract: Tumor-promoting inflammation, which is recognized as the eighth hallmark of cancer, is highly involved
in the tumor growth, invasion and metastasis. Tumor microenvironment contains abundant inflammation cytokines,
which contribute to multiple hallmark capabilities of the tumorigenesis by recruiting inflammatory cells to the tumor
microenvironment, amplifying inflammation, promoting tumor proliferation, metastasis, angiogenesis and
lymphangiogenesis. In this review, we will review recent advances in our understanding of the contribution of
inflammatory cytokines to tumorigenesis, and discuss the potential applications of these cytokines as
immunotherapeutic targets in cancer immunotherapy.
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RIES MR AERKBRR R — D2 R
in 3, Balkwill 1 Mantovanil $& 1 “ F.7E 1863 4F,
T 3 4% 95 BE 22 5% Rudolf Virchow 5t & FIL &g 4H 27
WA R B JORE A IR RIRE, AT R th e e A s T 18
PERFEX — B UL”. JOREXT MR R . KR
R = ERIPIYE”. — BT, RERZF (W
TG 204 ) THBR G, RORESSIFERI 44, 2
J& A BSOR — Bl FE TR BORS 4 R PR, X
I IERR N AT 42 M J5E (resolving inflammation). 1H
&, ERRRMAAET, WRFEEaCR
FRZH 240 T K B0 FE AR S OB, SORE TCVE NPT
TGN 5 20 2 A 1 2T AR A R E B TR
A, SEIRE RN RFELEAT, XM SRIERRR A ERT
V£ % 5iF (nonresolving inflammation)”. H #f, K
I IE R AR AT R B TR, 15%~20% H) 8%
Ji R 2 ph AT A TT 4 E E BRI, a0 SERE M g
A OC, 18T LB 5 R T U
i, AT TRREAT R GS B R EAHOG, EB R EE
R T A M, A SEFLORIR R B G 2 5]
B AU AR SRR R S . 1B RIES S TN
JERAE. KIE. 728, BRELRIEERE, Fik,
#E (tumor promotion inflammation) 4% Fx A% P
EEEA YN (N

JIe T ikt P 455 B R R % A B (R A
rPERLA A AR B REDE IO AR B
RGN H AR S ) 38 N S 4 (T itk
EL4 At 2 B bk ER4m g ) (A0 5T AR R4 i . I A
R IR 2 DL S E AT S g 4 R o B 2 i 5%
WA AR - KT B TSR
T A it e 2 ) 4 240 P 5 8 RE DR %o e R A DG 1 28 i
HITE ke 35 SR P VR o 7R ROREN BRI T
Mg aT R B B A, RPBMEHE, JRd
ERETBCS P RAEDR - AR AR RAEA . %%
b 9% i 24 i PT AE A (7] 28 5 A o A R R AR e
Thie ARk, AT P s Lot R 20 i i 76 B
F—J71H, MBI R E RS,
L NF-xB. STAT3 “540/f1(5 5@k, Mimi% s
i S RN =X R AP Ry 1N 1= 55" P R 1 v
fe gk i 5 AR B S M AR AR ZB RN, Ik i
TR SRR B,

RO R HR AR R B I SO A PR 7, A
A PLG| R MY 5K, SEER R VEGH B B0 R A, i
RRIERN, & AL b Rg A AR RN ¥, I
M. WEEAR. ARERIA 3= B 58 40 M P+ K

RN T, B AR SRR T = 118
PESIEAE IR R A KRR I EEARR], K
TR RE VR T4 R B RE AL R 2 OB Ut e

1 IL-13K75%

IL-1 fE R —F0 2 Thae i 4n L R 7, X HLAR %
Rl ST (4 i 2y e R 4 AR dm Ak, BL
IL-1 SRR ML 9 0E B F-1E 28 hE -5 Mg A& 28 A
I E T 7 35 . IL-1 K IL-1a. IL-1B.
IL-1Ra W FBCNIRAN . IL-IR 1 257 IL-1 {5
SR FIEEE, IL-1R 1R B2, s ks
% ik IL-1 o RE 9 /F 7, IL-1o B IL-1B 5 IL-
IR [ 4545, 5IL-IR #iBh&E [ (IL-1RACP) 45 &
W A, 22 G R RTIE AL IL-1 52 44HH OC Pl
(IRAK), #t—25i8 it NF-«B FlH At %5 5 [N 7 i 2%
WAL R T

IL-1B 7E 2 E 5 Mg A A e vh iR e e 1 15 A
F CBONTEMT . RS 5 0] DU BE0E 28R /M
FBAY 6 TIL-1B ™, AR BE p Ik D & IL-1B B8
AR IE A ) SORE N M T T AR e A e 2 R N
R RS ERER . MR, KRERIL-1B W45
) Z M RIE RN, SRR IL-1p R
V2 H S e M, Qo R 5T R I B WG 7
B HAEHINLH ARG 3EF I B Rk, otk
AN ICAM-1 TP JZ 4l VCAM-1 R IAFIE ik
R IR T IR IR S, DT A2 K o 9% PR 4T i 117 2H 21
1R, R A 2 A AR A

IL-1a fF N IL-1 FRH) 7 —EER O, TS
IL-1B fEAF A —52 4k, \FHAAZMEERA,
15 E 7E JRE 5 R R AR FE ] BE R I N
BMEREER . AERET, K25 IL-1a T
S B A A R RS, T AR D IL-1a &2
calpain BV 5 2 W B A4 0 AL IL-10 B
TREWIEIER, HARE N —Fh 4 7 e idE Rk
IL-1o FI4HME 5 20k TL-1 524K ) 428 250 S 41 i 2 (1]
PO, DT 84 8 e 2 R ) 5 S S s Y
ST IL-1o T EIE R L N RIAEMR D, B
RN AP I IL-10 K2 HAET Al M= A, BRI 4 A
N e Al R JORE IV I B LR AR Pl IL- 1o
HE DR BRUAE B kS AR AL A A o SR T YRS 1R AE
7 U TL-Ta g 35 R BB B AR RRT IL-1B R 36 A1 R
WS S R, T Rk IL-1a (LT 4E R R 5
FEAR N R, HE— B T IL-1o MR 1R
IL-Tow AJ DAY S8 A0 25 75 5 8 (1) G 88 S 1, i o i
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PR S R I G B v MY AR, fE IR T R M 4
R BRI R v g 7 A AR I 4 45 I AR R R T 4 A
S, 20 IR BEAE T DL BB ) TL-1a 5% 9 RE i A,
RIFESER IL-1a AN TIRE, AT AR50 4 1 A
TS AN[E AR R, R 52 me 21 248 ) A= 40)
FAT N

IL-1 BEI¥777 anakinra (IL-1Ra).canakinumab ( $i
IL-1B F$4K ) I rilonacept ( - RiA@ & & H,
IL-1R T (¥ A8 43 BO A - 4545 251 [X A IL-1RACP
M IER R 1gG 1) Fe #04k ) T H T 2 Fhiik
PP IR YR YT » Anakinra by TR 9718 1E R
PEFI, LR 2R S 4 U R A By R 4 Ay
RAEFRFT K M, Anakinra 4% % Ih T i697 Bk E
ghy AR "R 2 R MEE a1 R MR I
BT A TIL-1 BHMTRA PR B EE R IR - —T7
M, ERAGVIEAMECERE R B AE R
FRE s o J7H, ANET TNF BHWR, IL-1 BH
W 7 B AR o 5 RS R A R L PRI TE SR, H 5] K
EOLINLR BN, BT IL-1 BRI T B2 4tE, 1X
=R iR s T 2 Ml RS . DY IL-1 7R 1L
B E AR EEMER, NIH 1E20H anakinra
T B ZR AT " TL-1 875 22 Fh 40 o 76 bR
WA VER, 5 VEGF M EAEHE S 4E RF
JRg N ML AR B PRI, R IL-1 AR T 80
1 0 8 155 3 1 L7 A s N T 440 o e g ) A A

T%%O
2 IL-1255%

IL-12 Z s —Fi DA S = SRR 03 45 A 1)
YR TR, G IL-12. 1L-23. IL-27 Al IL-35,
IL-12 ZERAAE T M ks 4EFE. DhRe i
A A EENER, TR KEN I IL-12
FIREMRE N R REh BA B CEENEN.
2.1 IL-12

IL-12 /& Hi p35 A1 p40 1 2% Ik B 20 Bl i) o — 5%
o, FEAERMPURE 240 (APCs) 774,
IL-12 /& Thl B4 PR 7 3 1, 76 MR Sy Al 58
SE G 2 HH R P A I B B AT IR . IL-12 R
WEUEAL AT M EEYE T 200, TR T 4 M F0 NK 26 =
A IFN-y, IL-2, TNF-a 55 2 F 4 fs & v, i
MHC-VII 284374, {1t DC F W40 i 1) sl 24 Al
WAk, IR R B IL-12 e A UYL IL-12 W)
DL 3 #04] TGF-B. VEGE. MMP9 [i] 2 417 ] fifr 52
M R W20 S S ae R, IL-12 X 2 Fh i

(Sl BRI, BFai . HE. 98
S5 MAEKMER BG WA IMMEER, m
HAFRETE. BmIEEMEE K s, &
clinical trials 3 I, H #7728 12T IL-12 140
i e i R R i 300 2751 P, Atkins 45 P RIE T
55— B B AL N TL-12 367 55 40 i Je A 28 6 2308
BHW TGRS, s B0 208 B v DUET I
RAFTE AR, B B R &R, (A
4 B 25 2 R I P B AR EIAE F DA S BRI R 2 22 R
Hil 7GRS N . ), T IL-12 MECE YT AR
FRE AN, G0 RS 4K MR 2 1) hIL-12 DNA
JFRRE S 7 A P TR 52 P R 2 v D I R 7 8 3R
IL-12 BA HoAm A 1, 40 IL-2. IFN-a2b 27
B0 A BT b R SR B IL-12 BB R R NY-
ESO-1 & ) F VA ibk B 40 it ot 4k S vE 97 R . 1T
I PRI Y2 7 TR PN R S R0 TL-12 1 s 2 2k 1k
(Ad-RTS-hIL-12) 1 & H iz /N 73 5 3% A6 75 iC &
(INXN-001) FL A7 fRGF (22 A Ve R R 5 B dRile
OncoSec A 7] ¥ 1T IL-12 F 20 5Ok % B (immunoPulse
IL-12) TEV6 T A5 M B A 3R 1 I R0 R
B AER I RIT R, TR E K B EHE A K
I, TL-12 52 30 1) foRg PR B, 1 5 I e G 02 B 2
(A R p, LI PR B AN BB AR R A 5T
2.2 IL-23

IL-23 £ p19 1 p40 WA HEZH B, B AE 25 44
5 1L-12 £ A p40 W X%, JF 5 IL-12 3 A IL-
12RB1 524K 7 2 fp P, 1L-23 3= % i 3% 1k i) APCs
gy Wb, 1L-23 5 52tk 45 & J5 7T LB T U 1 JAK-
STAT3 {5 5 @ %%, fEH TidiZM: CD4'T 40,
LI N 430 TL-17 TL-22 25358 4al a7 227,
IL-23 7E M P I E A TP /)N BR 45 W s 2
fitl CT26 A1 22 0 298 41 g B16F10 %% 4% 1L-23 2 J5,
Jigee 2B K RN FE B 52 2 W AN, AN T 0ARTE
TL-23 41 5 [ 470 90 3 1 o ok 4 % S 1 2
IL-23 A L@ L34 i DC 1y #s, 3 pi 2 2
A&7, 2k Thl 40 MR 7 (50 Wb, R IEDUINIR
YRR P, (B4, A R0E BoR IL-23 EAA e 8 1)
£ H]. Langowski %5 Y #F 77 & 31, 1L-23 p19 % A
g R /) BRURH TL-23R 25 A1 65k B /) BRANAS e P B AR,
T FLR AR Kt ekt , R BH N IR IL-23 B ik
Jbg A K E R . aE— BT SO R B, TL-23 AT LARE
G i 98 A 2R B b I 2 B 4 RO T &R BRI
(MMPs) (315, ) i 2 A s A g 40 B =
P CD8'T 4i fig (3= AR A e, LR R #5142
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Fifggd &Rz B H R, IL-23 B A S AL SR R A T
BITHRIE W, OfF 230697 YR T BT si4E T/
A RS IR T RS 1T 2 Y B,
IL-23 M T-¥6097 N 28 M ik 7 B mnid % A 1 e,
KT IL-23 72 M8 Th I 4E F G 75 223k — 2B (it 5
RN
2.3 1L-27

IL-27 5% EBi3 1 p28 P~ 1. B A i 1Y) 57 Y —
Ak B H stk i WSX-1 Fil gp130 3t [ 28 i B,
DC 1E 52 2199 JF A4 FH 5% 73 7 8 20 (PAMP) Il 5 2
KESW IL-27, [FB IL-27 A7 LLRAER T DCs, &
it DCs RHLIE 1R, MR bR e
73 B IL-27 W2 iR IE TG T 40, TR,
IL-27 REA% 5 ZU L5 S A 4G CDA'T 40 5, A7
Fom) Thl J7 1A 34 ) IR B $0) F ) Th2 F Thl7 J5
(1 704 B, TL-27 ] LA id STAT1-T-bet 4Kt
MR 1215 G CDS'T 41 g = 2k TFN-y™™, TL-27 fE %%
1% Foxp3 ' Treg HI4MEFIMER], #04) H 2k Foxp3'.
CTLA4 A1 IL-10"Y, TL-27 il 253k IL-21 #7724 F1
RS 1COS HIRIE, #EmiifS IL-10
(6 Trl 20 A 1 0 Ak AR 3 2 Kk 2 3OmiE 7 o,
IL-27 BA A ST P MR s . X T 5 S g2 J5 1%
(R (4% CT26 4.+ 4: BE4H MR TBJ 4
M), TL-27 al3@id#% CD4'T/CDS'T 4HJfl. NK 4H
I PR 20 B A 5 1 40 B 75 308 (ADCC) B #%
FAEMP R AN o T 55 G2 R R (B
#JE BI6F10), IL-27 FE @S F IP-10. MIG K
O] 0L A RS A FE AT 4 NKC 200 e 0 38 B e o 4%
B MR kR Y, R, TL-27 3 W] LA i MDSCs
43U CXCL10 F1i% 5 DCs P24 IL-12, SR 3 2RI
Ak, Jie 98 1CER B vh g NIKORT NKCT 28 it % 5 Bt i 98 A%
R RO A R B TL-27 A R LT Ok
2 i Jeg 1 R B. . IL-27 R % 5 5 Trl 41 i 43 Wb IL-
10, IL-10 REBEHMH] DCs Al MELN A 730 IL-12, %
R R I MHC-II 289y 7R, o ig 5%
SR B g TL-27R ) DCs 74K Py L A5 5 3 1)
7S MR CTL FIRE S BV IL-27 iIBRES 1S
DCs %1% PD-L1, #tifiiE it PD-1/PD-L1 & #ii& 1%
s T 4B shag B, Rk, TL-27 76 s & A
R RE R FHBAT S 2 YRR TR, AN [ R
IR SR A 4% IL-27 AE R 8 7 20 E
fERM. BT, IL-27 HTRT NEMR LA R
MIFE RS, (HA2, IL-27 A5 0P i e A sl ae
JE AR T IFN-y (1), fardd 7 R 45 7 42 & IL-27 &b

HRA RIAEFRREER, B, IL-27 H T i
(¥t va T A B a5 B
2.4 1IL-35

2007 4, Collison £& "4 IL-12q %% p35 1 IL-
270 % Ebi3 DA B LA A I ZE R R H A0 L IR 1
AN IL-35, 5 IL-12 % HAh sl AN, IL-35 3
BEEH Treg 4HME 53 Ws, 241 F Treg 40 MK 5 o 411
il Th e () B B R -, AWk B R 40 g mT DA
P2 AR TL-355, TL-35 [ 52 4y IL-12RP2 1 gp130
PRI R Ak, L35 5 H S kS G, &
STAT1 #l1 STAT4 i@ #% % 3 NliEf5 5, JF H vl L@
R TL-35 (¥ 4336 % R IE B A5t 6 1 F AL A B0,
IL-35 240 52 T 4 i %) 38 5 A0 2 fig 2L A 2 25 1 4 )
gt BT TL-35 s wy U] Th17 40 ) 4 % B
P Th17 A S0 E & G s P | e
Z b Mg £ S 1 L 3 AR SR 2H 2R e 21 IL-35
AKFERTHE, 3 B IL-35 AKSE R TR A BT
Febw A, oAb, A R 4 i P R4 IL-35 AT LA
T R A M 3 A, 5 S AR G, I BE A
A SHFT Y AENRARP, 1L-35 7T LAHZE MDSCs
FIK MBI TR EE , — 7 TH B A ) R (%) I T R
Sy — 77 T[] 42 00 ) P98 o 7 1 CD8'T 4 i 11 2% A
RN, AT 2 iR A 1 RTRE ) e B A
U1 CTLA4, PD-1 %5 4 y% Ao 7 o5 10 I8 V6 977 K ik
ZREM, I HIRE T ARG M7 I TIA A B G
J7 R . IL-35 By B 1 5 A 70 B G 2 40 i 1
A 3 R R G B VR T PR A, (ER H RTIE R A
AR T EE B9 B4R IL-35 Fidk. tksh, AN T&
RS 2 TL-35 () AN e e PR 5 B0 IL-35 (1 4)F 70 3k fg
% . X R T AR AL S, #XF IL-35 (16t
FUNG 22 9 R 1) B 5 v T T SR A B 22 )k R

3 IL-17%j&

IL-17 A— 4R K%, B rhae st
LA 28 2 IL-17A A IL-17F. T IL-17 52440
Iz R, EMIE IR IL-17 AT LAE T £ i
Vi) o5 £ L R G e S, DT S5 1 e g 1) i A e

IL-17A & IL-17 S5 B 3 A0 2 g 3 22 1 Rl
b, FEEH Th17 40850, {2 y8 T. CD8'T. NK.
NKT gty s 9, IL-17 /B T 4. B
WEdii . b AN A NS 2 A, S IX
G2 i 79 W TL-1B. TL-6. TNF-a £ 48 iF 40 M 5] 1,
&3 CXCL-8. CXCL-1. MCP-1 &5tk K T ik,
BETAE ST 2 (W RVEAM, BORFE R AL, TIL-17
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PR 2 2 R A, A g S v R 5 A EE
Dhge. IL-17 EZ LR MIRER N, BARREH
MU A ¢ (1) IL-17 ASRE B B2 2 e 41 i 3% 5
GG (P WYR i g iR R U
DR b o g )42 2B A A% 07 (2) IL-17 REfS 1
W 22 PR IS AR R 1 ERIA, Wl VEGF. TGF-B,
PGE2 1 IL-6 {73k, feadkfpmi i &4 ™ 3)
IL-17 36 A7 DA 3-8 T- 40 i p 4 AR K 7Y (4)
IL-17 A] DL o 9 42 G 9% 28 G0 (1 0 e 8 97 2285 o {1 gk
Ji g A . 5 TL-17 W] DA 3 S A% 41 B 3R T )
B7-H1 M i #0140 R CTL Ri%s U, IL-17 7] LAj#
Io 4 5 B B K R A | 48 B (MIDSCs) 33k i 9 JR) 8
RAEG AN T Re, (Rt 4K P wE R
FW, TL-17 e H7= A i 40 o B S 35 1 B i e
o BRSNS Y G TR M Th17 48 B8
Tel7 4 ik gk S vE 210/ SRR N, 0T DU R0 40 ]
/N BB 8 BRI A K T, TL-17 B R LR ET
et IL-17 g5 IFN-y Wi [F] 75 5 ol 3 40 i - 2 s
b [H -7+ CXCL9 1 CXCL10, %4 CTLs 2|k i J8
JRHS, - AT A A g A= L

IL-17F 7£ 2001 4E45 & vkikiE, IL-17F 5 IL-17A
i I A [F] 6 52 4K (IL-17RA 5 IL-17RC 4 J% (1) 52 14
HEW) R¥EDRe HWi#E B 50% HIFRVENE, H2&
LRI, IL-17F BAG B R AP 8. £ A
S 40 i Fk SMMC-7721 b3t 223k IL-17F RE 95 401 1
iR SR B, A ) IO A A P T e g A
K U, IL-17F MRIA/E N dH 43 b B35 AR, 3
FI& IL-17F o] LA P i B i A= K, (R o
IL-17F [/ SR e 00 R AR AR 52 B W R 4] o gk —
TR I, TL-17F AN 2 @i $ AL A4 ) 4 e ged 4
PERIZS, T2 T VEGF 2634 1 401 e 1 %5
TE R 7 s g AR K U Rk, TL-17A F0 IL-
17F TEpPR R A2 RSB B p RIEANTRIAEF, A
A LA 75 T3 — PR A

H AT, £FXf IL-17 803 & IL-17R ¥ 5 50 B 41
WO TIRRNA, FEHTHRITRER. X
EBPESSHT 28 5oy BN SE H S s tesehi. 1iH,
A TR A TL-17A 1550 p 44 Secukinumab
CUIRTF MR WAL E, T o B %2 o B R B RS o B
NEEWEIT, BONAERTT g A IL-17 FH B
25, {HSE 40 E) IL-17/Th17 40 BhRi6 )7 I8 b+
Il PRATHT FC R B B 6 IL-17 SR 40 R AT 7T
RTINS, A5 LR AATTX 8 2 G0 A 2 il s 1
BT AT AR, A R AR R WL RO 7 Y ) SR

PR RN %
4 IL-6

IL-6 & —Fp B AT 2 FhAE ) 2% T R R 2% 4H R
T ENUVARR B T JORE SO A b8 1 2 2
R R AR AR o e B 5 IL-6 K-F
AH . i T T R 2H B R AR, TL-6 g
WA g — FiAS D 9 RE AT R (2 Wi &4, R
B0 R S 23 T)3A B 60%~T70% A1 58%~90% 7%,
IL-6 )52 3 Fl: TIL-6R (JEEAY ), B2 4 gp130
FA] VA PE A IL-6R (SIL-6R). I1L-6 i it 4% & H 32 1k
IL-6R Fl4# B 524k gp130, G JAK/STAT3 {55 i@
% 7. AL P TL-6R (SIL-6R) J& IL-6R 1] — Fiff
RIE 30, sIL-6R 5 IL-6 JE i sIL-6R/IL-6 5 & 14 J5
AT SR T 1 gpl30 454, BSHAGES, &
#i Fx M [ A5 5 (trans-signaling) HL I ™. 76 B %@
NS AR, TL-6 O IE B 3 2 A2 bR 2 5 41 4k 41
M=t . SRR, TL-6 iR 1N B A /D SO 1) 5 TE
THENRIE S AR . PR ANFELIT IL-6R/STAT3 j #%
221 SR MR T DA B TL-67 /N BUAS 5 63 40 e JRg ]
DAAIE B TL-6 77 22 K M R R R R i e ©Y TL-6
T 988 i JR ik 2 o e 1 3 A o 4 2 A D e 4
Mo R, TEARPR A B 9% 4 1R T 0 T 4t i 43 b
) IL-6 2= I Oct4 K& K {1 K5, AT B0E JAK/
STAT3 {5 53 #% *V. X 26 LR B w] LA TL-6 1
NI VA T IR . 38 Ik o A IL-6R [T BR B BT
(tocilizumab) K [H 7 TL-6 C 2 ki FH T35 97 2 1
i o BT IR RS Bon, (EFFEER PR
P IL-6 B4 F AT DAAE 2% IR PR DR 1T 48 R 5 (1 o0 1
s B AR, LE SRR e 2 R Ak
R e FFE Bk BT SR A ] TL-6R A 3 (45 5 AT LA
81 b 1 A KR i A A R BT A R T, I
PR BT 52 56 41F S B fg ) TL-6 PiC 4425 4 Hi 4 fl IL-6R
{17 BEL W BT 4% B 5 A4 TT 285 & AT DA 1 o 1) 2R K
IL-6 FC AR PELITHT4A siltuximab (CNTO 328) & H /i 1F
AT T MR YE 2 R VR R . I AT A e AN
7 o B AT R g 1 W PR TT AR B8 B B B it IL-6
ARG KPR ALX-0061 H B 1ELE 2235 H T 2K
T R HIRIT ™ BUAE IEERE R —FhE I IL-6
A S ERR avimer, FEXS 2 BN T IE
IRIT R AR (X F R EAZ 4 x 10H)PY, K
oy avimer $f/> G ER B S5, BT DA ST RS S
RN, I e AT 4 R E RN, AR
THEREGWEOBZAE. #H] IL-6 1) avimer
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| H €326 (AMG-220) 1E# I T 697 7o % B ™,
gp130 AN IgG1-Fe 1l 4 8 1 (sgpl130Fc) 1] LA
W45 A TL-6 Al sIL-6R & & 4K, 11 A B 5 IL-6 54,
SIL-6R Hphst & PV, Kk, sgpl30Fc R4 T IL-6
(2 HLIm R, 1A BB IL-6 (1A fE 5. Wi
PN IL-6 [ TG FZE R R AEF SN T, CUEY
sgp130Fc 7 2 Fift 5 AE M55 FH 9 E AH G (14 e 114 3
WA AT 2. ALY sgp130fe 28 Ff FE999301 H
AT IEAR T T HAIG AR IRIG P Bt . 1IL-6 {5 5@ B 1 & I
B 50 Z4E, H 2 e /e & 2 1EH KT
PR R T I SRS IR A Ry ik — 25 I 7

5 TNF-a

TNF-o £ Z WG R - EREgIAE. P R4
M KSR A, TR SORE AN R R A i
HEMER, H2ZA AR TNF-o 324K 1 (TNF-o RI),
EREAERZHME L, FENSRLENEAEHFE
TN, LA TNF-a RIL, ©RIATEGRENNE L, {2
k20 M 1 % A6 A0 B 5 B, TNF-a 5 TNF-a Rs 45
Hla, BAOSWEE 4 % E 5K . @il Caspase-8
5 Fas MR SE T 45438 (FADD) # BLAE A1 3 A4
JATEEE 5 cIAP-1 (WT2EA -1 M40 in 5 ) F1
TRAF2 (TNF-o R #H5¢ R+ 2) M BAEH 75 T M50
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