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Abstract

Inflammation is a very common and important basic pathological process, mainly by the pathogen,
physical or chemical damage caused. The course of the disease is divided into two broad catego-
ries: acute inflammation and chronic inflammation. The main function of acute inflammation is to
eliminate infection of the organization, to maintain the physiological balance in the body. Chronic
inflammation can cause cell malignant transformation, resulting in the occurrence of cancer. The
existing research results show that many inflammatory cytokines play an important role in the
process of development and cancer initiation, such as IL-6, TNF-alpha and TGF-beta. In this review,
we argue that these inflammatory factors have played a very important role in the process of in-
duced cancer. At the same time, we analyzed its effect of the process of the inflammatory cytokines
in proctitis related colorectal cancer.
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RAER B EARRIRR, YEMEEEWEERSRG TR +40% it X EENEARELRE, @K
IR 2 NRE AR SR NE (acute inflammation) F118 4 # 5E (chronic inflammation) . 24 E
BRI RHRBRERG AR, SRk n AP, BERERT G EH RSN, #Emsl
RUEAE IR . ERBFE RR VRS K2R 40 i -7 7E i (R a6 R R fE P iR B R EE MAEA
UIL-6, TNF-afITGF-B5&. fEARLRH, AT XL RERN FEFFERM S BT KE TREENE
R, FIBFERATT 73X B 5 A 40 i Rl 7 7E 45 B i S A R 45 B s R AR R R PR A

xR
E‘ﬁﬁﬁ) %E%ﬁ’ %ﬁgﬂiﬂﬂlﬂ?" IL-6, TNF-a, TGF'ﬂ

1 T4

FL7E 1863 4, Rudolf Virchow & XA 1 &5 SRIEM KR, $E e T RAER R K. XK,
K (P8 45 7 SR G MBS0 2 (B RRE 1 R RS Ak, HETT S 45 T Virchow B[ 1]-[3]. #ORE M
S PR P N, JEEAEGL T, SRR 80, & AR E SIS RS, (H 0 R e A ik,
SE RIS 2 R R BUONIB M JORE . 18V S AT MR B RE M R AR R S, HS ERERRA . KA
B AN R AR [4]. BrOE SR, St — P8 P 2 RE MR [5][6] o B O R I — 16 58 R (i i3k i Rg
RARMESIBREMEE T, 0 NF-«<B/IKK. STATs. PPAR. AID 2%, [ — %45 4 7R 2 A 4R B Rl 1
B[ 2 m] A il e e 10 R AR AR R [7]-[11]

2. BRI RBAERIRIEAE

KEMHRIE B8V JORE S R IE ) IR A« A K AEERE[12] 0 BAE AT 8 D S 280 an & B
S, BR o R OIS PE A, TSP 58 0 vT RE 23 8 s RE I KU o AT ST ST UESE,  25% )
J6d EH 9 RE K FETTRE, A9 G« ¥ 14 485 1 9% S R A 5 s O R 3 2 T NI 10 £5[13], FF B Hidis R 9«
2091175 7 14 45 i 9% F 38 7E R 30 4 Ja 3E FE N &5 g [14] -

B8 ARl AN 155 R 8 i 4 RN 9 RE Rl - (1 B AR A Rk A AR e R B AU B S AN AR RS, (R Bk
5] Ji #% 1k (Epithelial-Mesenchymal Transition, EMT), LK i 6 5545 G e S VR [13] [15],  [RIA 124
AR Y R 20 B R AT 2 ) UM [16]

3. MERABENRERRET

R 7R ZHONR A TR EA, HAWIMAE K, manfaE . Fr v LR G4
USSP IR . A DR 0] 23 ik B 4 = A Ak B R R B A [ A AR ) B R T4 . EL AT
V50 40 B A 2% (Interleukin, IL), T3t & (Interferon, IFN). ££7% #1]#[X] - (Colony Stimulating Factor, CSF).
Ji923 IR ALK 7 (Tumornecrosis Factor, TNF). 4k AE K K (Transforming Growth Foctor, TGF)% 3472 S 4f
M= AR T, A E R RGP EE R EEEEES, EREEL TS SEURE RN . £
iR P K PR L R 08 R AU (R AEBE R E Y, RA R E A T, AEEE R AR
TS AT DL 32k o 6] 15 4 i [ e 2 A AL, (b R ) AR K S5 R R (171 AR EERL S 457 RN 25 B
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TEAR S =R T TNF-a. IL-6. TGF-g NI 4R SEM M 7 545 i< & .
3.1. MEEFZEEF(TNF-a)

WIRTHTR, 181 ST SR HHERE I R A . AEKRIHRS . TNF-a 1B —FRIEN R, 7E18 M 2ORE B
R REAER, TNF-a fER0E B BOR R EAER, Wi ER &, =22, 1EA— PR RAE R 1,
TEJEAE K A R J ke X A FH [18] [19]

FLAE 1975 4F, Carswell 25850 BCG HI/NRES LPS J&, i ARSI 2 —Fl PR 7 0T DA A% 5 2 firh g
171 B A A PN R AL U AR R AR B, B IR A BE R 7 (Tumor Necrosis Factor, TNF). FL %] 1985 4,
Shalaby 1 W 4H 7 A 1K) TNF #5444 TNF-a[20]. TNF-o 355 iy 800 E 4R i 3, AT DL e eb Pk 2
Mo, EIRGEMD. N ECARAE. TR LA S 4R i A AR [21]. IFN-y. M-CSF. GM-CSF Z57£ {4 Py ] DL g
AN EREA =4 TNF-a. TNF-a H#F R 17kD #5388 TNF-a (STNF-a) 1 26KD (5 AH <Y
TNF-a (NTNF-a). —M#AN MTNF-a 5% STNF-o [IRT, 75 TNF-a 5 48B(TACE) IE T T MJBE_E 22645 1
VA LB STNF-a, W R LEM) 225880 [22]

FEAE T 200 B0 TNF-o SR HAE S K. BAMES R, 5 5 DR i 25 4603k 4 o0 AR A5
Fe 1 8 TNF-a ZAR(TNF-a-R1, XA4E#7 N TNFRSF1A, CD120a B, p55), 1AW JL-F-EERd i H £k,
I SZ AT REAE IR AR IS AR EEAE ], 1M TNF-aR (TNF-aR2, X #FkA~ TNFRSF1B, CD120b 5§
p75), HFIAMARIR TR RS 40M . N2y, RS2 ATTBE 515 5L T 4 ihs i
A R[23]

TNF-o 5 TNF-a Z44& Eimid RN e ED 5 K% T E 5@%: 1. TNF-o 400 T
=5i@#%: TRADD (TNF-Rassociated Death Domain Protein)ifi it 3 C 5 fIFET- 454448 5 TNF-R HISET-45
W44, £ TNF-R/ITRADD E &4k, TRADD X5 FADD (Fas Associated Death Domain Protein)45 &,
Wit Caspase AJLAESAIMIHT:; 2: HUATAS 5@ @idMeH T8 1 (Cellular Inhibitor Of
Apoptosis Protein-1, ClAP-1) %5/F; 3: NF-xB {5 5 : NF-«B 7E2H i oo & Fm | kB 254, PA
ATEMERPIRSTEE . TNF I35, IkB B&f#, NF-«B #0%, B3 FiEEl, m&EANEN B, 4:
INK {5 58 i TNF-o AL B TNFR B &85, il1d — R 51 & B KB, MAPKKK 0% MAPKK,
MAPKK #E 17 SC#E MAPK, MITEEE 17 INK {5 538 %

TNF-o 7E M8 AR AR AEE S0 FE/NBRBR B RRT P, iR FE TN TNF-o RO PURER, MR
Z William B. Coley & Hi: X TNF-o (114 5167 23 H UK LT AN 2% B vl A RS, #0 TNF-a i
BEREAIT B AT R AT e B LF[24] [25]. HET: IGIR B8 TNF-a BOEREHUIASE — R F1 G5 TNF-a 1)
4R TT R T AT R, AR A IR RIAF . MR, MRIREERFSE TNF-a ZKFAR e
KA« TNF-o 2984 FH 32 3538 53 3 P 4 (Reactive Oxygen Species, ROS) 13 1% %&((Reactive Nitrogen Species,
RNS), ROS 1 RNS ‘33 DNA #5455, &t 7 Mygr k4. B2, TNF-o RIEEIERIEEPUREIERN, kT
FLp A A B = HE K E[26]

3.2. B4ARE4Y 3R 6(IL-6)

IL-6 2o — MUt R ED -, IR IR R 5% ARRMS E ENEFMLL, 4585
BFMIES IL-6 /KFEE, JH 1L-6 0T ME A IR E R G — AN T Febr, FLEUst: 550 5 2 oA
60%~70%#H1 58%~90%. {HXf ¥ IL-6 /&5 AJ LLEA— M2 W TR T H s R [27].

FI2 A 2 (Interleukin, 1L)Fed) 2 BH A4 A4, BRIE VAR A3 T I & . Ja sk RIL, B
EAfsh, et T DA AN A E RGN T 40, B ZNAE K AT 4R 5
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IL-6 5 HAZ AL & RIEE R . IL-6 2R LB a. f WALEEALRIN, o BENBCIEE S S2K, — AR
N IL6R; B8N IL-6 XA A F(LIF. OSM. IL-11. CNTF. CT-1)f AT T, HHR gpl30.

IL-6 LA (E SRR R FEA P MG SEENRAE @k £0U87%T, IL-6 5 IL6R 454
J5 4R ARAHRHRI gpl30 [Al il AL B IR RS T IRaE Sk, W IL-6 159 BSR40 2 o i) S FR Ay
IL-6Ra Z5& L IL-6/IL-6Ra B &1k, H5H4& 2 BREE) gpl30 WHA F, RE7EHIE T4, IL-6
FEAF S BE JAK (Janus Kinases) /STAT (Signal Transducers And Activators Of Transcription). STATSs
SR P E B AR T [ TNF-a —FF, 1L-6 {23k i 0 A e T4 M 28, i H., JRRE
T2 o> WA ) 1L-6 I i 4K IL-6RIJAK/STAT3 _Eiff OCT4 £ [, 1 OCT4 yRe 244 il 40 i 2 Re 1 i g
PER R, AT 4ERER G T 40 M i 2 W e Al B IR TE B A I EEE, OCT4 JE[R {2 it iR 1)
FERk[28].

Siltuximab (CNTO 328)fEA—MiL IL-6 MR PR, IR IRIT HA g, {EA—MiiBhZ
WigH, ®EREE29].

3.3. #HHUAEKBETF-B( Transforming Growth Factor-B, TGF-f)

TGF-p N—FZ A E 7, R MR FPLRAEH . BRI T, TGF-B TERELHM /1
JHT. RGP R 225 1E R

TGF-p %> 8 25KD, TFL5h¥) TGF-4 74 =F A . TGF-1. TGF-$2 A1 TGF-3. HEIWFFTLL
BUEFEM A TGF-pL [30] [31]. TGF-p1 o] tHEWRANA . WREZGHMI. P4 R A0 B AN S 4l M S 4l i = A, B
IL75 H Pt PT 7= A

TGF-f K2 IR Ak, FEAFR TGF-RI. TGF-ARII. TGF-ARIN 25 3 fl, TGF-ARIN ffish
Ui S SRCRAE A, AR Ser/Thr &1L, 3t TGF-ARI 1) GS S5 Mtk ik ik, TGF-ARI &G
FHAE 5 [ 40 B P 3% 5 [30]-[32]

TGF-g 5 TGF-pRI SiGTEMEGY), #HMKAL T TGF-p =R, # TGF-ARI Frikilja s &
TGF-BRII-TGF-B-TGF-ARI &), E&WH ) TGF-ARI # TGF-ARII Bl tk, WML TGF-ARI #1555
K G, JEzhZ gt Smad {5 5 B A4E Smad 1558 .

TGF-p 15 5B IKIET W2 R R R AEAMR, 1. Z8E) Smad (KETE(E S5 5@ % TGF-4 %45
AR Smad ) HMH2 [X (1) SSXS #H BAEH, A 2 B IR 1k, Smad #i#0E , il it MH2 45149385 Co-Smad
SEETSTIREEY), BAEEE AN 7456, AR E I RE. 2. 4F Smad 558
. 2R IEAL I B (I ( mitogen activated protein kinase, MAPK)%5:45 Sl i A ¢ Fl 1 7] 5 Smad 3 [A]
WA, TGF-BiEALR) MAPK BB TR AT TP A . A S H 1255 [33]

TGF-B fEfiE KA KR A I E A 2%, AN R4 P 28 2L AN iR A [mI B Bt B AN R A A o 76 SRR
B, TGF-p 4 b Jg #0 il B8, 400 i) 48 B J8 3 0 02 kO oo home B, HE g R R AR Ak
(Epithelial-Mesenchymal Transition, EMT){i2 ZE/ M {2 22 M5 A% [34] . fEMERE, TGF-p A i s i
368 5 400 i 399 2 73 0 g k4 1) X7 (Cyelin-Dependent Kinase Inhibitor, CKI) p21 )_E A1 c-Myc (£
T, ERMES TGR-AR I AR /N, Guasch G, E b R4ii kA T B JEAeit 7
FEAEBERE, TGF-B ShIEEE Ras RAMF T2 H[35]. IHVFL W TR Y], fE4S ELE T, TGF-1 mRNA
MEAREMEZ, TOF-B B KRR 45 B e = 12 22 M 1G24 55[36]

4. RIEEMRETSEEBENXR
42 A 0 A 90 R P 38 = K RO, R0 B R e R [, 58 5 i A 3 Y ik
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0 0 i AN 2 5 B 58 = W, o T et e R Ak PR 2 J5 58 W RRE, SR Lot R AR AR
IR AET 2R IE N 9% [37] [38], A7 8 FT A i 5 A . Bl 4 R, FRIE i RAR & 450 5 2 35 5 s e ze
PR R MBS RNE . BN E, SEMENRRR S BT BRI, 4 E
IRA N2 BN 2 IR S 400 8, K28 “ W W bR — 3 AR R — 5 I8 — o A e —
Wi AR — 25 B A [39], W AR dE: AHOCKERI AR . WRIREJR T IR CE 45 o 28 JE 40 1 2%
FEAT R ERASESE . TR, ORI I SOV MR R B i R T G & 28 R R IR .

TNF-o & —FPE ZERMR R K1, 45 B 2% B3 MR 25 i R TNF-o ZKSF 8.3 & T 85@ A BE, i
Il R _EHT TNF-a 25908 T 45 B K 13607 CHUS B3T3 X988 TNF-a 25 1485 B RIW K
fE. NEEF INF-a EERRERSE TH AR RS ERENHREERE, KEEESHASR
TESE: FHWT TNF-a o] DLSE S8 301045 W 8 i T /i, 388 3o 6] SR BB 2 4 (Dextran Sulfate Sodium, DSS)
P31 B KL g 2 R B AL 18 B 52 (Azoxymethane, AOM) % S/ Bl 45 B R i R4 [40], Greten 25
HIE L SE R NF-xB 15 5B 5 45 B e K AE MBS DI, Rk NF-«B 15 5B HI o E N
IKKg K/ 45 T AOM-DSS 155, /INER S s T Bkl B & 4 . 258 BRI R4 SRR : TNF-«
et 7 4B R m s B R R, HEAERPISI GRS NF-«B 15 518 B 1030E A 5 [41].

IL-6 245 e R AR B R OGN 1. GRS R 76 N4 B s . /K. Jmdigl
R EACER IL-6; I HAERAN B, 1L-6 Jl s B e g A K OHE SR KIS, W CEA.
HLA-1 [42]. 1L-6 YE N s VAN DR 7, = Bk IETfreg Jo Bl 25 Joft 400 o G 5 e 4 L R Bl 4 A A M 552, Peye
YHARAS B AN WA B A AR DI IL-6. IL-6 17T 45 B A MR A A i 1, W e 5 A PR BB A i
[43]. 1L-6 7] DU 3858 T 40T 00 S 0 8L, (i 45 B e K g . Matsumoto 55K F il %1k 1L-6
SZARFAWT 1L-6 SUNMBR T SZ RN IEH 454, IR g B R g5 B IR 07 ik a2 1) 55 35 il [44] . SR H
IL-6 22T 15 I EF A RN R 21 STAT3 SR L/KFRIEHMNE], B FIESE IL-6 SN Z R4 & 5
4 B s G 5 5 4 F5 [45]

TGF-p {5 5@ E X IR 1 R 4B BB m, EE 5k SRed, E— M ESRARERTE. K
AR B RS R AT LA A 2 2K TGF-B X 20 38 B v 2 1 AR ) 2 N S 8 ik 2 R, H5 g
A R PR IR B I A B DA O

H TS T LR, TGF-B {55 8 I AH SCSE PR Affy S T A2 A B ) S 0, IX I i AE 45 L e e
H 5, TS TGF-ARI BiY5AE, ARARThAerE TGF-ARIN &, SIRM X TGF-A J0HI1E FH 1 A
K. [FIFE, 7545 B e TGF-pl BRF XA (BTG5 TGF-p I 5% . Grady 25/ 78 K B, 20%~25%
g e B AEAE TGF-ARIN 4R K 58748 . Gulubova LA%E B iR AR e R, FIH Gy AL 7 VR R BI
89.4% &3 th 45 L e A M st TGRBL e IR BEFA T, 79.5% f8 2 45 B A A Ao A 1) Smad4 £
1 BHE, 77.4% [ it b A sR i) 4 82 1 Smad7 PR RIE , 76.3% 1) 258 MR 41 S TGRARIN 1A [46].
FEW TR, R B, R TGFAL R IA R, TGFAL & &5 MR it R
FARJGEREFRIEMK. UESL T TGF-4 {558 ¥ 5 45 e R A 2 VI E[47]

RMIMEZ, ZMERIREMMENFEMR R ES R R s 2 CHEERER, BEERN
RN, MR 5 SO0E I B2 [A] AR DG VR FI AL 2= BE IV T, A i R T 5 78 )7 S A — 2B i 1%

5. RE

iR 55 PR A B — AN AN T R, AT T AR F S R et o Bt R ol R 5 3 A2 e R 4 i
i L o A AR 4 ¢ A S (R AL, OBt AR g B BRI PR A IR IR IE, R
A3 4R Rt 1 G . H AT KRBT SCHRR ] MR A b JORE R AR R B R A R R
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RGN i EEAEH

AR, BARGEE IR ARE TS T SC YRRt R, (HE R Tl A B R AR i AR 5GAE

T BRI 2 —. Kk, X3 A S Mo A AR E I g 7 . an LTk, TNF-a, IL-6, TGFB
TEMRE R . RIS AR SR, REMTT A REKR T A TNF-a, 1L-6, TGRS {E N MiHE
A )T HE AT DS I PR b LA — T it DR BEL T 5 0 R R A B L AR AR B PR S RE A SR R L 254
Coley HZ#2H: mJ LU Stk 20 £ & A BUs OS] . AREBEE T AW RIER N, — 7 AT DARHL LB
(R R
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