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Abstract In recent years, the intestinal flora has become a research hotspot, and a large amount of evidence
indicates that the intestinal flora imbalance is closely related to the occurrence and development of
various diseases, especially the colorectal cancer (CRC). Intestinal flora disturbance exerts
carcinogenesis by inducing chronic inflammation, DNA damage in epithelial cells, immune
abnormalities, and production of intestinal flora metabolites and bacterial enzymes. With the
development of high-throughput sequencing technology and metagenomic sequencing technology, our
understanding of the relationship between gut microbiota and CRC has reached a remarkable level by
constant breakthroughs. Intestinal flora can be used as biomarkers for the early diagnosis and prognosis
of CRC, and affects the efficacy of immunotherapy and radiotherapy or chemotherapy, and provides a

large number of potential targets for targeted therapy of CRC. Here, the authors review the research
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progress on the role of intestinal flora in the aspects of occurrence, development, diagnosis and treatment

of CRC, aiming to provide reference for clinical praxis and basic research.
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ZEH 9% (colorectal cancer, CRC) +& 5 WY
TH A E R I 22—, AR A T A 41 41 2020 4F B
B A AT, CRC A 95 3 R 58 R AE 42 BR 1 [l
S RE R o3 ) S 3 AN A 2 4 L rh i & B CRC
b7 bR It 75% 0 AE LA T CRC HY L AN fa B Y AR
FRIEREEMN RN EZ —, s Ig 4
TR R L BB SR GRS A FNZ Bl e
2 Jin e B CRC I XU . CRC B 5 AF 1Y B A A7
B 50%, — BB I B AR E 10%5,
I, CRCEZEMHR . R2RAELEE, &I
Aok, Wi B RE S AR P ) TE CRC A S
AR Z W58 3 0 O . T 3 TR R A A R T i R
i VR R A OCAF 5l B 5 CRC W R A2 R R V)
AHIE, IR 0T LAY Jay 5 G g2 i Ry, 3F T 5 i £k 7 )
G BEIRIT RO . BN g 38 R 7 CRC &4 &
J& . 2R YT R e R RIS I R R AT LA

1 CRCEMEEEHXR

1.1 EEBEREE

AR I i b K 2045 100 T3 A2 A A= 401
BV ZY 1~2 kg, BERR MR R ILA RS, KRG
300 A, AR ERESSHFHERS,
TE T AL W . W AR O R e R AR R 2R R
VA G e BN PR IE P R B oE R AR T TR
HEEEN, RSB e, dtEm
6N PEN S AR E R B TE R h TR RE RN UAT
BTG A ) B 90% LA B, R R T RN AR AT
BT TR B 10%M . i 3 B R R s 3 2 A4 e S R
KFR, Bz, WHFFNIITcHETHE, 25
W& T, &3 R, F e -
B YRR IR G R G0 S R T R R SR R B L RE
1.2 BEREYEIS CRC

J 18 B B A — R HE B A A, D% AR A X
PHE G Y, BFFah ST, HBURE A RSN S
SO B SR A AT g | R R A AR AT B R
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K, Hrp g AW (XU AT LR AT 3 A2
FRWR A ) e s /b, TR I E0m = ™ 1 7 R B9 2R T
B R T TR R M AR T KR S 0 . B0 R
o3 WY T N A0 T B AR, ik A8 M SR E S
I I 458 A3 %6 5% 2H 2L LA I i B s, ) ) 2l 7 g
OAEE, MM (E CRC &AM, Ah, i T i
AL DNA 547 i 6 PR S K R4 R B DR R
M 3R 3l CRC & A o 4N 4> ey i I e B R Y 2 28
T B TR 2 2 1 % e S IF 5 CRC A OC Ji7 38 T A 4 1t
TR ARG I T7 . DFRES R Bon, CRCEH S
g e 7 00 o B R RE A A LR 22 5%, CRCABRH Y
MR ER . SWEE . ke B’
KR, EWAREE . weEskEE . Rk
WEBREEN L, MPRER. Y RS
PR TR AR B AN T R i U TR gl b
AN PRBERE &, SR RAE". BR T CRC
g FRE N [7) i 3 40 o R AF AR I 2R e, MR
HAG AR I W HHZ G ISR . R R
B, BHREREE . P AR, SRR, K
AT R . PEROERHE N Y 7 b R s R A
A O ] 00, pl T T 2 pH (R AN G Al A 3 R
WAL, T A A [R) DX 3 40 TR A S AR RN 22 R 2 ) A
ARESAIRKRZESR . EREPIR, CRCEH IR
T B XU AT B RE A B A B A1 23 90 45 45 s b e
0L g b 98 AH O

Jizo 3 B B QAT 5 S CRC & A4 R R R, H
AT AT i A P AT P AR AR S, B Alpha-bugs 15 784 Al
Driver-passenger £ . Alpha-bugs 15 % I\ 4 7 18 B
— 7 A T Sy W R S b B AN e
AR5 Gy — 7 T A B AR R Bl e T B I A g
SR A S, e vk KO B R S 1 i B R A
AW B 5] & CRCP,  Driver-passenger 155 JA A |
75 W b B A DNA 451 40 Fl fish & 58 4 B9 pks™ K 1
P ™ T 75 38 e 55 AT 1 5 “mIPL” BT AR
N CRCIRBIH R, 851 & il s 5 m) k2
PR AR AT . B KT A TR iR BR 0 b BT AR
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AL “ %" W REE— R #E CRC i )™
AP A PR ST, EE RS
5 CRC &% 19 HL i) B A mT AL 65 DUR L)y . 18 1k
RAEN 5 W b K A0 DNA #1475 5 ey 0 ;s W
TH ARG W A Y T AR R
iy B S s ) MG, A R A BR ) 60 RN N B R HEA
Lk S 7 7 a1 D UV I ON S N =K (9
W, B A bk, e o] e R, B
i i 983 7 A 5% (tumor microenvironment, TME) %
AR AR TT G Wnt . Notch . TGF-B. NF-kB .
STAT3 . MAPK Fil Akt/PKB %5 {5 5 i g%, [a] i it ]
20 451 005 R g R A L R G R B 955 & CRC T
/(| BNl 1 N Qe /B I 1 AN B Y T
ST g R AR S B DA 20 S N S 5 A0 G b TL-23
IL-17, FE—2P 0Kl g RAE S ™, DT 75 5 4
P2 40 O A 1 STAT3 1% Ak LA 148 o4 2 2R 5
(vascular endothelial growth factor, VEGF) {55 i %
e T, fEit CRCUEJE .

1 CRC #H G WY 2w b, BB R &
(fusobacterium nucleatum, Fn) . 7= % 5 % Jifi 55 #0FF
[ (enterotoxigenic Bacteroides fragilis , ETBF) #H
pks* R AT B 2 H AT OF5E A9 85

Fn 2R I T H N PRI T, Kostic %7
T R TE I UESE Fo £E CRC BB i & 55 R S0E T
Fn FEARGEH R M E N E B REEOREMN .
FadA J& Fn B CHERE ) 7, AW E-45 R H
(E-cadherin)/ B — i& ¥4 £ [ (B -catenin) il %, 5 5 NF-
kB LA e-Mye SRIKHIIN, 42 CRC 40 i K £
FI AT KF LA A 40 i 5 30 2 13 D1 JErp FadA Al
B 2200 T AN, U5 5 A 58 B I AN B0 S5O0
Fap2 WU 75 b BF i 957 20 2019 [6) i 400 ] B 5 S N
RadD Z: 5 Z it 4 W) TR 18 0 b (i) 265 B o otk b
FadA i AT 42 98 20 2 (1 2AX AR g, A8 1 g 2 K0
FadA 5 IfiL % P J2 E-cadherin 9 3 52 057 {1 15 P9 Sz 3 3%
PERG I, WA AL AL, Tl R A B iR g R ik
pEos 5y —HE R RE S A Fap2, Wi S5 T 40
B KA 1 ITIM 4589 80 (T cell immunoglobulin and
ITIM domain, TIGIT) 32 {K&454, T 40 2 F1 NK
MM IIRE, ST MR e iR, BR TR IE A,
Fn 38 7] 43 W5 HY 5k = KR 46 I 1D R 2 TME, 55 4R
i g8 R B B U M B ) 40 M2 (myeloid derived
suppressor cell, MDSC ), FH175 5 B A0 i o) 42 g
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() M2 U Ak AT BE TME (4 98 58 [ Ry, itk — 2
i S b 96 f T B

ETBF 2 CRC A9 5C 8 [K 3 76 T Jifd 55 10047 1 3 R
(bacteroides fragilis toxin, BFT), BFT i i 4 8 ¥ (%
R T, T E-cadherin (%, 5 b
Kl B e, 16 AE T U B -catenin i )59 FE A c-myce
IRHEI, A AR A0 G A A R . ETBF i i
BFT 1 IL-17 {2 i 45 i b B 28 i i g i) & 4 o biF
TP W], BFT A fif & IL-17R . NF-kB. STAT3 &
5 002 SO G SRE IO, X — i B AT S R R
0 i 5245 FE 4046 o MDSC, R T b 3 — S AL &S il
2 (nitric oxide synthase 2, NOS2) #I o R 1
(arginase 1, ARG1) /K, Hpi—% k&, FHanHl
TME /9 T 40 0 5 5 . ETBF 7] 38 5o 21 2 13 2 i 3
fb W 2B
JMID2B) i3 CRC [ 41 Jf &5 T o A58 1A,
K 55 4l 4 i RNA-BFALL 78 ETBF # 2¢ #9 CRC Had
ik . BFALL i i 3 4+ M 45 & miR-200a-3p Fl miR-
155-5p SR HLHT i/ RNA  (microRNAs, miRNAs)
H/E . DT 3% RHEB-mTOR 1R 42, 5200 £ Fh &L
a5, 9l kg kKN B (chromosomal
instability, CIN), 75 CRC 74,

KIBFF & (Escherichia coli, E. coli) X Fr KM
WAV, e W R A R I Ak E 1 4%
PEEOR I, 8 T2 RPIIR AL AT, KR
BRHE, E ocoli KA+ A, Bl, B2, D, EFI
ARG 5 A FERBY, B2 KB A 34% 1 &8
Sy AT “pks” RPNy, — G B R R 5 80 AN
A5 AW A K G R Y AR, 5T A USRI B
KRB AR R — K IBFTF R = . pks* KB AT AT
it b B A0 DNA, AR Ry H2AX 4L, S HUDNA A
5E 48 & Bk = AR CIN RIS Y, 38 i . CRC
ARG BT

Bk Fn. ETBF fl pks* K B #F 0 7 . 4= 85 Bk A .
25 i 725 i T B R AR A B ER A A% LA 200 B T 8
it DNA #5145 . B4 CRC AH 6 2 Fh 80 15 5 18 1%
0 e ek s e g L AR MR AR B 1 AR R S g
B s o bR T BOR B, A WS ONIE B g 1 v AE e
Ry, T R AR ] R Wnt/B-catenin ER=
ST S A I 0 S R N | E R A A 7 o
U T 5 4 i 4 IR 5 B2 (short-chain fatty acids
SCFA) Hy™ 2.

(jumonji domain-containing protein 2B,
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H 17 i 455 i A 475 2 B IR CRC & 9 6 FRG At R
AT, BEHE 16SRNA M FH A . 22 3L K
SRR 20 e R i & R, i B R AE R R —
AW b 3 ) 7E CRC 5L 0 5 B v i v 0 45 2] i
— MR R o Dai FXF Rk A A A H K 1) 526 4%
S FEAR AT 00T, B2 T 7R AE CRCH & &1
AT (HLAZMRFF T . G55 40UFT B . AS Fff o b ik o
I Rl [T G R S I 7 O NP N <8 O I S =
T AR ECINE . IR IR BIRRAT T ) /R i e m 2
Wi . B AR AT R 1E i CRC AH G g 18 B BE 119
B BB, & YT IE R 5 A 2 — o RN
Bl . Fn B & 28 fH 9% b % X B (fecal
immunochemical tests, FIT) K:ill CRC A9 57 80 45 5
(923%) , %X E TAEML T (area under
the curve, AUC) 4095, 1L K= ) — I fff 531
WESE, R AR AT R 5 £ A= Ta FhOE [ 0 DR A
Fp) . W H R
(bifidobacteria, Bb) [AY Eb1H , W & 2% % & CRC 2
Wk 5, AUC=0.943 . Fn/Bb f{UR% 5 N 84.6% , ¥ 5t
4 92.3%., Fn/Bb 1 Fn/Fp B4 K6 00 14 CRC 1 45
SN 60.0%, HURE R 90.0% (AUC=0.804) . 4%
H8A4FE a4 (integrin a4, ITGA4) ) DNA H AL |
Fn Jo JR A fb 8 Bk
anaerobius, Pa) 5 FIT, #H e F 800 (% FIT, 7] 8
It b %5 51 CRC FR & S iF R A B R 8 3 . o0 A A
FEIHRE TR T 2 3k AR IR ZE R B T R A
Fric ¥l #2 m A FRG H CRC R I 32, 2 1
CRC R T B2 Wi b LU #2381 Fn . FIT A IR BT
(carcinoembryonic antigen, CEA) Z§FRiCH) H A 5L .

WF5E A B CRC 8 & 25 b Fn 5 117E 12, 13-
EpOME 7K V- T} &5 2 1A 56, M 41 2 v s K OF 1
41 g {5 % P450 2J2 (eytochrome P450 2J2, CYP2J2)
1 5 11V ] CRC A8 35 1Y 5 Fn 7K 7 R 22 (9 S8R AR
7R M G, X 0] g2 Fn YL CRC U 1Y IR IR A= 9
Fiac B OB R T R . BEEE AR 1 AL & WnuB -
catenin {55 5 ¥4 1 A 7 Il CRC 19 &8 2k K 7, H
2335 7K - 1] 38 1 FadA 7% E-cadherin/ B -catenin i
U, B BEUE SR — OB B &5 R R R
B, HSRERES W % AR AT JE M,
FEFUS W7, BE9E & B Fo FLETBF #£ CRC FilJ5
BB FHE P EER . Fo ol a8 CRC 41 i 4

(faecalibacterium prausnitzii ,

( peptostreptococcus

© WA )3 of [ FF I F A EPTA

F% f A2 E Bibgsd A2 i, 27K Fn . ENOIL-IT1 A1 ENO1 =
% VIR G I w] il 8 2 W s, R AR ) ENOT 38
BEAE Fn JB e CRC AR b &80n] iR — R 7E 1930 97
FEHE R 2 22 KB AT A (adherent-invasive E
coli, AIEC) B —KIMEBHENREEME,
FF 5548 % B ATEC 76 TI/IV ] CRC £ 3 7 B B 1 0 2
ML TR T, X RUIAIECAH AT ES 5
Ml CRC ke, JEHTREE TR E. &
TR CRCAHH G B W fF A F B ek s, il
— P T B AW R R R R (single-
nucleotide variant, SNV ) Fr it 9 #4) & 5 CRC 75l A5
RUPREAIE T B W 9 O, LS AR AR I 25 R 56
BAF r 2 3 30 ¢ v 1 M R PR

3 BFEEA#TE CRCIATr HRIZ T

3.1 BEREXRET AN

UEAEK, BT IEAR S — FiOEr B AT R T R
M 32 T BRAE R AR o H O, 20 A bR A g
69T B IS SR 2 K A A PH W7 (immune checkpoint
blockade , 1CB) . ifi J7 1 #1 5C B HT 1 (monoclonal
antibodies, MAB) . JESEET . Sk ME T A MEH |
VAN 11 B S Lo <o AP = N L (04
o 410 1 iR A 9 SR R R AR BT MR AR T . S A
A R IR A R, IR BURR T R AE T 2 A 1
(programmed death 1, PD-1) . {7 M 240 il 58 1 Fic
& 1 (programmed cell death-ligand 1, PD-L1) Fl/5¥
PO M 7 P T 9k 40 I AH S BT R 4 (eytotoxic T-
lymphocyte—associated antigen 4, CTLA-4) P55 [ $1
PRYG 7 R AT 6T J7 S0 — R i, eI AL TE b
T, CRCERIEIBITBORBEN M Z —,
HAAR /N A3 B BB 2 B (DNA mismatch repair,
dMMR) 8 % T B & R 2 & (microsatellite
instability-high, MSI-H) [ CRC & # % % 5 K A5 i1
TR A BT R, TR 2B A S IR
(proficient-MMR, pMMR) 8 fift T & & =&
(microsatellite-stable, MSS) WJHEEIM T, LIEKRE
SN R BT R 25 o FEIRRAE SR E R B, e
Yo 2 5 T 38 TE R 1R) A7 AE AR 1 L AR ELAE R RY 32
SRR o e T A BT X 4 B iR A g AT A
Z% 0 A TS AR TP, [R] B o AT L 23 5 e i 1 4
W, R R I Ak, G A B
A7 B T BB 52w Sl 1P B R O R A g, 4
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JEERE TR 1Y Fp ol 38 i AG - 9 T R Eh i 4l 8
£ O AL B (histone deacetylase, HDACs), fillii] £
o S008I OR R ORE S, AT 0l CRC &
JEN S SCRFA R AT VE I b R ML) BB E SR R,
e E e A K, PRBE I b R BE B A 52 R
I By 1k B i N 7 2 PE IR S | AR P B 2
JiE R T s e 40 AT, 3G A0 i
A %R, sRAk CDS T 4 sl fie, 435 2e KA
e IBTIIA & o AL el T U T

WF ST 30 Mgy T8 VA A T B 03 PD-1 B e i
S DR IR YT o WE RGBT v A TR AT AT IL-12 A1
CCRO*CXCR3*CDA*T ik B4 41 Ji 7] Jifr 988 Tk 340 355 11%) 52 42
ok 3% % PD-1 BH B i 7E DS B R R TR A ek
CRC IR YT 5 I A 52 0 2 A5 FESE, Gao FFPI1R
HCRCHYY “IR” AHPE, ST REAE REEIRIT T R
0 AR . IZAESE & B Fn 0] 38 1 p6Ss iR
1k I I8 28 GMP-AMP & i (cyclic GMP-AMP synthase
cGAS) %35 I P TPN JE R R R F - (stimulator of
interferon genes, STING) {55, JEmife I NF-«B i
S0 4 B 63k PD-LL, JFHESE (IFN-vy) *CDS*TIL
B, DT 4 5 R X PD-L1 BELWT VA 97 Y RS
g5 A WE s B 2R B FLFF B (lactobacillus
rthamnosus GG, LGG) i F cGAS/STING K #i 1% 1%
1R e 2 RT3 5 6 G K A A0 R R 2
LGG i# i DC " Y cGAS/STING/TBKI1/IRF7 %1% & A
57 £ IFN-B, fill & DC %4k, 3458 471 9% CD8+T
i M52 SIS Bl , DTS SR BT PD-1 97 8.

WFFEON S, (R AE 2R 18 S e (R ] fif
[ 3 B EAE 6 1 H FE 2 2 A I R) PN & A RR AR T
AL (AL 46 2 W R 2 o S RE R 0 e M I 3k
KL U F 2 DA AR I DO DL R Bt AR 3R T 24 2
B B, X IR YA 2R 0T RRE A B 3 R R R e
T PEIRITIT R o 18 I X 172 4 52 G 5 K A A
i B R (R = i R AN SR G AN | WA N 1 R
M 18R] ST L PR R A G A R AR AR R B
TERIT IR 1 30 d NAE BT AE R, B B EE
A B R AR . AN, A 4 A7 e A A A o R
WY ZAr, WREAH IS AR, S A E
A ST, WA R T 2200 A iF 5N 568
o) J 0, 2298 FR T B r B R B, AR AR TR A
PR R, AR ek A U R 2 A
il P A R B AR E AL, B 5 WA
W oe . X 0] BB 5 B AR R 4 00 AR i 3 T RE 45 R 5 L

© WA )3 of [ FF I F A EPTA

i, DT R M B BETR T O o R A O R
BRI R = mithramycin-A  ( Mit-A ) T B4 5E ICB £
CRC " 7 2L . mithramycin-A ¥¢ & oPD-L1 fi£ i &
P& 5 CDS+T 4 Jfd ¥= i 72 B, JF ekl 20 #9240 o) 1k
MDSC T % 0 40 f i b, AT 42 =5 o PD-L1
HRrE, BEMS CRCMEAK ., Hr, diER
X CRC P8 0 7 o A5 23 77 A= WY 1 ] 5 70 1] A 1]
WIS — B .

— TR 510V 5 % 74 451 42 3% PD-1/PD-L1 HL 4
BIT I g E e (FECRC. HiE . BE
) BAEEMEBHEIT N, KT REE/
PUFF R & 1) LUAELFE 5, XTT PD-1/PD-L1 i 97 A 3 4f
MR, I HAFE M N & PSR EE .
IR TR X R R R E R, AR RN
BETREMEEREY AR . BRAYE R . W
5 R B B T R AR DG Y Ak A b B AS [ 1)
F ., BEHE L SCPA W I E AT . 6 B AT .
FLRRAT W AR BR P , 5 R W] 2580 1E iy 18 98 19 Bt PD-
1/PD-L1 [ I 52 TEAH OC o B T 045 2 20 1 o3 S A 1
A R R, R A o A M X R 4y 2 (AUC=
0.78) o £ I, B A 5 O s K A o BH W7 S niz AH
X, ¥R W58 1 BETT BE 52 M PD-1/PD-L1 BT %t CRC
BT
3.2 MEEEX TR

W30 CRC 8 & fe W) X AT 8O . SR, JL-F
JIT AR B o DR 245 10 I R O R RN RS, IR
1B CRC B3 1Y 5 AR A A7 AR T 10%7 . R, i 1]
CRC 8 # ALy i 25 i AL 2 OC T 22 . o b T it
2 LD R s RN R B 2 A BRI A5 R, FSE
KIS G R L& CRC B E AL P E & Fn, 5
FEE I I AR BEARAEAH DG, Fn W] TLR4 . MYDS88
F1HE 5 B microRNA  (miR-18a* Fl miR-4802) , 4 7%
Wi 38 % JT 5 2 CRC ALYt 245 . Fn i3 A W AH G
#H pULKL . ULK1 MATG7 B £ ik, /5 CRC 40
X} 5—F IR W5 E  (5-fluorouracil, 5-FU) 1B 75 ] 40
(it 24511, 33X — B 5 R B 4R Fn F B 5 CRCE &
B 6, A JE K Fo 3 8 0] 4 8000 CRC &
FifS o A Fo AT aE kY B A AL K P CRC
FEAEAR T 25 P R AT AN, B A TR A o
Fz 5[0 2 4E 5 5 CRC ARYT I 25 M 19 = A, i e
A W 7O A B 3 B R AT DL 22 CRC ERE AR YT Y
AR R, 555 UE S A A2 3 B REIR 9T Y CRC
ANERBE AL 25 AR TR R AR W] R 2R /N AR T
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IR VIS BRI ) 5 0 R R A ROR
W . A WE TN Y 150 B #E 52 5-FU IR YT Y
CRC EHPPAEUESE , Ly IR 45 7 LGG + B nl %
B H AR IR, BEER IR TS S B W E A & W AE IR,
[F) FF B A% 0 2 e I A T o B A AT R L BR
T 18 A W A AR Y T 245 07 T R $5R E AR
FOARH ™ W 1 52 w0 R 258 20 o SRl W o 4
R, s E RS YT IR AT R R L1245
S, LLID2 AR Y 7 AR R N R
CD8*T 40 i Bt i Jed 40 Y 2 P &%, AR F B VDR A 110
PR IT R

CRC W CENR Y 54 M A R BIEHIA G, 0
W 8 B R A S 38 AE A, ™ 40 AR AR
WU R, 45 2% S IR 7 FRATT R AR 5C R AE
AT TE AL, ] BRI IR T R R A A G
WO R MG AR B . SRR pilE E RS CRC LY
f9 5 2 Ol G2 ik 0T B B B T OB i AR . B A B
FEPRIEW], OB . METR A | B ER AT R FLAT
TR A5 10 G AR AT L G S A P R RS Y
A . H AT OC T W I8 A S W CRC R X 0T
I7 RO W 1Y BT SCER R E i BN 2, R iF s
KB, A PR T B W ISR T CRC YT R
RS . HES e B e T, 1«
CRC B H MR R 4R, Xy /Y97 &% B
T RN RS, T R W 36 o AT HC A A BEL T
3.3 MFEREEXI CRC @& T A=

H 35 22 & 25 B BR) (Food and
Drug Administration , FDA ) HIL i B 5 il £ BiL 81 ] 24
Yo )z T m R, AL DBk BT Bl
Vi PEZE R, B RBIAE KPR . X
SEIR T J7 Bk T EEER X A0 e PR R E AR ) 2
T 68 WO BN i A R RO T A IR A, i
WA A7 o A I A8 A B AR N AR R AR K T
=K (epidermal growth factor receptor, EGFR) . #1
Ie) 240 T B — 7] 7 AR T TR G A 108 T B B ST R R S R 11
JETE , XX T HI 85 CRCALYT 25 %) 1y @I AE FH A Bk
WP, ARERUVLE, B 5RKBITRGERS
J ) O B i CIbP AT 75 1R &1 BEL W7 3 7 35 3% 00 A 3 1
F L IR A A Py iR B 3D, $OR CIbP 2
—ANVETE AT HE AN . Fn B4 5 miR-1322/CCL20
b A M2 B AL A 2E CRC AT BEAE EE 11 90 (zine
finger protein 90, Zfp90) i i TLR4-PI3K-AKT-NF-
kB 55, % CAC I & A, Han 557 5 i

© WA )3 of [ FF I F A EPTA

FEAR KB, H KW 8 R RE A 7
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