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Abstract

Colorectal cancer, as a global cancer with high incidence rate and high mortality, has always been
the focus of attention. The tumor microenvironment is a component surrounding cancerous tissue
but non-cancerous cells, including extracellular matrix, tumor related immune cells, and cyto-
kines. The tumor microenvironment provides “immune privilege” for tumor cells, avoiding im-
mune monitoring by the body, and thus forming immune escape. The gut microbiota is a large
group of people living in the intestines, known as the “second gene group of humans”, and most
patients with colorectal cancer experience disorders in the gut microbiota. This article mainly re-
views the process of gut microbiota affecting the microenvironment and immune escape of colo-
rectal cancer, providing a theoretical basis for regulating the application of gut microbiota in the
treatment of colorectal cancer.
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1. &EBEIR

SEE A B W . —, 7R EEA AR R DL AR TR R R[] H (HH FYEE
W) 2], SEENEAR R EEARMNE. SURYR MR, B, R, BN, w2 BR.
Bt B R RIAR A HAE I (ARS8 R R AT MR (LR . 38 4070 20) 1) A g A e A%
B, BUHRRRE S 4 2. Fa T FERUFARNE, DSt 4 BIRIGYT, TG HEUR
Mo (HIGKR R, 28081245 B S AT RSB, BT RTEIEREE, 280EH
TG FEARM, — IR, Rl fE, K B I, O I R ke FORG BR 28 i B 4 ) A
R B NERAGEA RN, IF HFEATERRE 14% [4]. 1120 4, BEERERITHINE, SEHZ59%
W FIGR, BEENAIT BAT “ ARt s, BES ERENE RS B R R KA. (B2, T UER
IGAR KDL, BEYEIT W B 2SS, B RAEEA T, HFEAARKIAmWKS]. B, %
BT 2 A BORIT JT R BAE AT

2. BEEESME

WiB A — BRI AR, dafhih, BiEh 2 10 JCAN AR, OSBRI, X
SEAH R 22 R AR R L, BB, RN E (6] N AR TE W T 2R B ]
W] TR TTEDUAN TR TS E R RET L = F: Aaim . A HEAP R . A5
HUFLIR A BT B4, A FER U R R eSS AT B BT ESE, PIEE e e. IR
DT, REERREAL T AP IRE, AP ETEATR, PR 2 B AR AR[7]. RIBOCRF(S]
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XoF &5 TR A T W TR AT i R AR N (0 i T B R T B, R I L e T P R A R A L
Forr K 5 A v IR 1 5 5 1 B W SR B0, SO0 AT 1 R SPL R A 5 2 A A P K I Rk . e
TS 90 W A 45 B e SR AT AT I RIN BE A S A (FMT) R I, SR A RS SRR . 04
RIS ok o

Jor i v ) PR AR T LUK R R AT B R R 1~6 ANRRIE T AL MU I R, MU A0 B T T 1
(short chain fatty acid, SCFA). T SCFAs B Setli 457 b 4, J 7T DAFEIX St g rh AR, BRItk
TR ZI M EE e T g bR A A AR 2% [10]. #iltn, SCFAs {edh & (A B i Ik (in 1L-37) 11724,
KPR T B R Th R0 E . N LA E E A BRI, T RRAENS R T I L A A i
B oAb FEDR Rk DS T2 1] AR P B A 1Y) 2 274, SCFAs R B8 il i 40 i 1) A 2B R R [12] 6

3. REkIRSIERNIE

TEMPRE R AR, e RGURENE WU AR BB 3 (A BRI L, {EL A /DN 20 P e 4 P e i — R
PR HE, del s Ml S Xt , MMA RG22 KK E K. Zd Ry fedkEd 2, Hard
TP G 93 B R ATL ) 5 B HE, RTS8 O RN R 1A 5 (tumor microenvironment, TME) 1 2048131
TME B8 & FR Mg AR OCHI . 7 CARCH AR M I 55, MR ik AR R SR AR A R BA R 14] . iR
ISR 1) SR R ) G 2 1R TR R I A2 2 B4 DA R AN AR, © R 4e i /i i TGF-p. IL-4, IL-13 4§
HIA T, M NK 40f T it @ Mofganisr bt K +(n: CCL2. CCL5. CXCLS5 %)
FASEAN 0, Qo REVEAN H LI (MDSCs) T 1 T 4 (Treg) BA & M2 Y |5 W5 200 it 55 21 g SR 5%
NI TE B e B AR 15]

4. BFEEBSRERIR

SRR 2 IRUEHE R B 16], e A P 201 Feb R AF DG o 8 Y 1 b R EEE A . /£ TME Y, B
325 81 98 L L 00 1) S B A ] 7 2L 1 32 00 1) DO 2 2 e e 2 2 36 AR P8 V7 T 24 ek 1) e T
JER o BT AR IR T LA TME Hh OGS Aoy IR, S g G e i . A IR SEIRRIA[17], 4
B B KRN e 2 AR B S, il AT A R A LR AT B 0 S R 3m,  HAH OGS Ry (n B %
BRI WA R . p-A A RE RS ) B3 BT . X SLRERE NS VAT Rl M E I RE, NI IR R 45 a4
ghby, It HRE IR SR IE R %% 1. Shi L S A[181%F 8 /N R ZE{E R AE KA B B ik Nissle 1917
(EcN)Ji» RIS SRR RS B 5, I BAEBE G A K 1 TGF-B (BEIT7 Gal J5, #0He A&
KAEERE 7 T BIETT RO EINRA S, . Yang Z 5 N3RIE[19], TL-17 LRMRRHEAEEH Treg 41 CD39
1 CD73 Ki&, 3858 Treg 40 M S #0HI D BE, FFidEsd B IL-10 A1 IL-13 {23 MDSCs %% 1 fe
NI S 98 1 S s 1k 3k

5. BB S MERNIFE

RS E e R A RE R, o A MBSO RO R B R RSB TER, ROk, EER AR
Wi iE A AL, AT TME, SAEaR 2 SR A M 26 1F20]. — TR R ILEER Y], Xt T4 B
T B AT IE R 16S RNA ZEEMFEARD NI AL, KWAEFEFRRIEER . SAEHSEE
TR . IF BRI SR, RER I MR ) R, AL EE TME Hh S B4 L F 23 A [21]
PRI, B AR TME rh S se 4R 20 A TS i G Be ki, 5 3 1 ol B AV 7 % L e PO B 2
(/R

T MR NSRRI e difl e —, 2509 CDA+ T 4iifl. CD8+ T 4H/flpi K., fEfH
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A LR E(22]. AR RA23], PUERMREMEA, RIS BN AR E. bR
KGABGBUREIMN, HAFR K REMPUERBEIN T IHEREBNRAS. R, XT3N RN K
W, CD4+ T 4ffl. CD8+ T UM 55 1E [m) S 43 A AN FERE LD . Rz, fERb R SR A DL . T 48
HG /I BRUCF R S IRT TR 4k ) SR I IR D R A 0 W T B R R IR, TRIRERE R O B B
EFATEM, Yang W 2 A [24 5 e kA 00N RAS I Z I, SCFAs (LI Z 2. W, TR EE
B>, I HAED> CD4+ T @& E. ke, EANRBEENRIIRIG, MHNIEFSE . SCFAs
Wi Ree RIS G B E 524k 41 (GPRAD) AN 2 A it £ I B (HDAC) R i CD4+ T 4 i = A= %) iz il F % %8
KEEMN) IL-22, X5 SCFAs {2 AhR A 3 K (HIF) lo [REF K, XHMFRILZ ] mTOR Hl
Stat3 FIASEIE T [24]. %56 AR D7 RR AL 04 21 25 M S e S (HDACs) e M, T R Eh vl U I #idf) 1 28
HDAC 34 i1 CD8+ T 4+ ) mTOR &M, MIIA BB R APUMIE I H 1. teah, R Shim i A AR
ML 2 B A ARG O T A T W E A (CTL) A & BUR A2 AR (CAR) T 40 I s v o R R £k
AT ER AR ANALBE CTL A1 CAR T 40 7] LA A mTOR 15 b S gl A A% B i ShBE,  JE4mH) 1284
A ORI 1 [25]

H AR A Al (Natural killer, NK)H = E AR 45 AT, BB REa T, AR E
B R Sy, HE H AT KR B B AN 2 —([26]. NK 41 B 7E i 18 40 B R e 1) 7 R R 35 6 o
HEH, FTEZE =4 IFNy, IFNy o] DURIBAM A R 400 NK G354, M4 38 Hi B s 8.
BEAN, NK 40 AT BEAE I8 B 5 i v 2R P 7% (IBD) I &R HLE R SR, o 2 BB Aoz 1k 4%
9% . XECPRBINA S B W iE B R i) 7 A R [27]. IEFAESL T, 2 NK iR 20EE, v bhE
RERRLRE . FET 52 ARIR AR LA 3 WA U Jy 1 8 470 55 T 2 2% A0 v 4 L AN T ok 81 e M AR o k4
AT LLEE DC. EWRANAR . T 40 55 S % 40 BAH T4 (A1 % K IR 40 [ 28] A S50 R BHTE(E 14
FACFJE IR /N R, xR AN AR E BRI NK 40 &% 2L TFNy f3ik, s il HiE & R
NRRB AR, M4k, XHEA S B RN R E LSRR, SEIEMErKoR. Hik®
U i 8 A 2 A B A O 5 e P IR T R NKC 4T 1) 95 e SRtk e P i 2 [291]

B R AN 5] V£ 40 A (myeloid-derived suppressor cell, MDSC) & H A Jl 24 ) 15 fif 41 B 7 Sk G sl 3 b 988 1140 )
Bk . AE TN, GBI RRERF TNF-a. IFN-p. IL-12 DL e 8] 5 4334 Toll ££52
WEZFIBEWIG, 75 NF-KB. STAT6 52 /M@ g . JF H 270 MR 20 WA i G g% 30 il 57~ (n
COX2. VEGF. IL-17 5)[1i%5F T~ B AR AE g b 155 v AT 00 ] a2 22 G xof vy (iRl (301 i 85 3 1k
if 55 XSUBCFF R (ETBF) AT J8 i MDSCs 41 A 354 2 BB oA S5 (TME) (2 Fh ife 55 400 56 25 R (BFT) R
IL-17 R &5 g b e A s, 0 e 15 o8 Bz 4 i BE I8 M # 410 fe (Mo MDSCs)H 115 5 A
—E MR AEGNOS), Lii—E B AH 2 (NOSQOHASZRE 1 (ARG1), 7=4—FALENO), FEimHl T
YHMOIGHE[31]. BEA, 7EIL-17 FIYER T, MDSCs SHES5AT A IAEH, (M85 S 5004 bR g,
HiFEFM B AL IL-17 FRIE. 1L-17 RIEMIINA STAT3 (55 M080E, DA A K B 7RI i
B, FEFEE S B R R [32]. F. nucleatum %58 315 S IR0 IR AR SC 40 B kG B 70 7 1
(CEACAMD)ZEIE, PUHMH] NK A1 T stk . el ik FtE 32 MDSCs, MfiES5 TME DA dEE F)
IG5 Y R ) 2 E[33]

WM T M (Tregs) & CD4+ T AM— MR, KEAFET RO, JF B R G Ml
F[34]. Tregs £EMR ZH 2 rh HA IR SR MR IE AR SR RE 7, £ TME Hh JfJed 48 0 43 Wb (R A DR -1~ (n - CCL22.
CCLS %5)8EW5 5 Treg 4NM R HIEAILIN T ZARAHZE &, I8 Tregs SE4E3] TME H,  JF HLIE 401 ¥4
TE RN 2335 TGF-B+ TL-10 S520 B 8 730 ] S B, AT 2 e e w6 i 1 A F (351, A s i6 3K
[36], TERMRIIASET Treg 40MIRA SN, I EOXLLANAL, BEOS (LMD Gl btk , AT {2 30t Bt (¥ &
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Ao RN RHX BB TR /N AN AN Treg (10 T AL AL S K0G8 /N R PTIR RS, AR,

ELWE A a] AL R B RPAS A F925 AL, M1 A1 M2 . HRFFRRERIA[37], M1 Al M2 U832 53 5 i
WA, JFH, M2 B ET M1 &, H M2 B EA RN AKRER . I W CSF-1 (48
WP 7-1). IL-10. VEGF-A (I A R A K RF A)SE 20 PR 1 DL SGEa A TR -1 2540 55 40 A 11 B
YA TME S84, SCR RS, S0 SORE I RBL, AT I 22 3 15555 g (00 A= jie 5 T g P ik S [ 38
fH2 M2 B TAMS /& B AT PEf, il i M2 B M1 BUREE4E, s R g A5 k. T
PR 5T DL P 41 2 2 WAk g 3 (HDAC3)fR i iz difii ) M1 BERRgn e /4, JF s i S
mTOR {5 S @B MR, S 59000E T, AWRSRE[39]. Mok, TERRIEREEMERE 1L-10 MAE R,
MM IL-10 AEUE ALt M2 R S E4R ) M1 Y840 [40]. A SZER R BI[41], it RFI RS R
G, FEHER B, el IE] TAMSs #0805, FFREBOR &= IR 2% K 7 IL-6 1 TNF-a, {2t 5
TR AR KA 5 B - B AG(EMT).

6. /&5

P BB R T S B, AR ONBR AR R R G B IR R BT IR ) S ik
TR A 53 ) X3 N e B R SR AEAT R 2 A o B TE TR S W B R R 58, DT 3 50 88 e e 3R =
ZEh: RS RAEDR TR NK 42, CD4+ T 41/, CD8+ T 4055 IE 1] S e 40 MUK PR DL RO fL IR
%% MDSCs 4ifiil. Treg 44 1 ) S e 4RI B A R oA L. BLEPIAN IR S B A S M
AR “HRFVRIE” » VMR FRS . e AR R SRR G RRIR Bt AR . AR, B T
PR TR LA B G RERE SR RS MR BIE TR AE AR S, P HOTE B AR IH AR LI .
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