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Abstract

Colorectal cancer (CRC) is a highly prevalent malignant tumor of the digestive tract worldwide, and
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its development is closely associated with intestinal microecological imbalance. The gut microbiota
primarily influences the host intestinal microenvironment through mechanisms such as metabolite
regulation, immune-inflammatory activation, and direct genetic damage, thereby altering epithelial
cell function and intestinal barrier stability, and participating in the initiation and progression of
colorectal cancer. This article aims to systematically review the characteristics of gut microbiota
dysbiosis and its key molecular mechanisms related to colorectal cancer, providing theoretical in-
sights for early intervention, diagnosis, and treatment of colorectal cancer.
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1. 5IE5%%

45 H g 2 AR DU R, [ SR E 0 2024 SRl RAT I G v 0 o, FRE I 45 e
FIRFAPET R B E ETF, HRERFEKEA[L], ™ERE AR %4,

N AREFLE B CLACTH O RUEY), SRR w. . AR AE R HAMEENE A
MIRTEALRIC, 1525 7 H AR R T (L fE, RN A T sk i E ZH R [2] [3]. IEFR,
B i PR 70 7 A BOR AR HE B2 2 AR A, i A 5 AR BRI I R &
JEHRAE G E e vh O I 2 20 )03k, R AR B B AR v O I L A8 2 72— P wk 7T, ATk
B, BRI R S 2 Mo AR AT oG, FLRE G S e ALK SR AR L SO IR T R I R R
S5 B W R AR R R [A] o AR ST B Pl A A DR ) SR TR S 5 5 L e AR R ) S B 7 1 LA R 4T

[

LRIk

2. GEMBBERRKBHE

TR KEDTFURY, 45 B B8 AT R 2O EVE B E YR R, XS 545
E R R AR DA R o

21 EESHMSFEREMRKR

— IR 55 45 B 5 3 S A BN W S U E MR 34T b, RIS B e SR I E A YR R
WU ETE o ZREVERAS, H R mmypfh 3 B Chaol 1530 E E A%, XU miEMmE Wi, RE
BIRZHMESEIR, HEERHE S ZHAEMERHRER SEENBEERZE ST, BrRiEitsss
WIRAEZRTL. -7~ BRI AR A A 25 1) R A [5]

22. HRERNPFREER

1) B3 EERIEEAHE

S{grE NBEALL, 45 EH e 25 A YR Rl b 2 I B o flr, EERIUNE 4
REFEEMREF R E S, B 7@ % B e B AR AT F IR A AU H S 0 K, B
ELRRIFE, EEEETT. RAEITLLERIAFTE T A — 40w £ E AW A . Hh AR
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B,

(Fusobacterium nucleatum). /N 5 g 5 (Parvimonas micra). 1711 5L Jifd 74 (Peptostreptococcus stomatis). K
SUIH AL E B B4 (Peptostreptococcus anaerobius) 4 B =F B 75 < 9 - AN e HARS 2 A =, 1T A0 /NFT R R A
T (Atopobium parvulum). A il £k & (Actinomyces odontolyticus) &AW 76 2 -3 =3 FE T+ [6] .

2) A ai AR gD

AR, 45 H e BF B HEBE T, 05 B o g B R 1V 18 B ) RE Y B R LB
B, Forp—dep=JgBE IR MR (SCFA) M HEFE N, W% K & (Roseburia) Fl 4744 14 (Faecalibacterium
prausnitzii), 5 HiAR E A PLRRFET]. 5B 25 2R B 2EHE, 0T B4R B (Clostridium butyricum) Flrg #4553k
B (Streptococcus thermophilus) 2 Bk i 35 o 1% L6457 25 B 1R/ B 55 1 778 BE R AR 3 . B g iy A 4R
A EERS € T RE[8] -

3) e Hip AL B B i)

WFIE R I, L2 B 7 e B S S 80 M6 P s B BB e PR T v 489 /N BT 38 4 (Atopobium parvulum)
IS 14 7504 B (Actinomyces odontolyticus), #2797 i A2 B B OO 20 H I R Rt B 4R, T B AZAR AT
1# (Fusobacterium nucleatum)F1#2 /K [X (Solobacterium moorei) M M -5 3R BT 46 L =F 155 it 5 A8 i3k Jig 1y F 45
4 hne].

3. REHTFHLH

S5 EL Ve ) R A R e 5 M TE I A W A R 2L SR B A S TR B DA OG . I A E MmO S
BEBESEZ M S 54 BE K EREATR.
3.1. RigHEE

¥ T A A DR SR AT A 20 I 2 e R T A R B AR P, R IR TR (SCFAS) . IR R
(secondary BAs). TifbE(H.S)5%, IXLLARE = pd it BB E . Z MG T Kt B E 2 B R sERE

SCFAs i 4 44 i i A i =4, 435 LR (acetate) . AR (propionate). T fR(butyrate).
AT Bl b R gi i ) 3= BRI, SRR EERSNZ O ES ST, ERANRERES
R[9]. SCFAs (4n] 1R) E =&ty b R 4 T R IR ¥%ia /K 1 (MCT1, Hi SLC16AL H:[K 4 id) FIE
IR IR IE /K 1 (SMCTL, M SLC5A8 J:F4ufid) - ahikiz NML, MK TR — 7 H{E N E 2 LB
AL (HDAC) HIHIFIEE Wnt/p-3E 34 25 1 (B-catenin) i@ i, AT SR 340 B8 434k A 1l 388 b )57 240 Ffa (Cn AR bR 4
M) [9], % — @ G & A B 5214 (GPRA3/GPR109a) 15 5 K IE T et — W%ty 5 N,
TG A, GPR109A %155 caspase (ki T2[10], 1MHE % b 41 GPRA3 Ja AL REE i3
FEE H MUC2 4y WA 58 iz 18 BB [11], IR IE GEAM ] Thl i stk BRAR T T8 P B JRE I B K [12] o
[E T BRAE N &h i b e 4 3 2L e Bk, a0 B R B G Ar 18] o T BRI I I R BE ARV AL S ik A T
AR T AR R R AR EE R T RIS M 4R B 2 LS (HDAC) WS 175 SR T8 1 Bax Rik,
T v A ) i e A PR T, 3 — L) ot 4 3 R 400 P 3 B T B A2 40 4 i LA O R X [14] - 7EThE
VAN TTTH, R R TR (SCFAS)REA #50in 5k i 0 R BE e ) se e b, b TR ShiE i R e (R B 1 7
(HIF)& &b BE B I RE[15]. R4St SCFAs Rl - 5% 1% 85 11 occludin [3R2 PR If o 57 5% 3 1%
PE[16], FFIES AR FEMOR AN 43 WA R 8 11 MUC2 KN & B 253002, AT W 9] 184 568 B B 5 9 T RE[17]

RGN BRAE WM R I BRAE 18 v 28 o BEAC W e A0 B AT A9, F A FE I AU R (DCA) A iR
FR(LCA) [18]. BT SEid 3 b e 4 6 2 38 %) Tod o B 4K i 2 HL - R e 32 A4 (ASBT) E i b Bz F i [19],
BAH IR PV ISR ol (OSTalOSTR) NELJEMHEAN T TKIEFA[20]. FEAHAEA, DCA Al i s B B X
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ZARFXR)EE B S FHAESEE, WSCRE bR SRR S8 [21]: 40, RGBT BRE vl id i s
G HEMBEIRVT IR Z & 1 (TGRS) K R & EH R bRk, di— P iialy b e oife[21]. 14, DCA
55 LCA REAMHINRAMERR B 550 JEUA AR G, (B B BT IR S o i 8 38 AR T AE B0 AR RIS PR A F R T
Sl e Pk [22] [23].

B At 2 (H2S) 3 22 i izl o ) IR 3k 38 J 1 (W B B 9K B )8 Dessulfovibrio) i ik AR 81 3 B 2 2R 1R 7= A
[24][25]. HoS HIAW2f % v B AT 35 (R FE M, W e 80, s BRI R sl AR B2 1) HoS 5ot g b e 4 it
HA WA ER, HONLH 2 — RS R AR EM & . BFFERoR, 1E Caco-2 UMERL T, A%
WRPE AR HoS (1 x 107~1.5 x 1073 M) iJ 3435 PGC-1a, BT A H FiF#l 5 TFAM Al COX-4 131k,
FrHE LRk A DNA #% D5, b om e kit oh e S i RE &0, SCFelp b R an e i 26]. 4kt
i, HoS W2 EIRR RER ¥ RIE, Fmdn iz i, 7SN, JFiEid ROS K5 COX-2 4
SRRIES S BRI TI[27]. B4k, TR HaS RSB IR AN 4 K ¢ FALEEIE LT ATP 2B,
AR AN T2[28] 0 X PP FEAR M R AR AL HoS 75l A B AR S v R 35 00k H 3 2 4% 1)
RE o 7E K BRI B 0L/ P EVE AR IS B rp, AR HLS B i 1) S Ak B S (i PR MDA 7K-F- 427+ GSH
F1 SOD ) LA K TR T2 K7 (U Bax/Bel-2 LLBl) i is/b i o T2, A CRar i B I i 40 [29]
TEFFIEINRE T, HS Rl CBS-HoS f4ERFfiz b B At o % . WEFiR B, AMJEYE HoS i fkhe
ARSI 9N R bR, ZAE R S S-SR AL B RNA 456 5 A HuR HH| H5 COX-2 mRNA
S8 T BRI R 38 2 RE SR 9K [30]

3.2. RESREIEE

VT A B D IR G P O S ) S B R A% TR 25, 3 A1 8 4 R 0 e R IR R % R T R
197 JR3 30 B 4 B T P8 P (R 4% i A5 [31]

1) W R AT R W T D B A R Y SR e 2 D e 5 2 A ke SR bR AR
i W#ERREGE Toll FEZMA(TLR)ES, IXBNHEIEVEMHIZH(MDSCs) Y 1 . 755 Mg Al 5¢ E W 41 i
(TAMSs) M2 B Ak K 50 T A (Treg) 7046 [32]; R4 5 W6 1L-10 A1 TGF-g SR 1, B
CD8*T Ay fe FEIA TR e il . A TS 5 5 SR 5L T 40E(Treg) 040 [33], HETI 7304 IL-
10 I TGF-B 24 [ 1R BT CD8*T 40 A Th i LA YR UM IR G M R [34] -

2) WIS JOREIEES . P EERR SRS OB JORE I B T R T T B S R e A B AL O

TESS BRI Y, TLR/NF-xB 38 % 10 JE % O 552 IOBIVE I (W BT B . K ) 4
LB o 1 i 22 BB (LPS) J& T JEA A 56 70 A (PAMP) [35], REWSHR SRR B IF 45 & 18 4 (o i bk
26 K% G % 20 B ) R THI 1) TLR4 S H 352 48 MD-2 8 F1[36] [37] - thah A i F i i BiE #7344 15 -1 88 (MyD88)
MRS 5 0 B O U B [38] [39], AL A H F-,B (NF-xB) K A= 4% Zh A [40], i b i = 40 f o
-6 (IL-6) MBI AL N -0 (TNF-) 55412 5 4H i R 1 1) ik DR e s /K S [39], L H A a3k e 240 e 1 i 45 A v
[41] [42]; ZiBEE R _LRFE A0 ToRCAA-1 (PD-LL) S5 e i i f o> T 3RIK, A s 8 T 4 g
HA G s i it FE[43] . HorpA — SR R A 7 R B A B R UR 1 DY Ik B R IR 5T A (AA-MPLA)E it
TRIF/IFN- 4hi% ST 4 M RORyt* Treg 44k #H] Thi7 /v SR SORE[44], X —KBE KR T B
AW T TLRA 38 B R VA 25 40 28 1167 1 AR B LA o

NLRP3 #IE/MAAE 7 — K A% 0l %, NLRP3 58 /IMAYE R =P (W 7 ATP)BE fa B IL-
18 A1 IL-18 [45], IXUE[HF7F MR oA 85 b R E RN s IL-18 383 STATS {5 5 M UK Bl - iz - [ i 4%
TL(EMT), $E5R MR 1= 225 5 68 J1[46]s [FIRT =38 P [R14E S5 F 0% MDSC Sl PR A, T% RS e %
PEOEIR[47].
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4. ISFRFE U S T HRIE R E

W6 0o o T A 2B P A AE 45 L e P VR FLA R IR AT, B R PR 2 FH PRI 9 2 3 N PR R g e
Bro T, BT REY R QTR RS TR R I 2R J: — 7T, SRR (FMT)HR B
B RIZEIRTT 23PN AT G R RS B R S IR IR, IR ) B R IR B A S AR R, 4R
AN HO S BRI T B [48]: 55— TJT I, RRSE DIRE A AR BV 2 T LI B SO SR, ] RRAR 1A
(Clostridium butyricum)ifiid % i Z5 1 SecD 54 /il GRP78 %24k 45 &, W FHMT PIBK-AKT-NF-«B {5 5 i
AT, BEAK IL-6 S5EABe A 7K1, AT v S B 28 s 400 ) 7)o ol 12 A2 A5 7 R R VR T N2
PRI CAE NS YR [ (638 S0 B -1 & Th IR 900, AH SR B PR H AT IE AL T 100 i AR50 B Be
TiTt 2026~2028 =5 A 11 HREE IS4t H 145 B M iR 77 [49].

FERBIATT 71, A8 WU 5 AR B B S HI R R IR . — TP [ 96 Bl 4% R ML 45 B e &
HWWT TR, o A T TR T AR G RS R A 2RO R ZH T B 75%,  [R]IN iz B B Ty e 48 b (A T3
D-FLMR M — M A B I ) B G, RS LR VR T B I I AR AN EL[50] -

SR, SR IR TG 2 3 A 22 S Bk, PR R R B dE: (1) NIRRT p R Ak 2
o 22 S5 S B R AL T S RL R By, TR 4G 2 BRI AR DR Th R bn B B s (2) MMM ES RS
(1) e B A s VAT AR 28 AR B I AR 2 IR, FR i B N TR R AR A T Mo S PE[51]; (3) 15 FiBE 2 &
PEL GPEOIRA BN S AN BB TP R R ) S A A I 2, 380 T S AE 4 T AS o] TR0 1 o ax
FRRLS 1) 250 ) R BB AR T 5 A 2 o A BOR 5 6 AR ) 2 T B B R] 618

PRI, ARGV 1 R G SR AR TT At o B E R Ve Rt e AR S T I0ide e, L0
FEUME H 2 s 2P YRR & AT R R 2 7 T BRI G B, ST AT NG TR (SCRAS) MR B2, 1 1T 16 it iy i
i B Ty BE A0 ) 0T S ME[52] [5315 17 st IR A £ I 5 i Aok JEL Y I e A T (B UMY 1 J )i P 48 5, S BURL A
JEER (DCA) S B A 8% B P IR R R B [54]-[56]0 IXLE RIS, G5 &AM B BRI ] 52 RS HE S
FRIT%, AN S B TS U A A S AT TR

5 RE

HHT, Wil Y REeE & B R AR R R F2 v (R AH OGO 9 BT s i PRk e, (R 8 4 i 72
ML E Rt — PR R . 45 B AR E R AE VE 0 B A E M 3R L, 1 28 3R L ml el I R AR
W= RN R G R R IR MR R e, HaZid R 51 BEL T 5. B E
Wiy Wbt RS KA WA AR, LRI MRS . AR AT RS ZHES R4k
VIS USRS, AT RSO AR A G AT S — o BT (9 S B, A THD A AT i A - = (A AR P45

Je BRI TR AT LA I 45 B e e Ve RO E A S AR A (i FE R R TR « X RIR I IR), DAL R 12
Wi S5 TS VPG IFR S8 [FIRS, JEERX R RS ORI R R, SO R . aRAEsoAb . AR
FERGHETTOTEs AEREIGIT T, v AT i e i it TLR/NF-,B. NLRP3 4545 518 % 1 455 [
T e A S 0 N TERILIR, MR R S VR T F2 IR (R /R R #E R

WA, AR IR e 2 TR i SR BT R (R 2 51 R I TE AR R e, NI S ECR R . R,
AR FUIE 75 B S OCVE T AT TSR (A BRA DG I R, 38 G e IR W A B T AR A1 . % S )
T T Bt 5 VP4l o BB A SRS KR, AR S R - 15 LA RIS, SeHlgh
H R iE U H AR

SE
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