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Abstract: The gut microbiota, as a critical regulator of the body's metabolic and immune homeostasis, plays a key role in
the occurrence, progression, and treatment response of breast cancer (BC). In recent years, an increasing number of
studies have revealed that the gut microbiota influences tumor biology through multiple pathways, including the regulation
of estrogen metabolism and immune responses. This article systematically reviews the key mechanisms through which the
gut microbiota regulates estrogen metabolism, immune modulation, and drug resistance in breast cancer. The review also
summarizes microbiota-based interventions and therapeutic strategies, such as dietary interventions, optimized antibiotic use,
supplementation with probiotics and prebiotics, and fecal microbiota transplantation. Additionally, the potential applications
of artificial intelligence and nanotechnology in microbiota analysis, precision drug delivery and microbiome modulation are
discussed, providing new insights and technical support for the precise prevention and treatment of breast cancer. However,
current research still faces challenges such as complex mechanisms of action, significant individual differences, and low
efficiency in clinical translation. Future research should focus on the integration of multi-omics data, the construction of
Al-driven predictive models, and the individualized precise reshaping of the microecology, aiming to provide a scientific basis
for the establishment of an intelligent and individualized comprehensive prevention and treatment system for breast cancer.
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FLIRIRE J& A BR L vp o 38 i e B PR iR
T 22 80 AR AR AL R R R 1k T,
Y H P LA R ) AL TP A R —
i 2021 4F 2 Bl AE GE T H B W, FLIRE 20
M BT K RE 9 ) 1 24. 5%, i RE AR G BE TS
15. 5% , J AL YT i (9 5 — AT vy
KR Z2 R0 R R B UIA O AL 45 A 16 7 =L VIR
I RS TG G R B B LA By S o AR,
XS A 85 PRI 2R AN A2 D i AN ] b DX i B A4
[F1) 2L g R A XU 110 22 L 4R B TG B R R
b, I T RE AT TE S 26 v oK B 19 A= 2 AL 7R BR
S5 me 5 AR Gy Bk Z 18] AR AR o TR
ST BOR M f B R AT AR E R
SEMEHAY

7Bk G YL PN NG G YL BT d) W RS
FIER 53 AL B B AT AT B A0 T 2 TR R
HAEENH (R Bt 300 54, fEg - H: 2
FEAL B ACH ™ W) , £ 45 S 4 I 5 B2 (Short-chain fatty
acids, SCFAs) IR YT IR M A A RATAEY AT . X
A a7/ R R a1 R I E AN A U T R eI R 1o R
R RGO RE h R IR BRI AR R
R 7 TG A R e e A DRIR AR 5 ) B 9
N N oA i geg 8k B8 5% (Tumor microenvironment,
TME) , 7E 3L & A 0 e K 2598 i & 45 R 452
PEEEAE N o UTAER , 3B Tl A W -5 FLI R 4 DG Ik
5 2R A T MRS AR 5 e e R
ST . B RE A e 2 H A AL
ZHE (Artificial intelligence, A1) Mgl Kb 1% 2R 58 2511
R 1Y R R, 2 STl 0 I 58 40 £ AN e e, A 3,
i g T )5 5 I O SR T A JEL B v A T
FEARS,

Ry ik — 2 25 4 ) B i TE A 5 LR =2 )
BRI 1 FH 5 2 I 4l FL e PREE AL ¥ 0, AR SR
RS 0 1 TR AR A MR A S AT Bt 24
B P BOMERT, S5 & B T B RO 45
A= T A 25 A2 O #b A8 | 2E B8 A (Fecal microbiota
transplantation, FMT) L4 f AT 5 40 K 45 R 5587 2436
JY R , B LR LG DG SRR T i
PEPBARYE S5 5T LB

1 BB 2R B AR R

W i 2R A LR A A Nt R PR S B
WF5ER W], MERCE KPR T i AN R AR T2

By nl e EFLR b R AN MRS O B S e R 2
DA BH P LR 10 A XU 7 PR 52 o 3R R AR
AR 2 B PR 2R 0 LR e R O e LA R R
UTAERE 18 A W 0 T S TE e 3R A R 4 v
PEOCHEAE T o Ml 308 AR S o 9 7 B 3R A 2
5 M) A DA 90 1 AR K, DT 2L I e 8 2B T
PG o A E BRI o FART | W A
H 28 7] 2 W I TR AL A P e A0 R TC T P 0 4355 2
W S REAR T A I8 o B A P ok U5 Y B-
] 75 W T2 TR T (B -glucuronidase, B-GUS)AE b 5%
SHACIAHINE , 7K Sk 45 G M JRER (o eI - 3 9 2 R
PR FIME -1 7- A A MR Y ) L A AR A O B A
A= T T i 2 AR M VR R R — ) 3
AP e g R ME YR ZR RT3 ok P A0 A e R A I
ARG I, 7 B0 N i 25 B e R K7 T i, DT 1
T L AR 1 2 A KRS R T 5 g R RSl
A UL i 3 A el R AR - B-GUS /R I -
0 PTG B 8 4 R VR R 1 T AL SR A, 5 e LR
R RS R . X —HLRIA S 7R T R
A5 FUMRIE A A R IR &R, o g — 2D AR
TE G PE Y 19 I 245 1 i A 4 25 kit

2 MEREMEERHEIEIRERE
i R E A

1 A R4 o O R A o LR 1 A AR
K& AN, M B A= Wy B AR ™ W i vl e i 9
i 32 G S L5 e R RPN, S i) L R 1) B 2 7
PR RPENE . AT R B W 3 R W R A
AL 2 FEAUA LT RE S, 3 m] i 2k HAR ™
P G S, AT )42 52 W) e 932 200 JE0 14 3%
PR, 3718 o =L Bl ™ mT BEAE iR e e i 42 o
RFEEAAM . AR REERN 7242
( Human epidermal growth factor receptor 2, HER2) fH
P LR AR T, 22 BR BT A T ROA AR A
HER2 {5 5 BHLWT , i AK R ALIR 508 RGN F PR
UL AT ] o (AT AR B U Y RE
T3 o P A 5 AR 40 (Dendritic cell, DC) T 2 i3
K A R 25405 41 (Natural killer cell, NK) (4 3% £6 IR
A&, 0755 R S AORS TRLT  e  Re A DRE h 2
REUT RO KA OCHAE I . A, B R
2 E 5 AP A A A R (Immune checkpoint
inhibitors , ICIs ) f8 A I 25 D AR 5, 4 5 BT AR B9 2 E
ZAEVERFHE T POA & N PD-1/PD-L1 #1055 57
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2B HIFSE e B TE A W ) 2 R SR o
B (19 32 55T PD-1 F v BT A S iy 7 i s 2
(B AR BT OB . il an , UL FT 5 (Bifidobacterium )
F19EE H BRTA (Ruminococcus ) (1) 7= FE AT 4k 35 52 M 7L
TR XL PD-1/PD-L1R) T IR s AR B0
7T v 2T A o e LR AT B (Lactobacillus ) %5
A 4 B GE O 0 E R A AR L R T ES 2R DC
AL 5 CD8*T 200 i A Jie i 422 1), e 26300 7 i 93 fe
FEMHIARZSS o oAb, WF 5T & B0 1 38 A ) 2k
4 = 5 M i U Ik B 40 L (Tumor infiltrating
lymphocytes , TILs ) £t 3 i 52 1EAH G, #E— 25 3¢
Fe 7 W 18 A= W e U R O 5 VA 4 v A R
B FEHLHZ T, BT 58E 527 i 75 R 6 55 U 1
( Enterotoxigenic bacteroides fragilis , ETBF ) i 15 43 W
1§ 55 PUAT 18 7 K (Bacteroides fragilis toxin, BFT) Jill
JERILAAR S g O 4, e i SL I A i AR K S 56 7% L %
ROV TE Xof B HRIA 7 AN SRR ) B IR 2H 20 e
BE,

AN, TE SR AR 0 B SCFAs AR I
TR 25 7 LR S 98 3 v BT SR A A o
LLSCFAs H i T B ], Bl Ml 2H 85 % &
fot £k i (Histone deacetylase, HDAC) A 5 1Y & W 5t
AL , 28 100 4000 S e e 4 P 48 5 5 78 4T/ BRI
BEA eh TR T I 2 v il A A KR A8, O R I
B R F2RIATY . SCFAs 7Kl 3 o 3871 T 41 i
AR5 T RE , 1 58 e G A 458 v R 00 T A i T e
M4 = FLAST S e vy P I 225 3 SR, SCFAs
ISR 38 3 40 I 2H 48 1 25 S RO G AR R
ZAREEHLH , A2 FE Foxp3* 18755 1 T 4 9 (Treg) 34 5
534, T A e R A0 R 5 g o W o e MR e
THOEREE TP YA [A) e B2 251 T, SCFAs R B D ig
A BUEE P + 35 Y U B 1 SCFAs 1T 1458 CD8*T 41 il i)
KOS TIBE , T e ok B8 R SE TR R T 19 SCFAs I ]
R AL AL T Treg 3G FH T A AF S MAIVERT . IRGK
AE 3 12 40 B 48 BE R ( Deoxycholic acid, DCA) BE % 175
SRR A M2 AL M1 B4, IR coa it T
fii {4 2(C-C chemokine ligand 2, CCL2)/TNF-a {5 54
i 1 B e e A M BR B TE s [R) I, 22 i Tl A )
AL U BRI AT 5 FXR 5 TGRS ZZ A 2
NK . Treg & CD8*T 4fi il 5 22 Fh 0 92 48 il i1 D RE=
AN, i Z B (Lipopolysaccharide, LPS) 7 A 55 — 2%
A AR Y, BE A8 28 th TLR4/NF-kB {55
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WEE A B, LI B8 1A 7 B-GUSS 14 B R L 191]
vy, T At ok N T 2 35K AT LU ) e v, L 4
%3 BR A (Staphylococcus aureus ) 115 A= 10 41 it #h 4% i1
(Extracellular vesicles, EVs) 5l 58 S5 B A fifi FH A
REH SR 25 Y BT E ™ . Schettini F %2058 &
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RO 25 W) W7 AL . 7R 20 22 W B % i i 1 R TR
TF 25 M 3 SR AZ B AR P ROR | SR TR 45 A 7E
fey7 BURE S 25 R EEAE . A RIEIRIT
T3 T B AWy 2 A T AR R TR A O i 9 TR
(Enterolactone, ENL) , 2A 3% 4 $3& 410 1) R 2% I 14 5
PD-1/PD-L1 IR A7 AL ehh , S B i 1 i 4
TR AL B Jok W 3 A AL T 24, 4 R 2 W
JEPERT S B — 2P R |, Hedgehog i #% 410 il
FNASA 28 LRI T 280, 3 i 5 903 i 3 A ) Bl
IV CD8*T 21 Jf Dy RE , DA 111 384 5 e [ 9o e 95 52 1o =
AT R YA, A0 R U5 W 2 % D 71 S A A L
JWRZH 2PN S L, DATTTT 52 Ve 2L 9 200 JL ) A= 0 24
Mo R I T AT R o (R R T AR 2R
] FHE B 25 R AVE . 0140, ETBF SEEFLIR IS
43 BET, A] ##7% Notch Fl B-catenin {5 518 % , 15 5
FUIR b R A0 S 4 BE T s FLI R LA . R
AT BRI 24 1, (H A 515 5 il 5 L MR s
AIT RN 23 WA I Tk 25 AL = BE W L 78 ETBF
A BE I o “BFT memory” 20N S FL IR 96 it 2 $2 4458
13 TR

g b 8 A W i s e 25 A R e
I AT BURE IR YT AR B IR U
RN A i AR , B s 25 T W 25 0L 4,
2 R L B B0 A e 9 R TR A R 0 i 2
PG XS TR 155 Bl B R SR
A HE 7R T LR IR TR 25 BB AIL I, Ao A I e 5k Tk
SR YT 7 4R TR BT L

4 $R[a) 738 R A W B FLARIE R T T SR B

B o M b 2R AT B 3 A W R T R — >
BRI 7 1) o WSR2 B i o R IR B A5
TS A BT FMT S8 3 8G9 7 T B, nT LA A
1V 3B A a4 5 2 R, SR RS T ROT U R
RN, B B U R A A AMRTR
ISR P B U R A8, e Ik R B R N
HEAE A R R )

4.1 %R & F 7 (Dietary intervention) X £ J& ¥
i g 38 f A 0 2L B R D) R 1) T2 BEAMIR P 2R 22—, 1
LR A AU ) R S AR 5 I A LR R AR R
& o AT R A R o IR 1 9% R i 4 1 T ik
“Br-FLAR S0 52w AR MR OA R . e, VA
AR 25 i 22 i 1 A1 A XA 1452 1) 179 38 AR TR
TR, OO 3 1 L B 8 A 2 IRV R v TR 97 8k

HABEIEMEN . #h e s S 2mh e 4em
AL DR | BE 8 205 I T8 B A W 4 4, 15 I L
JiR e b LR AT T B, O 9819 B 1R A R AR s
Py , TR AT S E K P 7 A T AE 1 e L e
FH 5 T3 PG J7 28 ) LA AR AR IR s e i ARG £ 21
HE A R B TE AT T 5 bR A
ZEL O R R A R R A HE =
FLI R B b, DU IR 1 B K HLBE AL 2
JE AR IR 25 R R A Y B 4L B IR B (Fasting-
mimicking diet, FMD)BEAf07 5 P ¢ S i R 1R
Tt % 56. 6%, % = TAL ST Y 30% ~ 40% , 471
R AT B 1 SR R A0 B XA T B LA s
TRE A TR NG R Ak b ity i FH AT 560 K, e
KR M ot R B 1 3 ek A 7 g 3 A i
FUIRIE B IR AT 0 o M JRRAF A M 3% nl 7 i 3 2k
PIVE T e A ENL, P72 FLAR miRNA 257 AT
FLI I A AR, 5 R S 8 T g B Y PR £ T 9 )
i 3 A T U A W 5 R AL DL, SE 2
N R B T B FLAR IR A AT i B 3R R S Y
TE A5 JAE RN, 1G5 T 41 HL/NK 3=, 300 1
J5 2 40 1) 20 B2 (Myeloid-derived suppressor cells,
MDSCs) 5 Jif 98 AH 5¢ E g 41 Jfd (Tumor-associated
macrophages , TAMs) A& A% , [F) B 48 ) I 480 P9 R A= K
5 (Vascular endothelial growth factor, VEGF ) #ll 4
2 2R D AR 53 A0 TR O A R, T O g
TRYTF R FO W) T HGH 2 AR IR B 75 S R T R
A, 4 LPS/f i #% 5 45 11 B1 (High mobility
group box 1, HMGB1)/NF-«B {5 53l [ , AR 55 75
T S100A8/A9 15 CCL2 1K , M /> 4T1 FL R
ANEUI G B g o BE Ak, AR TR AR B (Ketogenic
diet, KD)———FfEfig 7 ARmoK 3 5 2 1 B0 R
P AL —— A 3 i 10 ) R DG 98 0 AR 25 O 2 i
967 A £ AT Can 375 S I 40 A i | I AR 1l T ) )
PE) MR T AT AR BEIRS T RCR . [, KD £
B 1) J 3 1A ) 728 A AN R T RE T R A 8 Tl
WG U, H 544 2 D, s R R HK
B ol T A L R A AR v 3 O 3 B T 2 N
S B

B2 R T TR AN G 325 A R B A = (L
T IRE KD RS B ) MG LI Y IR T2
B AT AR B RE E RAR TG 3 CAn SRR AR TR 2R
RS2 5 B M 3R B R A5 ) 1A i R ) K
FAOCAF S im i, RAEHUMIEE] o B TAMAL B R
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4.2 WERMRUER Pk R7ELRE R F AN
KEGRIT )z N, Ty sl il gy . B
R, BrA: FO0 g 18 A A R T TR
RUBCHE T A5 A5 4 1 1 F B 5 T RE , w] A 1 52 1 A
P2 20 A Y D RE 5 404k, 11 55 LA XoF e g ) e 92 M A0
A8 J7 I FRARXT IR YT 25 i UM . T EUAE )
Z: 5 25 ARA | S g R 45 B VR R B8, AR AR
I N AR YT R R PEIR I RS R R B 4T
Az ZRUE Y P S BRI AT, PR OB 1 2E TR AN PE R
A B v T TS, T | & S s 4 o]
AR ZE L B2 S0 S 0y 3 5, S5 285 el i I Y 9T AR
e

WEFE e B, A1) 35T AR 2% AT 2 L A
JeA A, IR I TS O 40 3 ) B AR G TR B9, i
#hFE A E A F (U1 Faecalibaculum rodentium , —28
T AR/ BB MR R T R H L) AT IR R
NI RIS IESE , PiAE R R 5 RIEIRITRCR
T REEVIASE . 7F 1-SPY2 IR, HER2 B4 7L A
I 8 8 PD-1 410 0] Ol 1R 2 B0 ) 7 403 )
Fe Z P04 IR YT, HER A 98 71 17 (Residual cancer
burden, RCB) i % |, il B 98 & 2 it R P [ 2
50%“ . e 772 6 = B PE FL R 9 (Triple-negative
breast cancer, TNBC) & 35 19 [0] Jii 14 BA 91 B 5 v, it
A F OB R SR A A 3 SO R S A
P38 5 50 OGS 7R P AR AR SC T HE KL AT B M
55 ML G2 S5O0 IS e SR A U . Ak BiAE R
A3 Aok 5 e g G A R DA S B () 2 R 24
Y7 sk, BESE Wi, AR 3ROB R BB T e A o 1Y)
“ N T P~ G AR Th B 50 2 -5 4 i
BEVE T A B4 s R, 1559 i B AR ) B-GUS A
T BERCER 2455 NS I G 3, AT RE AR HE
Ir] WE VR 3R 32 A5 530 B 1 PN 43 AR YT (e 6
PR SRR 500 ROR I TR CanzzL i 8 %
FEMEMRLHL) I ERTRE Y,

BEXFLA b IR, A5 8 IR FLR I B Bt
Az R AOCARAL AW - ()38 00 18 S e 16 7 AL 7 oG i
B Be () 350 AR R 5 (25 TAN AR XU 5 TR
AR S it A A 7 R 7 585 (B DA 4 AR TR L 5 2R
JCE A AR B T P DA 4E R R AR AR . Rk, R
O i 5 Aok 7 A i DRI, R G B WA R R R
QnAn] 3 3ok 1 T8 AR SRR ST ROCR XN
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PR KJRY) , R SRR E Sk 5 o P T A Y
o B AR 2 B A, ©ON SRR BT 56T
W BLAT T D B T B

YL Bon KA A FLAT I LS/
07 & £ (Lactobacillus plantarum LS/07) Fk 38 55 i
ARy HEAT T I, AT A M i DMBA 1755 Y R B
FUIRE A AR 58 CDATT 20 IR I IR 1ML TNF-
ARV $5 7 4 A TR AN £ A I8 1 3G (o FH AT 3 1 Y
Yo R FEHUIIEE VR . AEALNZ T, /) BRASA o
I I 44 2 D Z 4K (Vitamin D receptor, VDR ) it
Ko FHORBERAT 7 e a7 15 0 S JEAE 2 b
i, DT 25 LN b 9 T B s T #b 38 TR A )
FUAT B AT 400 1] S A S - 48 35 0 2 b 98 97 e, 8 7%
T i -FUR B LR & AR P AR Y AR
I RAIFFE R, 4 A B T BRI AR s AR AR Y . —
T it ML XS BRI R B, T e A2 vV TR R 1 L
Bt AR KU TR (Bifidobacterium long-
um BB536) 1 FRZEBEFL AT B (Lactobacillus rhamnosus
HNOO1) ] 2 3 i i 1 Bl A ) 2o A e AR
WA ] 5 2 I 5 2R 7K1, s S o ) il 4 Rt
SpE @R 5 —BEELSUE I R
R TE Z VA AT T )b 8 52 5 4 A AT A AR
WL (1 ~ W) s R S5 AR PRI
E g% (Low—density lipoprotein, LDL) 7K I 9 2>
ARG R A R i i 3 AR W R T R 4 AR TR
ARBTG5 i AR A AL T ARG
AR BIFRTHAITI 2. A2, TRl
gt 2B T MG RS HE TR T A ORB O T RE o i i ek
T i 2 T e R ) 0 R A R R B P R
JCATL IR 73 CHn A o e S ), mT S BB ¥ S S BT
S IL Y RN R T A ) A LR
TR TV T IR R A R R R BT kR
BT

e M, 2 2E RN g AE DT I A IR 8 A )
S AL B D RE M SR RS, AN B T ekt LR g
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Lo EARZEF AT B ZREEAR 2 FuD Ik RIS
JInEASSE .
4.4 ZEEBHE(FMT)  FMT I B A e AL
[ AR M W Z R B E SRS EREEE &
i 2 i Wi B 48 B JR) (Food and Drug Administration,
FDA)HEHE ] TR YT R PEXRMERR B >, T4
K, FUAE IR S e 1697 T R A HZ i B e 52, e
JETE 30 1R TR 2L SO IR YT 25 1 Jre LA
EVN{:PI

7E HER2 FHYEFL IR B A vh B4 KB S 1
TE R W REZREL W 5 1 it 2 BR BT AY BT
RO o B BT AE 2R AR BN B 26 T P i 2 1 B
/N, W B A 3RS EUL MR 4 4L CD4A'T
200 b, ORI B 5 A4 40 P 1 92 9 i 2L AR 5 AR 4
(DC)WEALT B, LA KA i Z 2R B HTIR 7 B IL-12p70
R R T A , T 1 S5 AR P 0 A 5 9 40
7 1 H (Antibody-dependent cellular cytotoxicity,
ADCC) , IESE i 18 A= W e 2L mT e Zith Z 2R B
POTRCT R o X — 2R IC R BYIESE , S oK ok H%
FMT Ay 1T BE 98 A DA 55 HER2 BH L
J g 7 AR BR AL T R S A B AR . AR R SZ AR P
PEFLRIEE /N BB RS rh R © R A TR RE KL A B4/
B A S T RS AT 2 A RS2 A/ N B, T I 2 LR A
U AR VL RAE | 2T AL FBE 2R 40 IR L O 1 3%
AV S 9 40 ) O % 9 U & 498 15 AH S, BB AR A
il FRE A A /DN B A 3 T D R L2 31 L 3R 000> 3R
W i 3 T A R 3R L AS B mT RE B 2 i R 1= R 1 3R
T B, 8 FMIT B A o A DU A B iy AR
VR A2 AR PR L MR T B XU 1) TR 7 T TSR s
Jign 3 A W A 2R L R S R R AR B 36 97 AR OGO
RAREH . — T FMT 9 UESE , e I8 T4 97 I 14 3
T B TR A FMT AR TR /N UG, Al s
U A ] 2 B S 24D LR QI ZR L e R G R
IKFSE N, 37 1 T8 S A= B e S A7 A AR &
REAVETEIR S R R 7 (EAR B J2 , BIF 98
LR 3 S R= P )/ I 0 S Y NVED A A D) 7B R D e
Wy ok 2 1 B A AT 2 L RO 6 PD- 1 470 i 751
PRSI 2t ISR i RN R LN D E e A
AR AZ /N B IR BT 1 5 oPD- 172880, AL
5 ¥ 8 2 & R (Branched-chain amino acids,
BCAA) SN A SR A3 T 4i B 05 A K e e fie e 1
SRAOCSY X — RS R T FMT 7E & S ifyr v
RV TE IO 0 30 3 Al AR S A ) i

7 BRE BT 3 THFUR R S ih T T AR R
M

B, FMT i 5 o 98 i3 A W 5 1 A e AR
I %, 7R FLRIE SR T AT R AR T B R
W ZEH WS o RRBEFENLR A TR R L 4
P A DL bR E SRR E D RE AR IR TEEE A L 45
4 CRISPR-Cas9 4 K] g 48 H A £ Ae T A 74 )
Ui A I A A E AL FMT
B HAE R AR o B R B 1
4.5 ANIEEE(ADEMKER TR, A5
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