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Abstract: Colorectal cancer is a worldwide malignant tumor with increasing incidence, poor prognosis and
no effective therapeutic agents. There is an urgent need to explore the mechanisms underlying the development
of colorectal cancer and to find new therapeutic agents. Genistein has been shown in numerous studies to be
used in the treatment of colorectal cancer. It is a polyphenol isoflavone compound found in large quantities in
soybeans or soy products and is widely consumed in Asian populations. It has a variety of biological activities,
including diabetic, anti-inflammatory, anti-obesity and anti-angiogenesis, cardioprotective function and
anticancer, of which the anticancer effect has been most widely studied. The molecular mechanism of genistein
against colorectal cancer involves several aspects: inhibition of tumor cell proliferation, invasion and
migration, anti-apoptosis, oxidative stress and inflammation. This review will focus on the above aspects. The
research results of recent years will be summarized in order to develop novel therapeutic drugs with good

anticancer potential and provide a theoretical basis for the treatment of colorectal cancer.
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45 H 998 (colorectal cancer, CRC)Z 54 ERkEF

RIS BT R RE AR AR GBI 10%, B L
Perb s o LA, B A = L ED
it E120354, ABRCRCHT & 95 B4 59 i £1250
i, BT CRCK R, FHPERAHE, K
ZHEHIECRCH A i WD), phih@ed FA
SEA IR IR e LLSEEL, i ah B TR BEA LT
CL R H RO BT 5 iE . R A IRIT
AT R R TEP . (HBUE LT T B R
PECRCHIT AR B, FEILERKHE
A AR 2R TR B TT 532 R 3R A BE A T R
PABRARCRC /& I FET- K1,
PLS R B8 i LA i 5 K 7 A B AR 5 08 A A
B FE AN KA, Rk 7E 72 S IR s
iy B A % BlOAR BRAE o) B A KRR, B0 AE 4E
AR TV, EYECEEARRIY) . "R, Y
THRTRA A 465, HEAIEL ., iR, b
G R T SE R, AR JRDRE BT AN TS kT
EM . BATHEFCR I, & 78 550 m DL Bl g
AL JHICRCANIEAE K, AT HENCRCHIIRIT HE it
BT RN,

TR, RN TE

Ykl K 2 (Genistein, Gen)se —F 5 ¥, 0]

MZ R IRE, T 18994 B IR M YA JE &4
e Elk, BT RS, N TG
I7 AR KGR S AN RN Gen B £ R AE i
M, BIEPURE. PUBIR . PURIE. PLEL. T
M A R, i BA OBRY Thak. HAPui
Z iRy ", SR ALIRE . CRC. R4
I . HEATE, A AREY, Redhre
I Sl A AL CRC RS (K23 %Y. d it mT
W, Gen#l X CRCH Bl I FLNE . A ST kT
K GenfECRC A LR ML E AT 2738
CRCHIIRTT HE AL L 259 B B FE il

1 Geni@ZHIEIPELHAEILIE. BERITH
#IMCRCHIREXR R

L1 Geni@id #l H| 4 AIETEFINCRCHI K &

LA

TGF-B1/Smadf5 5 7E & iE 4 g b B A X E A

.o fEMIRRCIER B, F A4 R 7B 1 (transforming
growth factor-beta 1, TGF-P1)n] i ik FH i 4H ffd &
WL % S A0 B Tk A R R R s T LR MR R
FEMJE A, TGF-BUE 538 B v] DU 2 e 240 it 386 5
FEEHe, 1EMIR I TGF-B1IE % 44 1R
AR AT RE A T B IR A Ak o R R ok
05, GentE /N 45 MC-2641 i 7 7T LA IE [ 4%
TGF-B1/Smadi@#%, #5Smad-DNAK &W)HITE L
FE Bk Smad2 FlSmad3 IR .,  LLIK 2198 3L
SRS AT SRR, Gen W] &K ACRCA R TGEF-
LI AR, MM IF(EAMAIncRNA TTTY18%
ik, FIHAJESGKIAK ™, p38., MAPK" %
ik, M A, TGF-B12& —Fh 2 Thfk
BAF, NSRS, WE. F. 28, JF
AR T R IEE . TGF-BLEUE f5 i
U Smad2 FISmad3 R4k, R L I¥ Smad2
Smad35Smad4sti &, B —MREEEGE, R
J& e B B AN M AZ R R AL R R R, AN A%
HEER—NERE T, S50 ERAARR
T RPUAT 22y 24 S, SR, B H AT N Ik,
TGF-BIER—HER IS, 1ECRCH KRR 1E
FH R an ] % 78 iR IR A F LI ANIE 2 . GenfF
- FCRCIFRFEH L T TGF-BIAFRIIEIE, #ifHGen
W TGF-B1 22 7 RAA LA F o 27 AT LA Lk
NEPBIRNIR G, B TGF-BIIE S AN A I
FABL RS 2 A Fe i 7t

Gen/& —FE 2L 4 41 57 A4 1T (topoisomerase
I, Topo IL)HMFI, it A BN Topo 11¥5M:k
FIHICRCAN L IGHE . TR 25 35 . B8 2 AmE 2R
TN @ — AN E TR % ) Topo 1 H
JR-DNAE G RFRN W RBE AR Y EEE S
FIDNA L4011 B Topo 11 44 [{TDN A B % . N
(). @It M FEdsDNA I TmR 5 F Gen 5 DNA %S &
fmTREME, %A A Gen5dsDNALE A, FT LIX A
AT A BeRa g Topo 112 A ii-DNAE &4,
Ktk , Genff il @& —Fda b Dy RERy 0 il 5
T M), Geniid §miTopo 11 KIS 1E, HM#ICRCAH
HRLDN A S il M T 225 380 4170 11) ik 96 40 B 88 1) H 1,
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BB WAl 52 mi Topo T F3E AT 75 it — D I8AIE

Gen P 1k )i /b 2 Jii A ) A5 ke e i N 465 1 i
FEANIE(DLD- 1400 A K. 2. . TAE I
TRIURE i A 387 30 A7 70 1) Jod B T M i 7 40 34 i AN
S EEAER . 2 A bR R R T 4120
RSB 5 A ML 2 7456 T s & (n &
1 i MIDNASE) I Fe i G 6 A% . CRCZH
F 2 Ji & R 22 IDNA . RNAFIER [ ok 4k 541
MEAK, DRI CRCAN X 2 g i 7 SR Al w20
ZHMARGET SEMM AW (ornithine
decarboxylase, ODC), iXi&—Fhd 2R G, 7E
FT A A AR s2 BI s B, xS R SRR A
KAR R BAE [ S . B AODC [ 18 %35 M £ i
T PE TR 1Y 0 5 2 i PR B B AR O, JF B R AN
AT LSV, R R 2 K B N, T
Gen /4t ¥ J5 DLD- 140 Jg ) £ JiZ L ODC /K- . 3% [
6, BAEH0E] T R AN g . Rk, PR
2 1 7K S 2 1 1) 4 9 T A R A, TR 2
i G Rt A2 40 B R G I I — AN R, D
2 i B AR PT DA R0 EL T 248 i ) B ot e

SekarPI#E —T1,2- — FREEJF 5 (19K BLCRC
AT P R B, Gend@ i UZFCRCIFA BT A
BMRIERPER, B bLFIE T B R E [K
P T B R B E AT DA HE N 45 1 0 T A P 3
W, SIEWSEBFBEMMALL, CRCYIMF
PUT BB R By, Gen ™l DL T 1 A
I S5 KR A CRCAT i 5l . R, A %
by £ iR 2 SRR B v I e B K i AT A
325 38401 ) e e 4 P P e B P AR
1.2 GenPH 40 i B Hi>E & IMCRCHY & 4

KIS [A]$5E N Gen 7] B 38 i B 1 Wnt/B-cateninfa
5P I PR SO T R AP WL A 52 B0 6 AT 1 5
T AR 465 P 8 2 2E 1R R . Wnt/B-catenin &
SIEE R E A E S R R E )y, B
3k B P LA B-cateninff) 3 LR AR E, SR
IEH A0 M5 3h 3 S 80 RE 1 & AP . Watfs 558
iLGSK3b. Axinl FIAPCE4H I 57 i 74415 = 1% 3
45 B-catenin, P15 40 A% Hh A T 40 R /K 2
FEIY 58 R F(TCF/LEF) B G4, filk WnthE 5t
R FIE, WCyclin DIFc-Myc, 1XLEFERIBIE )5
Al et 0 e JE R . CRCAIIE A Gen K I AL 2

J&, Wnt/B-cateninif 2 T ii# 5K Cyclin DI1HIc-Myc
[k 152 BIINH15) . Genth AT 3 i & ML 215
i, PFEWnt/B-cateninfE I HE . Genill i 22 H A&
A3 W 1 26 it AH 5¢ 8 1 2(secreted  frizzled-related
protein 2, sFRP2)HZ) T XK CpGE R E
sFRP2 1R ILP, il i i 5 4 W M 8 A DKK 1
(dickkopf 1)J8 3l 1 X i) 2H B F £ Bk Ak 1T 4 0
DKK 173520 did 25 B 34k Wthi 1 87 1(Wnt
inhibitory factor 1, WIF1)LAE IIWIF1 /)2 K40
| B-catenin/™ F I Wntf5 527, Wnt/p-catenin{s 5
TS R H AR AERF G A S Bk 2 —, B
o BEBOE R CRCK A K I A IR, By bk Had
JE£ VT A RS A AT ) ek 8 T B ) G B HE A, GeenRE RS
B 1 Hod B s, B Gen A CRCHR 7] 254 1)
=P

Genil i ATM/p53-p2 1 32 J8& A5 5 i DAp 53 it
15 s T NG B4 B(HCT11641 ) GyM
& it ST LA . A% 40 1) 4 i R B HE R 2
SH RS E . 20 R AR AR I B (cy clin-
dependent kinase, CDK)F14Hfd J& H 8 (4 8 P 3
Pl 410 81 751 2 ) £ AR ELAE P P 0 9120 #E Gen B2 55
Ja 2 A 3 AR OSSR A ) XL 1B (cyelin-
dependent kinase inhibitor 1B, CDKNIB). FL#E1
‘5[ (breast cancer 1, BRCAI). FLERE25 %R HA
(breast cancer 2, BRCA2)%5JL/N5 5408 A A 2
RIS I 38 5 A 2 SRl s i BH Gt i 1 45 40 g
JIE B KRN 2 MR, 259005 i
o GenfEG,/M M LA & 4K A8 11 77 =X FH
HCT11640 A IABERE, GenZFRJ5, ATM. p53Al
CDKAM I p2 1V Vet |38, 20 i 2y 24 &5 W 25 1 2
(cell division cycle protein 2, Cdc2)FN4H i 7324 & #A
85 [125A(cell division cycle protein 25A, Cdc25A)H]
TR HE—BAE S T IX— 5P, Genth Al L
5 B 4 K B F-(epidermal  growth factor, EGF)
XT et geg 4 ) DRl - SR ME 2R O3 (forkhead box O3,
FOXO3)& ME M S ifi fEmT, fe#FOX03 5 RAZH)
pISIMEAEH, S 8p27"0 255 4 i A IR ¥
T ) 445 i e 200 M 344
1.3 GenHI IR ZE RITBRKFMCRCHI K R’

Genith i 4 1) 18 AR A 9% DR - 0 o e 42 28
JIER . Genn] T CRCHN M I P 7 4B K K+
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(vascular endothelial growth factor, VEGF). Fms#H
T R P 4 (Fms-related tyrosine kinase 4,
FLT4). CD34FE M N\ 45 #4385 A (kinase  insert
domain receptor, KDR)FJFKIA, 4l i 5
AE RN REIRES, iR f fr AR A2 B 5
4b, Gen®] ¥5 5 NCRCH o 0% # % K 13
(activating transcription factor 3, ATF3)id3&Rik, M
M7 48 4> 4L 341 X7 1 (inhibitor of DNA binding 1,
Ld 1) 400 ) T 4 4% U Abp R i .- ATF37ECRCH Y
iR B PURZRTENE, R ATF/EM AMPI
BT SE& A X R, £Z 59 pEK.
FAT AR 20—l s N 70, 1d1L&ATF3 10 i
AL IdUR T RIE R Rl 7], HE ™
YWOEIE AR A . 5E . R
AR RIEER, Rk dd 1 P i R
e ICRCHI AT H 2 A AE T R B4 5 2 8% B I B
%, FEEREIREZM, MEB LR N
PRALE IR I ML, A R ) I 87 2E e e 1R
s PR AN R B RS, GenBERS A 2 F Il
ENBAERKRE T, WA IR R BOR .

GenXfHCT 1164 Jfd F) i 37t 21 11k B 2% i H £
JEE A Y S5 PR e ARG A P o 200 o JBE ) 97 80 2 0 26 T i
A B SR A A A T e ) B R . — K
Wi, iR 0 0 R IR B0 M R 3 T LA R B IE R
YHMIRAS 2, 20 0 2 1 PR A B RO L AR S ek
o TR A0 B R 2R B oy BRI R DO I R 2 S T
REAARE 17 il e 400 10 0 1 75 400 1 2 TR = 30 B 1) 22
5o Genil i3 [ {1 20 10 (0 5 3t 0 4 A0 3R T HEL A
FE, BRI TIRE, NS R TR A R R
JRE, Sk 300 ] Jr 9 4 AR 2R AT A% ) R

2 GenB@iHEHAMBATHMCRCHULE
"R

0 1) B ME TR UL RE 3 - VM MG/ R B W B
(phosphatidylinositol-3-kinase/automatischer
kassentresor, PI3K/Akt){5 5 il % n] LA il s 4 fi
K. Gendl i M| AKtBERR L 15 FHCT 11640 B 2k
KRR T2 4%, @l Akt FidBax, {23E4H
MR, Aktie—Fh L IR/ TR R IR, ZPIBKH
FE TR, BT 2 P i i R i
EXREEM, ARMAS. 2K HHE, g

AR AT . BaxfE Bl 2K R, S5id
FEVEL S EAE R, BRARZRAR B B, BT
it ge, FRELREFETIRAEMRAEP. K
B R 2545 K- 1 (NSAIDs activity gene-1, NAG-1)
& MECRCHIH AR ZH M 5 b B A P e i v It
AR B T R, Gen P I p53 47 3
NAG-1%IA B, {E#ECRCAEMIFG T, LAk F]4)
HFICRCHNMAE K1 H P T R 1R )T
WA EE R, Gen[RIFER AR TR, KM T
FLAE VLI 2 FE 12 o

GenilH i #1i|Notch 1/#% [ F--xB(nuclear factor
kappa-B, NF-xB)/Slug/N-cadheriniti %% S EMT ¥
¥, S E(E-cadherin 1 fIN-cadherin N1, {4
TP, 1 R -[8) 78 )57 4% K. (epithelial-mesenchymal
transition, EMT)& i K e id # v i) — A~ H 2
T2, JRt8f b R A 2R B A0 o B TR 78 s
o f Ik R, R R e MR T A R AR OGP
BRUO S NF-B % 37 N 1 50 A5 117 25 DR 4 SRR 4%
S Jf O TR0 MG B T TR A O BEAE T, R LG
il E-cadherin f) #3% F1 9 15 Snail F1ZEBH mRNA
LKRIGTREMT . Genih# A 7 NF-xBAIJLAN B 78
R ARG, WSlug. ZEB1. FOXCI% ()
mRNAIE, Ui CRCANNIEMTZR M (39 5% (A5
TH T HESANF-«xB. p65HRIE, MNimgise T
EMTHi% S0 -5, CRCHI R A HL & R 24
(1), IXHLERIGIT CRCIIZYE HNLEIA GE T T
B—. Gen MRS FAIMIMI TS, 1My H. 5810 e 41
MEMTR K IEPURAIER, Ui GenBe g i 2 Mgk
BRI, 567097 CRCZWIME ML
[R5 1

3 GenfBII S ML N EFN A E & Nz 3 M CRCHY
EEEXRE

Gen m] 8 I BOENTf-2/HO- 115 5@ 8%, KRIEH
FEvd e, —I1,2- RS K RS I 1 30
SEHG R B, Gen Al M I BIENCE-2 5 1 FE AR
TR IC I RIE, RIEFUEMERPY . Genst
Nrf-2 5 205 7], GenAbFR 5 0% 7 Nrf-2 J2 1
TR AHO-1, DURFFANAR M PLAMRTS, 155
A E 3, R b SRR B R A Y R AR
P SR
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AHTJE AT, GendE S A S B BT S A0 77 1Y
TER, 3t A B i £0E . B3 T 7T K
M, MIRER R, GenKIE M2 ek E LR T
YERT, il E Gen b 21T FISW 62041 i A 5 P 1
% (reactive oxygen species, ROS)&3 e,
AT, GenfEEA MU AT BAEAEH . ik
NEEROS A MU BT H IR R A ) 45 1, 2
AR A F AR FEROS I 2242 =3, alid
G TR IR TE i E 2, T RO S A AR 2k
H 3. [RIIROS AT DAL BOE 2AE AR A 2 E /)
e, X MERRERERE TR ZEARES
A, Sl RAE R, FERAHESFAMILT . 4R
F, GenIREEHIANE 51 K [ LA, KA
FERHUaA, ERkER RS . XU YIE R
() 22 F M 7 AR R SO AN ], A8 AR B IEORT 98

Wnt/ B-catenin

Genistein

Genistein

B, BN ES L R R T R, X
GenfE FHI AL 5N 52 2% J B8 HL AT 42 4 14 1 R R 2
— o Genn Be5 M SR UIA R RSB T2 %,
AR 5 ROREA G AR T K.

Gen/bh P CRCHH i ] #11 il pS TAT-3 35 £
STAT 5 iR 25 9 AR IR AL, & 1
STAT-3/& B0, AT LA R A SR R i
PSTAT-3 )35 14 /& I PI3K/AKt/ERK % S (1), iXAN[H
FAEGITAK/STATSS Sl g™, BRI ML B
RIS AR RS 28, 75 3t — Dt 90 DARH 99 45l 2 2
V) () EL A7 5% 28 DAL STAT-31E R & 2 [ 44 () £ £ o

4 GenBTFIZMEMREZERMCRCHKE
RR

AR P MES 25 52 48 (estrogen receptor, ER)ZE %

) )

1

a: Genil /TR R E A, WIEMEME 2, WH 2 KA, HITGFRL/Smad(F 5 il M KM HICRCAHMIIEIH: b: Genilid BEKHEHIA N
e AR A A R H A AR DA K B F K Topo 1T HVETE, (RBEATF3I MM HIHIIAIRAMEICRCHIZE Z KL : c: Gen#Iii| Wnt/B-cate-
ninf5 58, PpS3KHiH0 75 S EGEATM, FOXO03, iF—B#ifp2 IRIMHICRCANM AR FIHAE 2 d: GenBiS MR E 24 K pS3/NAG-1,
#IHIPI3K/Akt, Notchl/NF-kB/Slug/N-cadherinif # {2 JFCRCANMLR T s e GenBiG M Z 2k, HIpSTST-3(EHE S AE IR L BUENE-2/
HO-1ME Sl M R IFPUREM, MG, SE Gen ] MERECRCAIMROS I 4, R IR A EAIET:

E1l GenyiCRCHI S FHLEIE S BEIKE
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AFEP R AL . ER-a/E FE RIS AR AL 1
THALTE b R 40 32 R IKER-B, ER-BEEZ 54
Mudn % B E M AR E . NEWEMRER
HT29. Colo320. Lovo. SW480FIHCT1165Ki%
ER-B, @t ZER-a, W&/~ T ER-BIVALLE W iE 42111
HEMEMH . Gensd —Fi B K TR RACHT 2 HL
Y, MWV ER, 5MEEE A S LA
L, BEEAR N RIERMEB R AR . Genf NER-B
FE RSN, AE [ i A GG T 3R R B A G i
MUEPHT-AEH . GenfEH T-CRCA M v] il id ER-BAT
T, 0BG BE bR A 3G TE 40 i i B R (proliferating
cell nuclear antigen, PCNA)ZE 3R/, 4l
T-hric Y caspase-3 RN . (R IA,
ER-BFIE 6k 2k 2 MEWCR HOBUE R EE 2 DT
AL R — AN E WP R, FE AR . OP A
& 0B BRIE AICRC . CRC 43 A 1F 5 975 B A A
DukesHf 2k LER-B, K tGen /N GEH 2% 2% fift i 3
CRC, iX/& M TER-BAC ISR K SEM™, frli@
R E B IRTEERECAR (I K & %38l Gen. K
G CANEF ) LIHER-PAR A AT fE 2 4 e 1 —
Fohvs 7 I A PRI BRYA U7 SRS . AN CRCIY 5.1
JERZ RERER, A RZHCRCEHEIRIK L
B2 Wit 2 e, AT T DLd I AE e e X
B NBEH 2RI B A E & Gen & 5k HIHER-BIR
A, BRI A KRS o

5 BEERE

GenTE & W 5] NI CRCA A B A AL )7 R;
Pho SR, I REIK AR M7 1375 Hh ik B R 4k 55 .
A=) FH G ) 1) 8 R AT PR R B B . A STk
i, R T —Fh R BB (Gen-17.A), HGen
AT REHUARLT. AR, W UL—EFEE F4ERFGen
(AR A L R SR 1S Y . CHI-En/Gen(58 58
HEEL 5 (1) Gen) 2 — PR AT 5T 1% 11 Gen 2 W i it 2%
W], Gen-PEG-SiHNM(Gen T #5824k — 4
PR % Ak iy 2K A Rk ) 38 3k A 5 P 9 AR Ak g AN
H,0, 774, 158 7 HGTHT29 A 45 M 40 i it bt
AACFPTIEEE R, FIREGE T PSS A 40
T REA T A A ). SRR 2, A I Gen-
PEG-Si HNMF T BA 75540 fa )8 1A 5 1k 3 8500
YL TS B RE J1 41, B FEAR T A R =B R A&

R X R W Gen-PEG-Si HNMELE N B ALY
TR &R . BTN, BFFGenbiCRCHE
FH AL 77 THT SR 22 42 R 7E AR M SE G, LR FHAL
WM A (HATDABE 142, Gen LA RIFHIHL
FEER, FTCLR — 25 (R 50 A ) B4 v i 3 4
PN SIZE8 L T 2 = Gen P A P4 R FE 5 T

Gen[fHEHINLEIC N E 44, AMUE L EFE I
PR s, EFREE AW, T, BTSSR
X, (HAFER LWL, AN, Gen T PEAE AT
RESif TR AR T, BIEFRE: iR
TR A ERGen ] fe 2 FEE) LA MK . HARIE
iR AR R W AT DA T A e R [
BN, BE TR 9K G R 25 8
KA R RN HEESENZ, GenfECRCIBITH
RERHE RUF b ORI RATAAE 2 KR
HEANRABEITT, EAARIARK, Genkt oM
F NECRCHIIGIRIGIT H

SE 30k
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