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Research Progress on Anticancer Effects of Sulforaphane

LIU Xinxin', ZOU Ping?, ZHU Chenchen’, WANG Yang?, WANG Ziming""

(1.College of Life and Environmental Sciences, Wenzhou University, Wenzhou 325000, China;
2.College of Life Science, Northeast Forestry University, Harbin 150040, China)

Abstract: Cancer is the leading cause of mortality in human health, with the highest mortality rate among all diseases.
Unfortunately, most of the current cancer treatments inevitably come with certain side effects. Therefore, a significant
amount of research is focused on the development of safe and effective anticancer drugs. Sulforaphane is one of the most
bioactive natural compounds isolated from cruciferous plants. Numerous studies show its anti-cancer, antioxidant, and
antiviral properties, as well as its anticancer mechanisms. Sulforaphane can inhibit the growth of cancer cells by regulating
the cell cycle, inhibiting cell migration and invasion, and inhibiting the expression of apoptosis related proteins. It can also
inhibit the occurrence and development of cancer cells through anti-inflammatory and antioxidant measures. Some reports
also indicate that sulforaphane can impede the development of cancer cells through its anti-inflammatory and antioxidant
effects. Compared to most traditional cancer treatment methods, sulforaphane is much safer and more reliable. It is also
more readily available and has great anticancer potential. This paper review the anticancer mechanisms of sulforaphane over
the past two years and provide the corresponding theoretical basis for further research on the anticancer effects of
sulforaphane.

Key words: sulforaphane(SFN); anti-cancer properties; anti-inflammatory; antioxidant; mechanism of action
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P JERREIRYT B RS TR | AR Y,
H R W RP I A EE G 00 07 2O IRAT B A 1 TS 22
B AE SR TC R e XU R B3, 77 AR TR RGeS
IS5 AN = ik 12U I 2 B 0/ S L S VR T L e i
RIE IRITRER T332 R 1R R E Ve IbuE
T INEYT , VD Jas 2 R AT 245k A LA B A5 49,
o i v g R AT SRR A VR T S
AR B E ST W HoRsVE FH TR ABFSE, R
T FAERHA D) 1 H8 A S E S ARG RS, 7
TFAERHEY UNAEARSE . 6 O SR AST WA v, B
I~ % 22 (Sulforaphane, SFN) & H: Hr 3o g 1% M Foe 4 79
G219, SFN J&2—Fh RARM S TIERER, 471
N CeH | NOS,, AHXS 73755y 117.3, fbho@ 4ty
HILE 1, SFN WYRTIA AT, 53 2
S AAE T FAERHE R T . A2 235
AREST 530 FRTT g, K A A 2l A il S R
Filg, =2k SENE,
(0]

S N SN=C=S
Sulforaphane
B MR R

Chemical structure of SFN!"!

K1
Fig.1

SFN HAy 2 4s AR ARASYAE T, IF HoaT L
IR A FEARAT, PR 12 ek . WFgE R iim
s T ARFCHEE , 5 S I ARA QIR a 14, Dl —
SERUEY) . FER | ISR HAB S AE TS S AR RO LA
Wit EATLLAFRRIIFE A I SFN BAT ZFh 2 BifE
A, angoigE™ | ot po st PuwEE . bkl
PRIFUA ., At S5 o I, SFN BEASAT 200 K 4%
PO, X T2 L a wiat e ahmEt . Bt
FUBRIEN™ . B SIEE0 S5 s 40 i 4B BA W A4 il £
Mo ARSCEAR T SFN I8 i 411043 I 20 M 1309, 4100+ 9

MRS S51R2E, 5 SR i E T, Va2 RhSiEE
% PR, DA RS HA 22 W k-G F o il o
SR & (N 1 o), AR SFN M AR A= M1E
ShbuE RIS
1 ZF MRRAIF =LA A

2 B B 2 AU M E P AR i B, RSS2
AN LA AU B . R AN ICRRIE T, nTRES 40t
JEHAR AT 56 . AT 1 g ) =53 A0 20 i SR HA 2R
H (eyelin) X2 A 5] 81 88 AR PR 330N (CDKO) 19 4%
A 5EAE, MBRsI4EHa R IR 2 R EF B, AN[H]
Y cyclin 45 A AN W] CDK & #E4E T, Hean GyM #,
cyclinB 5 CDKI1 444, 3 A M WIHEFRP, i ik Lb 4y
Bt JE R B 1 A 2 iR R BHRHL A 245 ) ARV R A,
0 T 40 e 3 FE P4, SFN #1 ifi AHE HepG2 41 it
cyclin B1 25 I35, 15 40 M5 A BH I 4 G,/M 1P,
SFN S hafrig e B, 8 H J& SCG-7901 4ufifu i) 41
MR S TE Gy/G, W1, ik B e a Mg 550, 75
AR JEe A SFN B, il 2y AR Je i 24 ifides 48 i PC9/
AB11 BYJEARHATE G, BRI 2),

CELER BT PS3 (R ED 5N R A
P21 (4 ] 0 B AR PR B AT 1 35 ) = 5 4 it )]
MR . MAni sz 23407, P53 B ikdE, P21 ik
23k, 1 cyclin 1 CDK 45 &, M0 41 fifg )&
HAPSL A P21 W LAAE Sy 437 5 s 000 ) 96 490 it 144
FHo WF5Y &P SFN BEfSAEHE P21 &3R5k, Ml
AR CDK 13RIk, 101 Y6 2 HE 0% 440 i ] S 27281
ST EE SFN 5 HOK i g P2 B 4% a2 T 4 Rt JeE
1321N1 gfifig Pk PS3 JE 419 P21 R I 3RiK, 3L
G,/M HAPBH %, 410 ) B Jg 35 5 %, 46 B Js BGC-823
F1 MGC-803 4i ifi 77, SFN | ¥ P53 & (1 #1 P21 2&
FRYZIR, M CDK2 25 11 3R3K, 1 5 s 40 i 5 I RE
Wi e S #HUS, SFN #2 55 FR AR J%E FTC133. 8305C.

# 1 SEN MU/ S AL
Table 1  Anti-cancer effects and mechanisms of SFN
YRR FERESET! BRI yce] TEM&ER 2253k
A0 240 SR PN ) o 1321N1 AP 1EE A HRIE, Gy MBI [28]
FURMEE  FTCI33,8305C, BCPAP, K1 [JAP21EE[1FKik, Mifi|Cdkl . Cdk2. CyclinBIFICde25C3% [27]
APE L IP21EE 135K, il CDC2HICDC2/cyclin Bk [29]
FLIE MCE-7, MDA-MB-231 FeARRBRER fL 31]
MR SRR OB s FTC133, 8305C. BCPAP, K1 IMHIPI3K/ Akt 538 H, e FE-cadherin ) F35 [27]
JFREAR YA U87MG, U373MG BB ERK 1/2(5 538 1%, B EMMP-2345 [33]
FLIRE 4T1 TIHHDASCHA, ] Vimentin, MMP-9 %1% [35]
LI MCF-7 WUEPMLES AL, 30 0 pfu e 75 [37]
(B AN T i BGC-823. MGC-803 BEPS3MHE M, [ iBax#ik [18]
W% HepG2 Bax/Bel b {8 b7+ [25]
B 7] SW-480 L HBax & A [44]
78 HT29 it caspase 89 FAYSMNEIAT 542 [17]
T S E K R 9 HepG2 FEARIL-611 3Rk [56]
=F SCG7901 FHIIL-6. IL-8, TNF-a [59]
i REE AN ER 7k HCT116 - ENrf2{5 S B U R R A AR TR Rk [62]
FLIRE BT 7 5T A HOFRNI24%, (2#EHO- 1, il COX-2 [64]
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Fig.2 SFN regulates the mechanisms of the cell cycle

BCPAP 1 K1 41 g 7 P21 FE (4 ik, Ml Cdkl .
Cdk2 . CyclinB1 Fl Cde25C FERBIZERk, 7 41 it )5
I BH i 7E Go/M 7 i X T Aot e i
P53 ZE A KA ZE4F, SFN #0E P53 15 5, 5%
TUF P21 & 1 FR A, 4 CDC2 Fil CDC2/cyclin B
FOFEIR, ANUISHAE G,/M Y], 55 1IR3,
TEANMLREI G, L35, RB ORI 5 R4 R 25 1)
5%k RF E2F 454, DIARBRIR LI X7 7E; G, IR
1, cyclinE-CDK2 & &% RB #ilig 1k, E2F K 4:%%
S, 4RAEE A S B0, RB i BEE IR AL S 4 it B O
FLAMHIAA S, SEN F WA (— s [ B Py 5 ) B4 fil
JHFAIE RB W26, 5 FLIR I 411l MCF-7 F1 MDA -
MB-231 it JEBHEAE G, P,
L SR, B N 2R e X AN R iy 4m i, 3
S A A SC TR R B L 2Rk, S S I A AR T,
BELfi g 2 L EE B, SR BIBTIIR AR -
2 F IMRZRIGEERNITRSEREN
JiE AN ML AL 5 12 28 S N e W A ) SR 22 ]
R, WRIRAREIRY T R R . Pl g i
51228, b7 1k 2R 1, Sl Ay 80 AR
AN RS s Rt b 2 kA= Rz (el sas
AL (EMT) s 2, 122 B 5 40 g AR X RS B IR A%
AL Shy ELAT B B P2 22 68 1 AR A, B i N i A
ZFh I 2R 0945 S5m0 PISK/Akt, ERK1/2, Wnt/f-
catenin®y, DL Az EMT i #2 AH 3¢ 2 2280 5 19 A8 1k,
41 E-cadherin 321578,/ , Vimentin, Twist, MMP-2
MMP-9. Snail FikMIHNINEE, {2 EMT G480,
5% & B SFN i ok 1 il PI3K/Akt 15 5 i #%
Ml Vimentin 1 E-cadherin #4J%% 34 5 F Slug.
Twist BYFE ik, 2 T UiF E-cadherin B3R ik, ]
IRIFIEE FTC133 ., 8305C. BCPAP 1 K1 4iiifY) EMT

AR, BHAEE AE MU i E AL 5122807 b4k, SFN 53
HEEs RS MR PIBK/AKT 15 5-38 g, 39
A EMT 42, s IRIf 4 PC9/AB11 1Y
24440, BL 5T 4 2R AT (MMP) BEAE /K -2 it 571
T (ECM), IR AN M 1 A 2H 2024 5 5, ST BiJeg
20 M 1 T R 5 2 28 B S g M L R LA )
MMP-2 . MMP-9 GEfHIMREER 51278, A5
B SFN il i #7% ERK1/2 {553 KA MMP-2 [
Wi, I B VRN EURE BT CDA44ve, SRR 40
M98 USTMG Hil U373MG 4 ot & AT i, 0kl fide
JRE ML ST AL AR 280554 HDASC FEFLIRE - 5=
HEFRIA, BFET A B SFN it i HDASC Rk,
AT LI Vimentin, MMP-9 95%3%, -3 E-cadherin
AR, MmN ZLEREE AN 4T 1 BUIERE AR 2805

miRNA J&—FhdE4iS RNA, HiRH EKixS 5
SEREM R AEFIRE ., miR-29a-3p ¥ & FLLEA R A9
i A AR A ST | SR R T, HAA e
KIEVER . WF5E A SFN i B4 GC 48t
miR-29a-3p HJFiA{H Wnt/S-catenin {5 53 %75,
Hidr, ECM BEAS IS Wnt/f-catenin 15538 4, finiE
JE AR, T SFN {2 miR-29a-3p YL, 5
H1rBh SFN B3R ECM 14 2544, 4] Wnt/B-catenin
{5 A el

AFLIRIE A0 MCF-7 W& A B4k 40 i (3 1
5K 1 (PML), {8 MCF-7 4 5 . i f% LA K2k
£, SFN 27F PML 4 [ > B e sl ik, (i L4544
RAEMAR, R LTRe, BRAIREUERER . R PR IR
¥RLT 5(PRMTS) 5 3L/ MAZE 1 5S0(MEPS0) 31k
TR S 1A R A AT RS 51228 %, SFN i id
B PRMTS F1 MEPS0 YK, il [a] B2 Jgg A2 08
SFX-01(SFN HHERN a- MRS &2 A 9 e il i sl i) A
AR, BRI AR AR IR 1 A=, I Bzl



B 455 % 12

XOWrT , 55 35 MRREDUm ERvR R - 389 -

R JRE L 0 RS, T R T R AT B
UF BRI AR IR 2 S5 Transwell 5%
1] SN fiE 5 0 ) A8 HepGa2 41 L (1 XE 5 45 2

25
e,

IR FIESE 9 o, SEN 3 o 0 i AH 26 (553
B% . J5n EMT 2 bna5 9, fid EMT #5428, DLAAR
PEAEDC miRNA [FRIE, S an TR fiiR2E.

3 E MRREHRARA TSR E

o E R AU T, A0 T RS2 B R R R Y
SN T 4ERF N IR R E I A EA P IISET . X TR
AT, JATSZ BN, I8 A0 I TC RS B AR IR
KIRAIERL . DR, 5 SR A TR T %
YEE ST INE .

A A T 2R LA R AN TR AR (UFRZE
ToAZMRIE O AN IR PE T s AR . A ANE T TR
R PETE S5 F A e i SRS S 5 Bh i,
Lot — RYNIEARE, WA DR AR T R A R R
I (caspase) , KA AR T, NIEFET-S&E
JERZRA TP AN 3R C(CytC) A5 14 3m i, iF
MG caspase G, FELNALIH T4,

SFN il i/ 5 IR A Tl 4%, s e iE -
PIEPETE T A2 b CytC BB AZ Bel-2 TR AR
SN2 SEN J# i E P53 BRIk, 55 Bel-2 FE 1
FOGE PRI T8 1 Bax 193R1K, f2fl 9 BGC-823
il MGC-803 4ilfits & A= YR PRI =08, W98 &
L SFN 7] L5 S AT HepG2 4 = Bax/Bcel HU{E
i T, AR 3R HepG2 4H I v P9 I P8 Tl 42200,
AN, SEN 0T DA s & A iRk A it yis (ESCC) 4t fifd Ho
caspase 9 ELARIEIRE AN T, i SFN A LI
7= caspase MAR A PRI T-R42 . 5-FU A R04
I7 45 g I 0 AT Y 25, (B R g Al £ 7 A T 24 1,

TNF-a FasL/TRAIL
TNFR-1 Fas/DR4/5
B PP

Procaspase 8 —
 caspase 8

. —> | caspase3

SFN i@ i 4 Bax & %, 58 T 5-FUXT &5 9
SW-480 My ST RESI™I(E 3),

A BT AOYEY T AT LAE i 4RI IR T B P TR b
P AR R AE I H H & g . SFN 255 5-
FU BX G HS S 485 9 HT29 g0l di T, o,
SFN Z U n] LA caspase 8 /- S AYZMNE I T4
12, 5-FU 0] LI caspase 9 /- LBAAR IR IE T
A, I AR AR 41, PARP(5 DNA &
A IE ) BEASHY caspase 3 7K, £ DNA FEf#,
SFN A LI i B 4h AfaJad (HB) 1 caspase 3 1383k
FhEr, PARP R 0 244, Jinaa TR 40 i Jed (9 4 MR IE
T-i&4%; SFN A GEME ¥ Bax AYZRIL, IHIFLid =&
1 Bel-2 AYEIA, ek HB AYPIRIH T -i8450R4,

AT UL, SEN BERE Y4 caspase /1SS MNIE I
ToigAR, WHEME SRR I NIRRT 345, I hE
S H A 2GR, SRR L S IR A A PR T Y
YEHIS
4 F MRFRHHIREN & RIDGIEE

RS JNE T BE 2 S B0 B A ) W PR AN i
Ak, BN & AR 04 T BEEETY; T — e il 19 &k Rl
2 IR IL-14, iNOS. TNF-a e RAEH T, i#%
I FH O ST I AN NF-xB {75 S35 455, 0 hin ) 2
PR RE 4 2 ROl PRI, R SORE Y & A ks A R
WL
4.1 £ MRZEVHIT NF-«B KAEBEINFEEN EH
EFE

NF-«B J& £ ML (1) RAEAF 53l %, SH LA SZ 2] 4n
e AE A T P F (TNF-a) . JEZHE(LPS) | 7% P4
(ROS) s HoAth 7 Hi Ak 24 I 2R 455 S 0w, S 4iipEsR
[ TNF-R SZARFHEE G, W55 m] N U %3, S5 NF-
xB A S RAEE SYHT ) kB & FABRR LI A i

PP PPPIPPIIPIIIPPPD

LAY WY NY TR 5y

. D E€ ((‘ I CCCeCe © & o

@ srN
—| SN
— SFNfiilk

K3 SEN iEEAn a4l
Fig.3 SFN regulates the mechanisms of the cell apoptosis
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25, NF-xB 228 W AZ e N5 5 72, A S% 7 5
ANHIAZ N, I 8 R IR AEAH e IE R I 3R IK, 5 RiIF £
T MR R E 1Y &R, 3X AT BB 4 T BURE ) & A
SFN A] LIl 48175 1 IEH I - 2 BEAS-2R 4
Bur=2E ROS, MMM NF-«B {5 5-38 % 14 % 4=, $0
RYETAIAEL I KL, FZA4Nit] BEAS-2R AU 1] 84
AL A Ak, PR 04 A& AR NLRP3 S8 AE/MA
J& NF-«B {5538 B 0O FEE 11, ] RAE {2 5 9 40 i
EF IL-18. IL-18 S8Rk, M40 /w5,
SFN il NF-xB FUAZFE AL, Fi]H T P 356 R 19 2=
35, U IL-18. iNOS ., TNF-a Z51E 48 K1, XF FHifiles
REM RA S R RA IR EEMIEHE 4),
4.2 F MRR BT R E I EE

T BEARE, R4 K7 (TNF, IL-18 Fl 1L-6) 2k
T E FERAE [ A2 ) 2 iP5, S AEA R -+
PR G A RS | IAE A AR S, PRIk, 24
P 1] SR 20 B DSl BB AIS 2% i I ed 1) A 0L, il
SNE 5 FLEA ALY A4 G, M1 Y B g gu i o] PAf
IL-14. iNOS ik, BBUE e AE K, IR S RE v,
M2 BURT A R0 BR R AEPY, i SFN 7] LAfE 3 IL-
10 fYF23k, YETI T STAT3 #EfR 1k, 7% STAT3 15
SR, [ E AN M1 R y M2 F /Y, Xt
i R GERC BNV LRI EF, B 1R A R AR g
THEi (CIBP) &Gz dififg == 1L-6. TNF-o 8542
SORE P, INJEIASE ARG %) 2 g3, SFN A AT
LLiEaT YR Nref2 {55385, JHiie S0E 1 r 2k,
& Z% CIBP #F, SFN iAGE - iF MOR 3Rk, Hy5mng
MEXT CIBP MYZEfAE Y, i S 23 Qa5

SNE AT 41, JEAE BB TL-6 R ik e ik JE e
MIERRPY, SFN 23 B#AICIEE HepG2 4H I IL-6 11
Feak i, [RIREPD Sl AE 1) & R0, TL-8 ik o
AR AIEEFLET), TNF-a 238 I 4n M pa 345 | 4m
TR AR UE A5 i A 8 DA B AR DT RS TR 28 5
PP, SFN AT LLH i B 958 4i e SCG7901 H iy IL-
6. IL-8. TNF-a M4 1, 3T HIMHIAE I SR =il
1, P B g A A
5 F MRRIETIMEWREIGIEE
Keapl-Nrf2 {55 if % & Lh 3 & L i i 4 A b id
. IEHWIARAET, Keapl 5 Nrf2 AH HAE H, 15
Nrif2 #%9Z FACKES#; 75 SRE sl B AL B PIRE TR,
Keapl 5 Nrf2 f{RBE, T2 Nrf2 #8241z, JA
Bl UL EALRESL R 9 23k, [ anfe sz 555 . A0t
ST, WG9 N2 RN T 7 i hE A1 H AR, L,
PH¥E Keapl-Nrf2 {5538 B HI PR it 7, Bk
FHLARE B B9, p53 XF T Nrf2 {5518 S yEs
JERAHM, MAETERARUR BE 1Y ROS 1), p53 A/ i X}
Nrf2 {5 5B s, Db b 3k, kR
ROS; 1M 440 FEs At T2 AL B0, e ps3 il
il Nrf2 PrEfb e gt v s, ek an e g T,
KT, X T5A p53 BI45HA%ES HCT116 4ififd, SFN Az
BN T XA R BIFE S, BRI EE (< 5 pmol/L) {2
A HEEFE, = (= 10 umol/L) fIHI 41 %, X 2
HRHBE MY SFN AT LIS S Nrf2 5538 B P Hi s
AT g 2238 LA A PLIf T2 8R H A ERGR, s R EE Y
SFN &2 #E I T AR S 3L K Ay FRas e g i vd T, IF
HAEEA p53 KK A HCT116 40 it o 350 58 8.3

INOSFIL [T}
IL-14. IL-184542 ST 4 A b T
NLRP3#H 15k LT+

HO-1, NQO-1. GST#ik 7t
IcBIEIR AL AN AR T~ [

b kBT aE Tt
GCLC#k N

i
L

Bl 4 SEN JH45 S RIBe LA b e

Fig.4 SFN regulates inflammation and antioxidant suppression of cancer progression
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SFN A LLfif BEAS-2BR ML Al I Pk &2 [ g,
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