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1 SFNBRIZZR3hH1=£

SENAE R —FEIRIE /N AR Zp il it B sl
Bowl /N ', Clarke 25 107 kN B 5 pmol
F120 pmol SFN, DALLEHHE . B HE . /Mg . 45
Jgr . Bl . AET S R SEN Bz HAR ) 16 A [
ZI0 284, & B SEN J AR 7E /N v () v 15
Hrim, [FIBPRBETEME H 2 h ik, RS I TR
IEAh, 4 SEN 8Nz RIS, FEA D H RS L 7%
M (glutathione S-transferase, GST) 1EH T, #E
Pk 54 BEH K (glutathione, GSH) JE % SFN-
GSH. PetriZs " %8, /N7 HHCEBS> SEN-GSH &
L I APEA RS, IR A9 SEN-GSH W)l i3
JE 45 4 8 M s HE T . Gu 45 1 E B, SFN-
GSH 2 SFN 7E{A N 32 iy i £ 20 . (B T3
ARG ERARREE, ki da) GSH & BRI,
ftfi SEN-GSH 7£ Il 2% ' %) 73 fif L SEN FI GSH, - i 125

(0]
g
S=Cc=N">"0N

% MR (SFN) GSH

Cys —NAC (0] HAT Cys

| /\/\/S D | /\/\/S -—
S=C-N > S=C-N =
H H

SFN-NAC

-+ Glu—Cys—Gly —— »

SFN-Cys

A SEN T 51ME AR AL A, Nipi iz 2|
JIE . BRSO RS AERI, iR A
JIR 3 2 K R HE  SFN B 74 == AR5 ), SFN 4%
FE 12~24 h NI 28 6 LR 14 A8 AR 4 FHE T Dol
TEFIEFNE b, SFN 5 GSH 78 GST B T 4E %,
SFN-GSH, Zi iR RIS ACH L i & -
e R-H &R (SFN-Cys-Gly) . 8 N & -2k
2R (SFN-Cys) F13 b B % -N- £ Bt > e & iR
(SFN-NAC) , e/ &1 BB A bR HE i 27 (&
2), HLSIEE RN, SFN A/ 5 2 i
PR HEM 2 4, Kassahun 55 ' 45 K BUE H
50 mg/kg SFN, 7£ 24 h J5 il fRE 1 SEN AN [A] 4 Gt
YIRS, R IAE PRI SEN-NAC 5 B 5 =AY
60%. Zhang %5 "' HUESE, 4 A TR VY 2= AL FEHL
Yyt , HIRW P SEN 4RI LA SEN-NAC 2y
2, SENTEANAK/N g 38 A7 fir W i, I s 5
GSH 254 1 i SEN-GSH, Bifi 5 225 3k i i 121 i
H SEN-NAC, H. 325 1 FRGHEM

GST Glu— les-Gly (IS)I
S=C-N N AN
H
SFN-GSH
GTP
(|)| CGase (ljys—Gly (,),
S
S=¢C- N/\/\/ ~N
H
SFN-Cys-Gly

Fig. 2 Mercapturic acid pathway of sulforaphane in vivo
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GST: AMEHIKSILHREE; GTP: y- A RABEHE; CGase: VIR H &M/ ; HAT: N-ZBHSLHRRY,

TEAEW A B J5 1T, Hanlon 25 %0 %ok B i
AR FI ) SEN, & B8 SEN A9 26 %50 25 Wy R FH 5
HF A K, 785 mg/kg T SFN A4 X A= Wy 41 F
A 20%, 1 mg/kg 7 T A9 & X A 9 R
25%, {H 0.5 mg/kg 75~ 0948 %5 A= P A1 B 3k ]
T 82%, I T BB 2 MLV 5 SFN 45 & 1 & 11 i
B, BN SEN 545 b il i PRVEHE H RS,
T B SFN 4 A= 4 F) FH 3 i A 7900 2k %) 48 i R B o
Son % 200 3 K ERMEH 0.1, 0.2, 0.5 mg/kg SFN 5
P 4y 02 (41.9£7.60) min, (197.7+
16) min. (320+75.4) min, #ESE k2]

RIS AR AR . T SENHA L2 1
Ji, e 2R, FFIT B R BURE SEN T
YAk o FHAKAT ML 25 1T DA =7 HL A= W ) FH B
FasErE 221 [ln, KheiriZE > RO NIE-R 2
- TR 2 B 4N K JB0RE £ 2k SFN & B,
SFN7E K BUA N £ f 0.5 hSERC 3 4 h, AHXT
A=Wy ) B ) 2 AH ] 551 £ SFN 1) 55.85 /% . Wang
2 240 U /N A AR T A B A B 2 11 LV M
KASURL AT 8 SFN,  JCHRAS S M A= W ) FH B 15 31
TARKMEE R, X RIILEAR K SFN 540 K4 RLAH
55T AR i TR
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2.1 SFNERTNrf2{5 S i@

KRB, SFN & Nrf2 1 KR J1i5 T
|z —, Takaya 55 ' K8, SFN £ Z# 1] Kelch
¥t ECH #H ¢ #£ H  (kelch liked ECH-associated
protein 1, Keapl) FIPEBEZEER (Cysls) FRIE, i
R A 5 Keapl JE Wi Bt &2 &9, M FH 1k
Keapl 55 Cul3 (Cullin 3) JE W& &Y% Nrf2 12
Ak, Nrf2 REASHE A AL . >4 Nef2 i A 20
¥ J5 25 5 sMaf (small Musculo-aponeurotic-factor)
KGRI 5 — AR Nrf2-sMaf, 5415
JCf4 (antioxidant response element, ARE) %44,
IR T U A AL B, b G R B =B 1 (quinone
dehydrogenase 1, NAPDH) . Il I 2 il % B 1
(heme oxygenase-1, HO-1) . GST 4§ i% ¥4 5% Fl i
I P A, Eren 7B, SFN L G 2
M A0 {5 5 98 17 B 1 A1 2 (extracellular signal-
regulated kinase 1 and 2, ERK1/2), fi Nrf2 ¥ A 4%
PN T 3k 2 e A8 AL A 58 IR . Wang 45 2% A
FEUESSE, SEN Al i it 73 53T ERK1/2 M H
B (protein kinase B, PKB) fi# Nrf2 #f A 40 Jifg 4% ,
T 380 TAH % 27 . Banerjee 55 2 A SL 6 45 5
FH], SEN ik A] DL o 45 22 24 3% A6 28 e
(mitogen-activated protein kinase, MAPK) iV j&
P38 MM FENrf2 HEA AR (K3). EZ, SEN
I A PO Nrf2 45 538 B 0] DLSOE — 250 0% TUAR A
B B AP A AR B, DA T A RE ML A P 3 1 R
(ROS) HYIEH 7K 1,

2.2 SFN{EFl FNF-«Bf= SR

37 B R FLRE 25 NF-«B {5 53 5% b
AYAZ AT «B # | 2 1 o (inhibitor alpha of NF-xB,
IkBa) #HS BB b F1vZ 24k, B NF-«xB
WA (p65FIp50) AN S DNALS G, Ml
PO T AR RAS S 4 F L Mg RSB F o
(tumor necrosis factor-a, TNF-a) . [ 4 &
(interleukin, IL) -1, IL-2 FlI IL-6 HY 3 ik 20,
Nallasamy %5 ) £ l§ £ ## (lipopolysaccharide,
LPS) 55 Y WA AZ 40 i 52 96 vh & B, TNF-o J2
NF-«B {4 2857, SFN il i /-5 TNF-o DA
P XS IcBow A9 W 2 16 5 3 NF-xB M 56 E A 21 A%
ZEE, [FIR, Moon 5§ B HFIT 45 AR,
SFN 1] 5¢ 41| TNF-0 155 1 IkBa B R L, Hf p65S
Fp50 PR B TEAN BT o BeAh, NF-xB7ESEA A

1% N i 2 e LU A9 ) 3 Dt A GSHY/AE AK 7Y GSH R
i, H %N NF-kB 5 DNA 45 475 5 ki Cys
25 1, Heiss % ) ZI, SFNRZA S 50
PE GSH 4G IE U EESs 1), ik )54 GSH YV
FEAKSFREAR, AN il NF-xB 542 P9 1 DNA (4%
Ao Liu % 2 R B, SFN 78 & i 1] P 25 IR
GSH M, M NF-xB & ¥ ok, #Fse
N BUR BN N5 550§ HO-1 B9V JE T 2s
P NF-«B (36 1 20 (K 3) . Bellezza 5% ' &
B, HO-1 2 FHHGRRFEM LI Z, M FEAR
NF-kB W IEAERZ N 5 H DNA 454 . Seldon %5 7/
R, HO-1 4k il 21 Z 2 0 Fer, DA 417 il
NF-kB WV 5754 9 5 DNA 454 . Huang 25 % 5%
W], SFN AT LUH b0 Nef2/HO-1 /15 L4 9 B2
£ e 2840 AT A0 ) NF-B A9 3k, i2F i 1t 55 8 ik
SRR K2k

2.3 SFN{EFTHSF1-HSP{=Si@ %

HSF1 /£ I A1 NDD B e 25 e, 4R
K ) 2 P RS R AR AR R BRAE T
HSF1 5#YKF5 8 (heat shock protein, HSP) %
J% i 51 HSP40, HSP70. HSP90 L) & TRic & & ¥
(tailless complex polypeptide 1 ring complex, TRic)
LEETEANNE T, TENBARIE S, HSF1 gt
H5EREAWAE, W= RIKG A2 4%,
5 DNA B ¥ (HSF) %54, JF & HSP27.
HSP70. HSP90 fif% 5% “ (1&13) . HSF13# i #i%
HSP 2 54108 1- . DNAEE . U4, M

SZNA RS FINDD [ kA= . & 4 Gan%E
FEARSISLSG A I, SFN LA B2 A (a4t i =X
#EHSF1 i AAIMEA%, 0% HSP27 i fk, JHiAS:
EHMEEL, BEBMRTSNEAR. 25,
Lellahi 45 " s 75 4 41 52 55 35 W] SFN AT 3 o 0%
HSF1 % 5 JF 4% 7% RNA NEAT1 (nuclear enriched
abundant transcript 1, NEAT1) {4 % ik, G
HSP90, HSP70. HSP27, Ml % & H 5
R, RIPIER M
24 SFN{ERFRMEEZEN

TR, FEURAEMN RN R Z — 2R M
e kA2, FEMAFEAEA L OB
(histone deacetyltransferases, HDAC) . DNA H J&
H:F2 T (DNA methyltransferase, DNMT) A9 15 1
B LA R AE SRS (1Y) RNA 3635 ) Blaheta 5§ ¢ %
L SFN J2 HDAC Y KRR Z—, Jiang 55 7 BfF
W], SFN ] 3@ i # il HDAC S B2 25 11 H3 il
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P8 T 2R 11 Bax B4 38 IS A 17T 5 S0 98 200 1 A O
To. ORI R, SFN )2 DNMT W) £
PR, VFEEAE AN MR AR OG- P21, P16, D
TR 41 i JE 390 4 RIS 43 miRNA 1Y )5 3h 1 S 30 v
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REATC 20 M ) 19 D2 25 115 3+ 19 DNA B 384k, M
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Fig.3 Diagram of the mechanism of sulforaphane related signaling molecular targets
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3.1 Py

5% & B, SEN A L& 5 . FLAR
L M Y SRR R A SRR (R D).
Yan 55 52 R B, SEN 2l HE /)N 240 1t 75 it des 44t g
AS549 FISK-1 A | A MG, SEURMRRNA K
D FIGORLAA W AT 5 4R T2 . Wang %5 =
lF 5% L € W, SFN #f jii i 410 ] Shh (sonic
hedgehog) #1 PHC3 (polycomb group molecule
human polyhomeotic homolog 3) ik, fiidE/)
210 0 5 it 57 200 0 A549 1 HA60 35 77 e [ -4 ) G
MG, T Tida %5 B IR L P, SEN Al it A kA
T=175 /)N 20 it i 9 200 D HO69 A HO9AR /1=, #E1Mi
INBIHTIRIIRCR

SFN WA TREFHIEIT FLIERCR . Zhang 55
& B, SFN 23 il FL I % 4 il MDA-MB-231 #l
MDA-MB-157 iy i& % #1112 2% . 7£ 7.5~30 pmol/L
SFN HYFfI i Bl N, BEE SFN AR EE3g hm, #0i
ORGSR . T H., SFN [ PP [R] 73 5 44 /& R-SFN
T S-SFN X = 3% R ot 2L i s 200 A ) 41 i R T L —
F . Palliyaguru 5§ 7 ZER N SEE0 & B, SFN 7]
PATRIB 25 17B-fE — BEAb B 1 ACT K BRFL IR hgg (1)
B, I A AT AT ACT R BRAA P 7 25 RO R I iR
FUH 0 = A5 A0 6 R B . teAh, Rong 45 B%
TERNSEEG T & B, SN 5B %E 2 W e FH 25147 7L

Mg T2A— 24, T Sharma 25 ) JEARAP STt
KB, SFN. YeklAEEIA T BRI S H2596) 7 FL
BRI R R A ), X B2k LI T SFN Sl IR
RIS 2 A 2 AT

SFN B A — & Wik 97 95 bk e i /E FH . Wang
5 54 R, 7E 20~80 umol/L FIEJEE Y, SFEN LA
FRI) 2 AR 1 A0 T IO 8 4 i T24 1 SW780 11
671, SR AR ZE, [RIRHL AN g by JE B A5 5 AR
1 (FAT atypical cadherin 1, FAT1) Fikfdi [iA4H
Mo AT . He %5 ) A3 2] T AU ZE S, SFN
AL A 5 Nef2 UEA A S GSHIHFE, M
N T24 5458 . Justin 25 ' WFSE BT, SFN Sk 4
LRI 2 T S % e 8 0 B RT 112 A 2451

SEN s nT i A5 Ades . 7 S0 A B il A G
R AN A B Rutz %5 1 B, SRS R
i PC-3 AIDU-145 35 24 hJ5, SFN 2 SEFitk
HAAELAE G2/M FE AR e/, S A2 B gk 1 i
Wang %5 ') & B, SFN7E 5~50 pumol/L 45 24 i [Hl 1
24~48 hIFF T I PN RE L 18] A0 50 A0 s 0 O A
7 S99 40 Bl SiHa . HeLa A1 C33A ¥44H . 76 H W
TE A &I 9 51, Wang 55 14 25 % P SFN X B 96
HWBAEH s Zheng 55 ' il i AR 4P 3L & BE SFN
EEERTA —E WP ; Hao 58 &M
SFEN 1] DL 461l 45 T % 98 40 e HT-29 A1 SW480 1)
BB

Table 1 Research results of sulforaphane in cancer within the last 3 years

®1 IE3FENE MRREEBENFRER

FETh SR SR E R BEN
it A549. SK-1. H460 H69. H69AR MBI & A EUTRR & BN ZeRi ik B 4 $1) Shh [52, 55-56]

MPHC3HE FZRIE; FHSPIL, 5IRMMH T

MDA-MB-231. MDA-MB-157. 4T1.
MCF-7. Hs578T. MDA-MB-231

7R

AT . 228, FURBRIGIE ARG MHIPGE2.
HDAC. DNMTHE§H)VEHEMIBZEE H . NF-kB.

[53, 58-59, 67-69]

MMP-9. miR-19f{] %%

2 RVEST4TT. MDA-MB-23 41 i [ 4
s 17B-MfE AR E A ACTK B

JEREE  T24. SW780. RT4. RT112. TCC-

TN SRR AR s TR K B R AT A

FMHFAT-113RIK . ATP-F=4E . ANRRIIEAE . 152

[57, 70]

[54, 60, 71-72]

SUP. UMUC3 251 BOANM2FRIE . FFIRCSHIIKRIE; R4
M7y, 35 AR E T
SEE s HT-29. HCT116. SW480. Oct-4 BOENI2. ERK. ZO-1, miR-15b-5p; M#IBIEIF [66, 73-74]
F, 2 e A AR K
Bz R ESTHCT 11640 7 (4 R R AN O AN = SO 3 v N € A [75]
i ECA-109. TE-1. EC9706. Het-1A WOENI2. 15 SHM A W, R GSH/GSSG P4 5l 65, 76]
AN, Wi AEK
F2 T VESFECA-10941 1 1A B LN AT AN N [65]
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S Ao SR A FEGLER EE BTN
=3y SiHa. HeLa. C33A JRIFLATS2335, I 4H i 334 5 [63]

B RS SiHaZ i R B AN ER R AR AT
= BGC-823. MGC-803. A498. Cakil. % SP53. P21{FKiE; EGMMIEN, SRS [64, 77]
7860 WE T
i HepG2 TS UEDNAB . 745550, BIRIRFE T, [78]
V) 40 L 6

AIZIE  PC3. DU145 0 1) £ P e R A A [62]

Bk SCC-13. HaCaT I YAP1/TEAD. 4 BRIR A4 14 T A, 490 41 4 ff 2 [79]
BRIZ 2

3.2 MERITHERR

NDD 7£ 4>t 5 1) S8 05 2 FAE T R W3 fin
JEfeH N B IRMERER E KM 82—, NDD £%
A 35 B IR U ER G (Alzheimer’ s disease, AD) .
M 4 #8 9% (Parkinson’s disease, PD) . = 1Lk
HD) . £ &k P& #f fk J4iE
(multiple sclerosis, MS) % ™', NDD{Eh—Fp &
DL, BRSO A BIRYT T B B
Ktk 22 B 58 B B SENAE R SR IR/ N T, 5
o 2o I B B, TR PP TR AR s 20T, TEIRTT
NDD Jy A HRKIE T 7 (R2).

AD M & ZE o HORRAE 2 B IE My AE R A
(B amyloid protein, AB) LRI B4l i s 28 5 1
PEPL RS 5 BERR AL 1Y Tau SR AT IRIT S . REIE
rf 2 e gl , DA 51 i i ROS AR ORI 22
JUHETS, FEOCAC I AR AN I DI RE R R
Villavicencio-Tejo &5 ' IURIMLIGEE LRI, SFN
A] LU0l 55 WA Ak Tau 25 1 R o | i g 2ok 14
DIRERLAT I ROS B34, 51 (brid GFP, GFP-
T4 F GFP-T4C3 #) Tau F {K) CN 1.4 40l ki A
PR ATP SEINUA S AR e il 2 IR S /0 . Tang
S IR N SRR KB, AF H TESS 24 pmol/L SFN
M AD KE, 7E&t 7 dinyr e, Halmyige., i
1 REVA SAWARRERS 2] T —E ekt . B kg
SR JEU PR SEN 3 i Nrf2 {5538 B4 AD K Uini 4
YU AT - IL-1B A TNF-o 6B R [ . 1A 25
it GSH R FE (1 TH i

PD 11 3= S FURRIE 2 R BT SR AR H 9 22 L e
fie (dopaminergic, DA) # £ J0iR fh a3 T fig 4k
g W R, EARRI S O ROS

(Huntington diseases,

5| & R RE R AR AL T v ) B Rk, I
LT E DA ML IUM A A A0T B, SFN 1] FEAI%
ROS Wy He B, MM %F PD AT — %E BIIG I 2 4 . 19l
W, Jazwa 25 7 Xt DA 545 09 /N BUME b T 5
240 pumol/L SFNJ7 & B, SFN n] L% 5k IfiL A% B i,
VTG SEJEC T 1 N2 I DA #2878 A8 PE FIE
T SXTIRZHAHEL, DA MZITHifi4: SFNIRYY 3 d
JEUD T 30%, IGIT 6 dfFIA T 60%, HAIEK
o 240 Y R /0N B S5 40 Jf A K 7 9 2L . Morroni 55
552 W], SENA] LIMHlR /b DA #2850 A= A
BV 6- R L2 U . AT ek 6- 78 56 22 U 1 o3
F/NRSCIRIR N, FEIE IS 13 54 24 umol/L SFN 4
JAJG R, S5XTAMNT ., 4 SENIRIT I/
WA BCEERE . a. 5230 DA # 2 e
i, P 6 2 e T 300N RO G 22 B GSH i /b
IS ASH T 30555 5 b. PD/INELIIE 3 P8 A e s
AT MR AR K

SENTEIG YT HD . MS S5 $59 J7 Il t A7 A5 1)
ST, Jang 55 ™ & BE, SEN 1 LI HD /) B A%
AN TR AN T L A 5 PR TR DL K e 2R A Y
AT, BFNRYT HD AR . Yoo % ™ Lk BH,
SFN A/ ROS F1 4 AiE 4 M i) 77 42 DI X MS /N B
H—ENRYPIEE. LA, Gillespie 4 Y & B,
SEN AT LAl LPS 75 5 (14 /) BB 10 A8 it A T i iy
BFIE], (RIS 2P il ot /bR ) SR FE RIS AL, bk
A a], B b B AR I B, Li 55 2 e i 4 G
rh N BRI S8 b R B, FEZ 5T SENIRYT IS,
NI L iRtz TiRe R, AR R
(PR 28 T A5 A5 FIAE T A5 20 B I ol 32
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Table 2 Research results of sulforaphane in neurodegenerative disease within the last 3 years
FR2 IE3FENE MNREEWHERITERROF R R
J A SRR SEER 45 R ZH R

Bl /R BRI FRICGFP. GFP-T4RIGFP-T4C3H) 1| Tauiss S HIROSF 4. ATP-MTHAE, WUENI2 [83]
Tau EIRCN 14411
TR R S SRR KL B /0N 2 I £ i ERTRUBES T /N o 200 ) 7 M v [93]
ol 2 B 2 i 989 40 FIN2a/APP; g 5 0] 7 ABFAROSHI = E, WA N2 AR T I : I AD [94]
DX 3 R B 5 S SR AR [ Wistar K Bl PN N S TN TRR VAR ) )
NRJF AL RZBV-2 ) AR5 3 /0N JB I3 40 7 A R L AR T A [95]

NLRP3[#IE, LLEROSHIFR

I 2 AV S U R S SR AR TR SDIR B U ADK RN E T RE . C 12D fRe A S ARE [84]

SR PR A N BRI A B 4T bEnd. 3 7 FNrf2/HO-1, FFKROSIHSE [92, 96]

A i A e/ B

B G N i D NN TRl i

4 SFNRIZ&LMH

Liu 4§ 7 FEARSP I h & B, SFN MR BEFE 20~
80 umol/L i FEl PN, LAFFIHR AR A 5 =X R AR 41 e
HHLS FFE 41 HepG2 B35 77, 24 SFN AU K
T80 pmol/L B, WP AHENG /1 #R#a i T 0. Socala
2 DY FESET SEN /N ER RS IR PRI IR TE
FH# 1 200 mg/kg SN, & HA —FA9/NRAE24 h
WAET-, 7F 150 mg/kg & T, #0/NR 2 EHR
G EE, MAE 100 mg/kg FIE AT, K EL/DNEA
RN . R, 2T RpFsE M, KI5 10k SEN
FE T R 9~36 mg N, R LA KR 0T
Poulton 5% " 7E TG R SC IR, ABH AR
F I SEN (80 mg), Z/DAE—J& N A WAT-ff fid
[, M2, TEShP s MRS # R T SFN
HATRAY 22

5 B E

SFN VB — i 7Y =2 AR 4 S 21 AT 5 KA
TEVER AR, IR AR AR o AT, A
IR 23 T B SEN U4 T2, #Sr TH )
Tk 4l SFN T.20, i SEN Y K & 3K 15 25
JE T e . EAR SFN S W, AR B2 A= R 2
. BESMAEE R, SRR, AR R
HZ M. ik, ¥ SENMLZE TRk R, nf—E
TP b AR e MR E R B . AR 25 R02=
GAVEJ N, ITAF SR IE T SN ZEHAAE . NDD [
AW %, HHE W SEN LE T B FIIG Y ik gk
A BB RIS, L2300 /G RS2 86 2 1 SEN A

F RAFMITROM e k. Beah, W98 3 W e A
NDD %5595 1) 2 Jé 5 /R ) ROS /46 JE K- s
HEVIMBLZR, SFN 0[S ROS 1= Ak 5| &9
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The Pharmaceutical Properties of Sulforaphane and Its Role in Tumor and
Neurodegenerative Diseases”

WU Jian-Le"?, LIU Xi-Jian**, LIU Ru-Hua?, JIANG Feng"¥, MIAO Dan""
("Key Laboratory of Biomaterials and Biofabrication in Tissue Engineering of Jiangxi Province, Gannan Medical University, Ganzhou 341000, China;
DCollege of Rehabilitation, Gannan Medical University, Ganzhou 341000, China;
ISchool of Chemistry and Chemical Engineering, Shanghai University of Engineering Science, Shanghai 201620, China;
YGanzhou Pioneer Herb Industrial Co. Lid., Ganzhou 341100, China)

Abstract Sulforaphane is a naturally occurring active substance derived from cruciferous vegetables with potent
antioxidant and anticancer properties. Researches have shown that sulforaphane has good bioavailability and can
be absorbed by the small intestine through passive transport, followed by excretion in the form of urine via the
hydrophobic acid pathway. In addition, since sulforaphane is easy to be absorbed and metabolized, wrapping
sulforaphane with nanomaterials can improve its bioavailability and stability, prolong its action time in human
body, and better utilize its therapeutic effect. In terms of mechanism of action, sulforaphane can activate Nrf2 and
HSF1 signaling pathways, induce the expression of phase II detoxification enzymes HO-1, NADPH, GST and
HSP, thus regulating the concentration of oxidative stress ROS in vivo; inhibit NF-«xB signaling pathway, thus
suppressing the expression of inflammatory factors TNF-a, IL-1 and IL-6; regulate epigenetic modifications, thus
inhibiting HDAC and DNMT, and increasing the concentration of histone H3 and H4. By regulating the
expression levels of the above factors, sulforaphane can affect the occurrence and development of cancer,
neurodegenerative diseases and other diseases. In recent years, several phase I/II clinical trials have shown that
sulforaphane has good drug-generating properties. For example, researchers have found that patients with skin
cancer have not shown any health problems and their corresponding functional problems have improved greatly
after long-term use of sulforaphane. This suggests that in the future sulforaphane has a very high medicinal
potential for the treatment of cancer and neurodegenerative diseases. In this paper, we review the
pharmacokinetics, target of action and safety of sulforaphane and its research progress in tumor and
neurodegenerative diseases to provide a reference for the future application of sulforaphane in the treatment of

tumor and neurodegenerative diseases.
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