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Anti-tumor Effects of Gentian Violet
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College of Basic Medicine, Inner Mongolia Medical University , Hohhot 010110, China

Abstract: Malignant tumors remain a significant challenge in global public health, posing severe threats to human health. While
modern medicine has achieved remarkable advances in anticancer therapies, the development of novel antitumor drugs still faces
challenges including high costs, long development cycles, and limited accessibility, particularly in resource-limited regions.
Therefore, exploring cost-effective and potent antitumor agents is of paramount importance. Gentian violet (GV), a traditional tri-
arylmethane dye, has been widely used historically for tissue staining, antibacterial, and antifungal treatments. Recent studies
have revealed that GV exhibits prominent antitumor activity through the modulation of multiple cellular signaling pathways. Nota-
bly, GV demonstrates inhibitory effects against diverse malignancies, including lymphoma, hepatocellular carcinoma, melano-
ma, breast cancer, ovarian cancer, colorectal cancer, and glioma. Owing to its advantages such as low drug resistance, minimal
toxicity, affordability, and reduced regulatory barriers, GV has emerged as a promising candidate for drug repurposing strategies
in oncology. This review comprehensively examined the antitumor effects of GV and its underlying molecular mechanisms, pro-

viding a scientific foundation for future mechanistic investigations and clinical translation.
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WFFE IR, GV 3 i I8 2 Fof 200 A5 5 308 s T )
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TR GV AL BRI S AP 15T BB
HORDS HATIESE R B, GV X Z R i 4 1K
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Fig.1 Chemical structure of GV

GV 7t Fya N £ B TSl o i
U AE AR YU AN 2 R 2K
FIE 22 Qs o Y gl AT AN ] T — 1~ 2t
g0l GV AEBE S A 100 Z4E (14 1 g s,
GV e il 2 E Ak R A R Wi - 9745 T 1861 455
B, B DL BB B 2y 44 1Tl 2 5] Ui
TRVA - M6 G A T 1880 4F LA Y b} i) A= 49y 2 52 e
JTU 1884 4F UM A% 22 KB GV RE M kR
2% PR A0 TR, AT BE 0 T 24 QY (B i) Sk
B 18914 Hr kMol GV 1 A B I 7 51 AT
Y, 448 FERIG T 05 10 LT 0 R IR I SR e
19124F, 47 2 AE AR S 56 RN sh MR A8 v 3091 T
GV X5 2% BN R BT AR A ™. 19254, Hin-
ton X 12 491 Fh 8 2% PG PH A T 5 | e ) 77 0 AL i i A

BRI GV, Hoh 7 ) B e i hr i A
204, GV 8% )2 JH TIRYT A R = 5 45
1 R s R e e e I RO | B Jik
Fa By B 2 GV FEPUI I Sl v )
I 5 H Emory K27 Arbiser B 58 A1 A T 2006 4 #
o WS, GV REAS b 25 400 I 4558 A=, DA
PP g A= > A, GV i RE I o PR A A
5 i S BE N R IA AR 22 Bl IR 40 v 4 4 )
YER.

2 GVHImMEEHA

AR R B, GV BRI AE ] e & 55
AP SE AR . BFITAS R WK, GV TEIRAN K
PR 1 R I 3 BT A T . GV T )
T ibk CL R 200 B e PR 50RO S LR
52 T R 45 22 b b R AR A B 3G AR, R U5 5 LA
T2 TR 20 B 1) I B R 2R 2 IR e N
B EZ R, BT R, GV RERSN & 8 4i i
MRS IR 22 . BESTIE R B, GV fb 2= 45 Hg 2%
I —— =I5 HHBE 1) 8 i (fulvene ) 1T £E Py [A] B
A e AR i SR VR T LK I R 52
PSS o IS B IR LS W 80— P e i sh
Y v R N T 5, 2 J R R AR B X 4
75%"" o BAT PR 1Y JE AN (honokiol ) 5 =
o8 Bl R R S 45 0 B ) /N 7 B
H S 135 PR A B T PR Y XSRS
IR T GV AR RTE B 25 T TERT 5 0 A S i
GV 419 (1 WL A LA, ZEWE 9T GV A HIHLBE 1Y [
F, — BB X Rz JER AR g A i R e PR VR T
WS T EOY A RECERY . AR IT ) GV 1R
G RIGST b ARACR 20
2.1 HEE

P J5RAH S Ik B A 2H 2 (skin-associated lym-
phoid tissue, SALT) J& AR 2 S de o i
J2 M B2 B bk L8 (primary cutaneous lymphomas,
PCL) 4§ K Bk T 2 it 34k L 9% (cutaneous T-cell
lymphoma, CTCL) A1 Kz Bk B 41 Jifg #k I 984 (cutane-
ous B-cell lymphoma, CBCL) , A~ [R]Z&AY R Jik bk 2
JEWUG 20 W% . CTCL & —41 5 St , 2
FE A ZF if (mycosis fungoides, MF ) Jz H: Il 9 X
N Sézary ZEEAE (Sezary's syndrome, SS) & i UL
(2, AR AT A bk LR b i) — K2, CTCL
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S DL Bz JRAG T A i A B 32 R IR ) — 2 Ry A
(18 S TP P O L B M . AEAE T 25
GV X Rz BRIy A WSOk . AR A Wu 46713l
BEXT 1700 ZFEEWRE T /N T 1, R 05
FEHBEYLRE GV AT LA T bk ELR 4 M i AR K, O
VS Tk EL R A0 ML A T 5 W] i 48 s GV X 5
FAZ5 ) B 2 14 (methotrexate , MTX) A7 3 [F] 1
FH O IE A0 REPE /NSO SR o — 2B 5
B A (B AN PR 3 S . Westergaard 25 il Rao %51
TEIG IR I GV A 253697 T 240 Mk T 9 S B 21
92 ok O 968 o 5 A b 2 O T A4 Ak O 9 e )
Yo RS B 58 A G, [RIRE , B 4H b 99 B 3 A
SR W-N 3
22 FHEMERERE

JHSERATY SR 2 NS A e T I 1) — -k ik, 24
BROGEEAE T 0 E R RN — o Hodr, Rt
- 4i ff2 98 (hepatocellular carcinoma, HCC) A iz
UANSIEY - i R N N i NN R
W,GVXTHCC HATHIEM . O GV Al HCC
L FE 5 HCC LI 125 Q) Hh T e
1RBREEFEATI IR IR 90% LA I fB 3 FE T 1) B 22 i
PRS0 3 3k 240 6 40 SR S 36 FH Transwell SE3G A5 &
GV REHE M6 HCC 41 i 2 1T 7 FHZ 28
@ FHAET I 77 Ferrostatin-1 52 56 50 1iF & #1
TE GV 51 & B A e e s T2 8 v BRIE T2 4h
GV AT LI5S HCC M BRAE T 5@ GV FEAASP I
i BR BB T R 4 2 Re A 4 ) B O I AR
K. BB R (melanomas) J& FH A& {0 2% 21 il %
PRI 5 R 0 B iR RE . I AFSR  JR A IR 1Y AR
FEAE I S 3T A 2R T AR R
R0 R R R AR IR AR (L R B B AE A
SRR T & A2 W B AR Pietrobono S5
W SR (imiquimod ) Fl GV KA HIZIRYT (03
SRR Ui E el . PR R AR R R
H, GV [R5 e - 40 i A o K IX =, R B GV
ATRECIA T AR AR ARG, BA
P B IS IR T N ZIE R AR 2R T T T AE L
UINIERS
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GV Xif 2 Fh Jih 96 248 s EL A I =& (R 4 i 4 1 o
O FLARIE (breast cancer) JE A oAt 1Y%
P R 2 — R A M R UL M M 2
W SEE RAETEFLE MR LA T E A

AL B O R 2 i N A i X AR R
PR S 5 Lo PR, Yamaguchi 551 Mu-
kawera 55 7 B GV Xt FL A 4 A &2 MDA-MB
231 A5 W Aol 00 40 240 458 5 T 5 A0 O 1 Y £
o @UP 98 (ovarian cancer, OC) (5 & P& W%
P IRE A9 R0 3.4% , TE L VEA 1 R G0 h s
B =L AR T S R A S IR U
AT T KA AEFE , H OC 1 I 1 K 55 0 % 5 3
R AR AT AR T 45% . GVAE AR T5 24
[RI X OC A Mt A HIAE ] . Min 557 BIF5E & 3
GV 52 71 5 A 1 41 a1 OC 200 i 1% 348 58 O 175 2 A
T-. @5 (colorectal cancer) & F28 = K
LR IR R ks A R
S5 1 AT B T B R L B AR R A
RGN, IF HAAAREAR™ . Garufi 55 BF5Y
KB GV ) AR 10 ) 45 i 9o 240 I O35 5
T o P28 G T IR 2 A PR e i it 1) it M P il
Jifeg | G s o B 41 98 (glioblastoma , GBM) J2& H
AIREEM G Z — RE T AR B
N N L R PN (NN PN DA I (R D SR ILEAS 23
% . & IR (pancreatic cancer) F1 fili 38 (lung
cancer) J& fiz B A A9 IR 22— BE T AR
7 7 Yamaguchi S5 58 2 B, GV ] #1013
i 9 4 S MIA-PaCa-2 2E 1< o Garufi 55" 5% %
B, GV ] 0 il i s 200 L R H1299 AR KL 278 GV
X e s e s EL AT TR A O I T IS 5% o

3 GVHIME/ERVLE

GV AR T g = S Aol e e 40 B 1 B
e %7 BRI L, GV BT R VR G 4 Tl
P R A A5 S aE T O NOX (P
e BRI — AT R 1 SR AL ) L SOX 2 (SRY-Box
transcription factor 2) & HAWAF 5 E # . GV i
Nox1 M 17 '~ 1 i 4 %A (reactive oxygen species,
ROS) , #t— 25 BHLIBT 1M 38 A2 iR A7 5 —— 1 A=
W2 -2( angiopoietin-2, ang—Z) 1L A7 A 1 4 A= AR
2 2K (tie receptor tyrosine kinase 2, Tie-2) S0P
Bl HOE L B R PS3 B R P TR s T
(P53 up-regulated modulator of apoptosis protein,
P53/BAX/P21/PUMA ) J il 3 fiz A K 9 2
(epidermal growth factor receptor, EGFR)/E =5 #%
5 N 8% S5 3015 R 3 (signal transducer and activa-
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tor of transcription, Stat3)/SOX2/XU A [] I 47 2
(mouse double minute 2 homolog, MDM2)/B 2 it
WKL IEE -2 (B-cell lymphoma-2, BCL-2 VA AME S
VA 17 B4 (extracellular regulated protein kinases,
ERK)/%2 %3¢ it 3% A6 8 F 3 B (mitogen-activated
protein kinase, MAPK) , calcium FIB A5 B LB 3-
15 T (phosphoinositide 3-kinase, PI3)/Akt Hif= 5
M R HE T @ GV XS P53 FIZ A F
kB (nuclear factor kappa-B, NF-kB) i 5 i . i
1 F KA NOXT AR 25 400 il 7 25 70 P53 4009 2 (4 2%
BEIFE AT, GV X NOXT B il i P53 Al LUK IE
WARIR KRN E R . K B AR
E YT UI4k (cleavage ) PARP K P53 M M 75 41 iy
PTGV ] NOX2/IkB # e (1xB kinase &,
IKKe ) /#% H + kB 3Z {4 1 1k P L A& (receptor ac-
tivator of NF-kB ligand, RANKL) 1fij #f — 25 # il
NF-kB 4 fg 3§ 58> . @ G ia v 52 A/Ie AR
E P O VA 9715 o 5 15 - N T N S
FASL ., DR4/S | [iftJg Y 56 R 5 A1 G 04 737 5 Bl A4
(tumor necrosis factor-related apoptosis-inducing li-
gand, TRAIL) . Ca"Fll ROS %5 i KK UES2 GV 1] LA
B AN S N TR 2 R T RL 0TS | 4
JEI A RH A
3.1 WEE

A BA Wu S5 BF5E % BE GV 1 3l ik Z AL
0T A0 Bk R A M A . DGV R
Caspase-8 . I 1 {2 2 Jif 7 T 32 A& RN Fas-L 01
20 s ROS/pPLC/Ca++ i IR 40 g SN RLE (AE T
AR AR E (LR M) P T2 @1 T NF-kB
TR CTCL B EFE IR B A 5, NF-k B 24173 (918
F ik CTCL WYL R AE >, PR GV AT ZE 3G
240 JL 0 T 1 NF-B S 40 ] B i-kB
GV £ CTCL 4fl il % 1 SS it 241 i v B AR BT 4 - A
- mel-1, DT i 240 Jf0 J 490 BEL ¥ R o) CTCL fifr g
AR Ak 5 I oy CTCL My A=A RE D AAE K
32 HEMERRE

UTAERMTTE K I, BRAE T — g <7 1) 357 2L
A RAE Ty 2, AE A A T B v PR R
(5 3 FRURI G o e A I 4 5 R AR T 0 R A R ik
WA RIE T S LA T fig % DI AH O, i
T 3 W AORL K T B W % 0451 15 RE 6% £ 2 4 A0
W, VETE R ERIE T . PS3 2 AN IR T ) L
PR, R A T PR AR P53 T A T 40 i

JAT 0 R A o PS3TERRAE T YA 4y bt i 5
FAER' . [RIB Hep27 35 M &0 /A4 5 il A A 2
(DHRS2) , 5 W4 4 78 o T R A Ak 3L A JHF 9 4
il & HepG2 " () — /A% 8 1117 . Hep27 45 &
MdM2 £&5E P53, Hep27 /KF- T FE P53 H 1L
SR PSITEMERG N . GV AE R =R Bk
(triphenylmethane dye) 2 %) £k 272 53, B IE 52 X
HCC K B 0 22988 41 i v] 7™ A I 3 0 300 i 4 o
7 98 5 T, AR A BAAF ST &2 30, GV AT [R] L 9
P53 I MDM2 K3k M Tii 755 HCC AL T GV 15
5 HCC 40 i 4 8 T AU AL B 35 K 38 AN 40 il ROS 7K
S R AH PS3 . MDM2 F 3 33 6T 41 i 0 1 K gk Bt
T2 HE, 7E B (4 R 51 , Pietrobono 55
FEFRW, GV AT 8 €5 32088 20 M1 5 175 5 4t
FET, F A HS T PS3 1 TR GV il L 175 5 40
JT 4 M5, 22 C Y i3, ROS B & 134 i, =2
e GV AT IR R £ 308 A I A SR A U T
F2 I HAKF 2 B 37 5 G2 4 A B 0T L 5 GV sl o
S0 EGFR/STAT3/SOX2 55 Tl 417 ) 2 €5, 25988 T
20 R A A7 T R TR T
3.3 HfthphyE

GV A 38 3 AN [RIAIL X 22 g G S/ o
SPL R P M ) 2 o B 40 B A T R e s B
o, 7ERFSE T & B GV BA T NF-B G 1, If:
H 5 HA NF-w B0 2500, AT DL 250 3 588 A%
B 4 I B 43 AR N Ak [ s A 5 0 o i 40
B Ak L 38 2 T B A AE B . Yamaguchi 55
Il Mukawera 254 W E 57 20 | GV 1] 38 1 1)
il NF-kB (1% _F- 3 005 25 1 IKKe . ERK/MAPK | Cal-
cium F1 PI3/Akt 555 538 B & #5400 1 JF 175 = L
FEANMIRT-VE o GV BELWT 2L M8 40 e X it -/
20 BT A 0 B IR L 4R 78 GV IR T LR
KB FR GO &R T T IR . 2
FER I, GV I T Ji 240 L vh A 40 A ROS 7K, 31X
XoF 4 LA T AR R BB AE BN SR 5 1H , Min
TR KL GV 55 Caspase-3 Il PARP ()53 %4 ,
FECOC YA IR T, I HLi 38 i 2 55 40 i ROS 7K
SEMIES R0 7 P53 . PUMA . BAX 11 P21 & 4
FIECRA S OC IR T, #1278 GV e DN SR YT
b HA R R . H2Ax 418 I 7E 22 &% 139 {37
(yH2Ax) Kb 87 72 (1) DNA 53453 T 45 E 3ok il i
o 15T yH2Ax J& DNA 3453 S5 17 Hh o B 1 4
2 — , E B AE & DNA 8 45 il 25 4% 0 FE
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FA™ . ARSI 7 I, Garufi 2 5T & L GV 42
EyH2AX BEIR AL F IR 1IN , 175 545 1V i 241 i DNA
SIS PRI A A . GV a8 AT DA I 3 5 3
T3 OGBS 1 P21/BAX/PUMA/PARP (52 151
BRI FE T AT AR . B BR At
TR A i B IR 22— Garufi % BF 58 & 31
GV i bR T3 S OCHER H BAX/PUMA/PAR-
PQ MR 5 P53 T PE 5 T S i A L . AR
BB IEAE AT AT T R T, GV XTI o A 1A N
SMITHIVERT , GV eSSl 5 e 40 i i 4= 28 0T
L3 33 941 P53/MDM2/Wnt/AKT/ERK 45 %2 & {5
536 (AT S TR A L AR O R T R
T ABE IR > g KR T Y GV RE 88 A i ik
J I B A /N B 37 B [ 40 ] g A= 4 CR B 3R
Bds ) o 7E RS 5 T, Garufi 25 7E i 98 40 £
H1299 41, GV 3] Nox1 35 PEK 2 wip53 5 55
T PE I8 wip53 175 3 1 P21 F1 Bax 3 PR 55 5 ik —
AHEIN, RAFE AR N E R . R, GV
Xf Z2 R b A AR SRR e AT AL A
AHFFEHT .

4 RE

G R ™ S e A NS AR, HARy Ty
TEEIRITROR — B SR & E AT SRR
TE o YU 25 2R B e R B e B T Bz
— SR A 29I K HLd A A ) ik #E
BOR . BUREZSIO S B Bt AR ZJE J i TR
S ANE &Y SEIIG YT 2 IAS AN B SRy ol 32
FALT RN Z — o OB R 55 2R 3 A A AR B L
ARG R 25 BAT B2 X 1T GV AR AT BE A
NEEGE RSB X T2 I R 5 kA B4
ARIGE LG o LRI LI, GV X Z b
TSR], WoR A BORRE T Rl LA T
TR (R R 4 ORI AR T R A
B TSI 5% & 0 GV X T 48 A Ik E24 96 AR A 48 P g
A AR 5 AR A1 BA G o R A S 56k R
GV 1 1o 22 B {55 T8 S 0 ) 2 o 240 Ja e i A
FIRZE A A S 58 e B ) LA o i ik 57 B A
0 2 SR A, A B R IR R TR A vk

GV EA I A A D B (H O 32 2
JRBR T B R AR T A SR BRSNS ARSI S W]

GV XFIE R A A TR MR A, Hah g R A B
XFIEH f B AT s AR T B A T i ik
T SRR TR A 1 RS AL Rz H e NI,
GV 75 2 By N v B 9 £ I P sl o R 1 P i o
WIREHERR | B = B H A AT TSR AR S35 H2e Ak
A K A BIFTE I T GV ARy &8 JH 245 1) 4 £
2yl P A 22 eV EVEAL R R A AR R B
PR ARG o 8™ 3 A i R 48
M EEMEPEAL A RE N GV 1 4> B I 4R AL AT 52 114
RHAfids . Besh, GV BA W& ML RRr e, AR
SR I 2 S 11 JIRATE B o 551, G g T R A Y
AR 5 R s B AL . R, TR AR R B
T R GEVEAL R AU R IR 7 1928 2k
R RN, ) 2% p i ok A SR, LA Xt i il
PR SRR E R

BN, GV R T D st A K 5 X T 240 i Ak 1
NN DRSS TS A L e R
A AR AL AT o S Z Fh A N 115 5 15 5
i, VR AR DU 25 HAT MR A AL S A0 5
S R T AR LT B BE Kl PR 24 8
YEH.
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