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Research advances on antitumor effect of myricetin and dihydromyricetin
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Abstract ; Natural products have anti-inflammatory , anti-oxidant , hypoglycemic , regulating blood lipid, liver protection and oth-
er activities. Recent studies have shown that natural products can affect the behavioral changes of tumor cells, such as inhibi-
ting the proliferation, migration and invasion of tumor cells,thus playing an anti-tumor activity. This paper summarizes the an-

titumor effect and mechanism of myricetin and dihydromyricetin in recent years, It not only provides ideas and research direc-

tions for follow-up research,but also puts forward new ideas for preclinical medication for experimental data support.
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Fig. 1 The structural formula of myricetin and dihydromyricetin

g a7 07 SUE TR LA R A5 25 )
T, IR X Ih R B e A e Je BA e = A 4
VERT AH iy 22 FhAS sl A B PR 2%, St ok pdy i
ORI E L M AT, BRI R SR
T R4 BT P RO AT TSR (R B BRI, Pt
R\ AR U iR Y BB BT
R BATTEAE RSO (E o A SCH A K AR 2 B
RALEY bt R S R A GURE VR T AL



164 KIRF=YIBE R 5T K

Vol. 34

FIHEAT UG gt
1 HphEER

P T ek 5 40 %) A 20 IR G e A TR
FRALFS ANME A 2 AR AL RE ) ik
FIHEBRAE o MR R, 45 R B0 R 2K I
ol L A A R TR R A AR S B SR TR R
W, LR FERZEAL , MR 20 0 4 A 2 1 5 ok
et B RS IEH A E S AR S5 ThRE L3
PRSI B 4 o IR AT 5% 24 ) 2 47 I 9 A
FH 38 A LA LA 7T 40 b 4n s 5 1T RS
1RZBEAT MR AE S AR B F W RO R T S
%, DT (2 A5 A3 2 AR T, S ) AR v

JI PR ) B 2 0 R S5 i S AN [R] 2 2R R )
FifrIEE A () AR 2 AT R RS 2R AR . R TR 21402
YR IR ELA AN ) (14 25 W) 2445 o TR 28 56 5 ik
W25 B — SN 2 % AN TR 2 U2 T A o 2 B A7
ENGLSENERL(SEN
1.1 $ZL PR LR PR A3 I 1E

P 2020 SxBkdiE i B, FLIE A & S
TR i R UL B MCF-7 5, Western
blot S 56 46 U8 T P9 IR Pk ik 42 2 1 : Bax B B R &
ik, Bel-2 Fak A, § 30 Bax/Bel-2 HAH T+,
Caspase-3/9 1 F ik A f Caspase-3 FEH W 12 %
K AN TR AR Caspase-8 4 1 1 3Rk, K B
¥ 2 am I N AR PR R T2 B AR X MCF-7 Jk 3842
AR . B —BFgE b, M Kl i i 45 PAKL/
MEK1/2/ERK1/2/GSK38., B-catenin/Cyclin D1/PC-
NA/Survivin, Bax/Caspase-3 fIf 7E {8 5 0 % 52 ")
MCF-7 4ii 3% /17 . #edf PS3 PAYE G T47-D 40 e
W5 2 4 M R AL BT R, 08 TR o6 3k N
BRCAL1 JNK ,GADD45 i} 2 1 i3 3 3k, iF 52 4 #g 2%
JE3f 32 I Y BRCAL f9 P53 HE 4 i 1k & 4% o
BRCA1/JNK/GADDAS {5 5 i Bk & S a0 i i v
VMg 2 Hikb B8 MDA-MB-231BR 40tk )5 , TR %
12 4 R 11 MMP-2/9 & 11 . STOGALNACS ( M i iR
RO ) AR ARERA , MR B M R 0] T MDA-
MB-231BR B MR 22 Lot il ol it 7
SYNAL PTG P (ROS) BRI 40 18 45 e 1/2
(ERK1/2) #1 P38 22 %4 ) i 4k & 11 3 B ( P38
MAPK ) 3 75% | 28 R 1A 15 2 R R 40 g €2 2 C ( Cyto-
chrome C) B LA B XU DNA W5, S30 = BIdE AL
I 20 0 ( TNBC ) B S AN 30 U T SR IR 3E 1

1.2 FOPEEMEaINHER

TR vF , 0 SR e T R A 0 B
U PR AN ., AT N, RIS R Lk
ST BARPEIRIT e AT R 2 . RS
T, U RN A7 A 2R X R [ O S A bR L
PR A B SR, — % W) 5 v 2k ROS,
3 SKOV-3 At 1= B 25 K& A vl 28 F1 441 g J&] 14 fH
W5 ARAE OVCARS3 4ifgrp fERE AR, 55—
WFFE e, A A 3% 0 5 R BT S50 40 i bk A2780 FnI
OVCAR-3 ¥ 4 a5 MAE R , 30 ) 1 5395 40 i & A
T8 ST, Western blot 5256 40 #r i T 4H %
THE, R B Bax A Bel-2 T, Z4f# Caspase-
3 L3EY . A £t Al g P S 0 3 DNA XL
HEWT LT 5 S SKOV3 IR R MT- . —4 %
HF 2] G S P53, R TAPS P TR AR R
BT I8 T2 11 (Survivin) |, BETTA S A2780 YA T JH
WIBHLAEE GO/G1 A S 117
1.3 SR REHARBEMARAINHIER

DBTRGO5 MG 4 itk , J& T %M i, BA
ERZENE i 2% B R R e RS . SIRT3 J& NAD
B E I IR B, B A BF 5T # B SIRT3 1] LA il
2P SR, 90 35 4 48 (ROS ) A4 AL 28 e H K .
FEBIFSE A8 T R 4 v A 25 KV P 1 A g 2R IR T
K4 BE DBTRGOS MG Zi it bk , 45 2 W, g &l
i SIRT3 431 P53 3R 12155 5 A= 41 ML PN T M 4R
(ROS) 2 T Cytochrome C Fl1 Caspase-3 /K, |7
Bax FiI F i Bel-2 #9331k, MM f£ i DBTRGOS MG
FHT, A0 A WA T GO/G1 IR G2/M 1,
1.4 34R0%1 AR 2 40 A g9 HD %11 A

WF5E TR B, 5 £ X PC3 . DU145  C4-2 21 i
R0 M T M, B0 IE H AT 8 R b R 40 i
RWPE-1 BR800 55, Mt Rat kS PIML 455
I3 PIM1/CXCR4 FHEAEF , 43 0400 ) 715 51 B 9
TR RS >
1.5 3t&RAEARpIHER

NN IR 1 (hFENT) 3L R, 3222 & # DNA
SIS A, BFoE 2 B, F5 42 1Y hFENT 1]
RE SRR AE (1) 20 B, I EE e i e A R R ik —
SR A DNA #5345 B v 5 48 (DDR) o 4 RAEN
NN YIEG 1 ChFENT ) @9 800550, 175 2 B2 1L y-
H2AX ( DNA XUk Wi 24 1) b5 75 ), 42 fiff HT-29
Tl ;TS Caspase-3/8/9 3B ADP R 5
( PARP) Fl#% W R % i (NDPK) , A %5



Vol. 34

g R K AR LR IR R 165

HCT-15 J1=24 0 08 T 5 0 2 200 6 e ) 1
ToPIFIZSEY [ WELE A0 P R gE T 3 k4
FHo Le3-11 Fil Beclin-1 2 [ W () X 5% S 5L, 19
M3 Z Fikb 3 HCT116 F1 SW620 J5 , Le3-IT F1 Beclin-1
SN, i p-PI3K , p-Akt, p-mTOR g 3 F#AK, %
Az 2 T 3E 41 ) PI3K/ Akt/mTOR {55538 [, 75
T HCT116 F1 SW620 4 il % H WEFJH T, Western
blot il {5 FH [ wes 41 i 7] ( 3-MA) 15 F 4% 45 28 5
ALFRY) HCT116 F1 SW620, 252 /R : Bax ik & i
NN, Bel-2 3Rk it b 25 AR, 2 WA A 22 1
il 20 B A W, B4 5 HCT116 A1 SW620 41 iy &
=0,
1.6 XJAF¥E 4R A A3 &I 16 A
FERHEIRIT 1 7 AL, Yes AHOCE 1 (YAP)
FREfG S i o e b 2. i R AL S
HepG2 1 Huh-7 ) 3% 58 1 1T %% 2 21 99 8 90 i, -
PCR 7M1 & W, YAP (%) RNA 7K V-3 A A2 4k, SR
Western blot 253 7~ , YAP 72 /KB T,
fidt FH AR RS 150 (MG132) B0k, 25 5475 W 4%
MEZE T YAP 42 T ORAFSY YAP il #I 3L [ - 245 45
HAHERK K (CTGF) | c-Myc Survivin Fl'E 72 i

HAtR (Other cancers)
696 935(23.2%)

FLI# (Breast)
117 174(3.9%)

J#lR (Pancreas)
121 853(4.1%)

45 (Colorectum)
286 162(9.5%)

% (Oesophagus)
301 135(10.0%)

HIRE N 61 (CYROL) , &5/ Hrk B Mg 22 ] g
R HABTT A YAP, T YAP NilEEEA . Jeniif
SEARH] LATS1/2 {2 i YAP fERR 1L , i HAR F A
(R ff, B RS I8 00 0F, M 08 0T B 1B A
LATSL/2 i 12, fil % YAP 1 w5 12 1k F B2 fige, 30 o1
YAP T JF#E FE K c-Myc ., Survivin #1 CYR61 %5
T-,Western blot SZ45 25 5 H7 Cleaved-caspase-3 i 2
Hn'® . AR AL HepG2 )5, LiMBET-3Z
& 4(DR4) FET-ZAK 5 (DRS) fEH B |4 Bax, T
i Bel-2, 3 Bax/Bel-2 B T | [ I 48 m ok f4
Cytochrome C & 347G Caspase-3/8/9 155 HepG2
PO Sl T 2 R A I ( DEN) 1 2- 2,k
RBHEDj (2-AAF) 5 SRR B, g R Wb S , 25
KRB RBS TR IEIT A0 i Skl ik & B8k,
USROS ) ZKF ZARLAR i i 2o (A s i P il
A2 ¢ B, TG IE 4 SN IC I AR
1.7 X Fifi 922 40 B o 400 161 4 AR

PEAE 2B )% Global Cancer 2020 Ziit, fifidi &
Hh B8 T A e B AE (L] 2) o il Y b -
] 56 B A (EMT) A5G AR F1  ROS 772 K i T AR OC
FRAR LRI IR, B Xt it 4 L A 3 TR .

fifi (Lung )
714 699(23.8%)

i (Liver)
391 152(13.0%)

' (Stomach)
373 789(12.4%)

Total:3 002 899

2 2020 FHEEEMGITHZIET ABALL

Fig. 2 Estimated proportion of new cancer deaths in China in 2020
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Table 1  Effect and mechanism of myricetin (MYC) and dihydromyricetin (DHM) on tumor cells
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2:5% 1( Continued Tab. 1)
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Note: T indicates up regulation or over expression of gene or protein; | indicates down regulation or low expression of gene or protein;—indicates activa-

tion of signal pathway or protein expression;— indicates the expression of inhibitory protein.
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