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[Abstract] Cancer is a threat to human health. New treatments for cancer can significantly prolong the

survival time of patients, but fail to improve the adverse reactions induced by chemoradiotherapy. Improving
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patient outcomes still requires the effort of cancer researchers. In recent years, the anti-tumor effects of active
components from Chinese herbs have received wide attention. Kaempferol, a flavonoid mainly found in the
medicinal plant Kaempferia galanga, can be used to treat obesity, cardiovascular diseases, diabetes and other
diseases. It has also exhibited good efficacy in inhibiting the occurrence and development of liver cancer, colon
cancer, lung cancer, ovarian cancer, and other malignant tumors. Kaempferol mainly exerts the anti-cancer
effect by inducing apoptosis. Specifically, it promotes the production of intracellular reactive oxygen species
(ROS) and triggers cell apoptosis through the mitochondrial pathway. Besides, it is capable of interfering with
the cancer cell cycle, causing most cancer cells to arrest in the G,/M phase, and inducing cell autophagy, a
programmed cell death, thus inhibiting cell migration and invasion and angiogenesis, synergistically improving
chemotherapeutic drug efficacy, and reducing adverse effects. Kaempferol acts on a series of intracellular and
extracellular targets to participate in the regulation of tumor cell signaling pathways, involving
phosphatidylinositol 3-kinase (PI3K)/protein kinase B (Akt) , epidermal growth factor receptor (EGFR) ,
mitogen activated protein kinase (MAPK), and Wnt signaling pathways, with the PI3K/Akt signaling pathway
being most significant. In addition, kaempferol also plays an important regulatory role in tumor epigenetics. This

paper reviewed the anti-tumor effect and mechanism of kaempferol, aiming to provide reference for in-depth

study on its prevention and treatment of tumor and the development of new anti-tumor drugs.

[Keywords]

%ﬂ%u P il 988 9 K B T N B0 R R B Oy v
Ko, Bl % B2 R WK R i ST REE 3R
I7 4R T T BN TR IR VR T S5 AR GEiUb T
BB WAL R AR B B K EOR )R A
A 3 T AR AR BIAR AR (g, ARy 259 e
25 1) S5 A R R s WA, (E o 2545 2808 43 7 i I B TR
Hh A L R A e B T A e o A R RS L
KGR R AT WA R RN, SRE I 4 9 Sk A
MWLM, 52 B 2098 & 1 K .

L 25 W o — i 2 BORVR T 2 B AR A W 1L &S
REMEEIRGY, HEWS5ME R FRER
AL FEAE T —erh 25 b gy rp 7 T L
BT NEIHE O I B BE DR S50 o Ak, 1l 48
T 5 470 i R T AR R B A NI R . A
KBBS00 W ] BE 2 R AR E &
Az 1 DR S 380 9 e A T AN ALt S G
WF T 7 1L 45 19 340 gl i 2 R 42 | 22 30 A4 o B
g i R K, EE AR AL R AN R
ESVRINAE |« % R ¥ 1S i o g
Bt 98 250 K ML 5% 1 A7 253, O 1t A3 B e i
T 1Y E— L OF TS RO 25 W) T R AR S
1 BEH 40 B ) HA , # U Beb /68 2 A 38 3E

AN B2 AR 3 B 2 BT AT IR R AR R R
BLT , 1L 25 19 %k 22 B ik Jeg 210 6L 33 20 A 40 < 4 FH 2 30
R AR . BT R B, 1L 2% B AT LA RIS A
AS549 2 it v 41 i J5 191 2K 11 D, (eyclin D)) 1 3R 35, il

- 220 -

kaempferol; anti-tumor; mechanism of action; apoptosis

b b 0 g i PR 2R I 2 R W R I (PTEN) mRNA
DL K B8 AKCE 80 Wl A UL 3-8 (PI3K)) L 4R
FI I B (Ake) B iR Ak, 400 i i 958 4 i A= e 1
2% T 0 W] U 3G 58 A0 B A% TR (PCNA) , 8 T~ 41 1
# M (XIAP, Survivin) B9 2% 15 $00 ) 0I5 40 B 154
FENT BRI Ll A B T S A 25 SOR K
D[R] B0 368 8 T 800 s 2% T R B B A VETF
i 962 248 ML I, 3K 2 X8 45 fi s LA N L R i A48 e 1 41
] 2%t 2 v TR 2 A, AR A g B3 R A 4 A g
B TETE L EE B IR A 2 i Jg 2 20 v A 34 5 e i Ki-67
WD YAO SR N AMIE ST R L A% T BE S
IR 20 T A SEOWE T A B R SR A K
Z & (EGFR) 5 5 3 i T 8 O W5 BBl -2 19 2258, 0
il 98 41 B Y9 Warburg 200, £ 95 41 i A= 4 2 2
il o TRV 258 v e T 1 s T T At e SR I G
BRI p21 1Rk, 2 8 KYSE150 48 il
AW & A2 Go/G I B

FE R 22 B RE T, 40 ) 14 B A7 ) 20 i Y
PR Ll A% W AR S i ek R AN A R A ] e i
HERE AR 5w G,/M i, Al K 22 550 7 20 it B ¥
EGyM #3745 By ol fl E o MKN28,
SGC7901 4 it Hh G,/M 1 410 il 384 2, Ho 3 oo AKX R
2 K B 1 (CDK 1) /cyclin B & W)
(36 P 1 0 o A0 R A0 R O g A2780/
CP70 4 Jitd v >, 111 2% B AS 5% i) cyclin B, i 2% 35 , 1Ml
J&18 3 Chk2/Cde25C/Cdc2 i 1% A1 Chk2/p21/Cdc2 i



527 B4 20 ) hESREHFFFERE Vol. 27,No. 20
2021410 H Chinese Journal of Experimental Traditional Medical Formulae Oct. ,2021

B 75 5 G/M 40 B JE 09 R AR B o A R e AR
5% o, Ll 2% Wy a] 0 g i PANC-1 40 i J&] 31 R
S,
2 FEMEARAT

A1 32 i 988 200 ML 9 T 2 400 < 20 G B 4 A A R
B 2 — o Ll AS WS R Y R T K 2 AR e 4R
BRI AR Ok S B . Ll A W E 7T 2 B R A R T Y
P2 A AR, AT DA 5 9 1 4R (ROS) X 1 & 41 fifd 1
A SCRE AR 8 b JRE 40 M P ROS FH . it
1 ROS ] LAk A% 2 b7 AR (19 ) 8 5 45 4, 5 S50 400 e 8
TR . BESE R I, L 2% 5 5 R AH AL R R
TR, RE A0 ) VR F TR K BRURE Y A T 48 A ot
B0 9 A0 e ROS 189 28 il 175 5 S A N 9, i 4%
RN SR VAN O RO O A =N TR IR Y =
i K 4 5 R 4K 11 /K f# i ( Caspase ) (1915 1k filh & 28 ki
PRI TR AR R B IR S B R 28 A0 S R R AN
] 2 52 ROS H i AE B . 1N Z&S By ] 2 238 12 15
S PR A0 M ROS 5, 8 X IR AR g 41 19 F 5
TUE S 11 23 13 o] ke 400 L RO'S i A= B84 i, TR AT
G 1L 2% My 3 ok 00 ) 4 = e e RS il 2 (TGM2)
mRNA FIE K V19 22 35 5 2 ROS B, 2k 1y 40 i
Akt/F5 A FE R 11 (mTOR) 5 53 % , % 5 1 I
I8 40 ML ROS MR 1k 0 10 1 25 13 i i LA AR 55 4
PE AT 230 006 K562 40 e b ot 4 Ak S0 0 1
P, ROS AL, A fil & P8 T (HAH L F 2t
AACE R, 2RI A Y ER S5 48 B T 456
AW AT S5 5 T 45 A Re R I I A i A
I R - S e 411 oF e e U e g S S
BB 5 DNAZ G WM E T46. W-ILaEmE s
Y38 2 5% W B2 1V 7F DNA Fff i 7~ £ ROS, 5 2 DNA
B S — AR Y A 1 A W i T
40 s DNA $51 477 , fiff S 35 2% 81 6 400 00 45 7 5 i 8 28 3
fitf (ATM) 5 pS3 iR Ak, S Ean i & B -2 B
S R T B, A0 56 BT 2(Nrf2) 2 48 A 38 T 35 i 32
BRGS0 R A A . FEAE /N
il 88 4B H, Ll 25 B R N2 DL R A G B R
IR RN B Sk BELIT R 4R B R D e L S L AR
13 5% i Nrf2 mRNA ) F0E P . BFoE 8 & B, 1L 25 1
] Nrf2 i 42 S BROS 7 A, I8 o 75 S 4 i 0 7
T B F R PUORE

PR M R T 37 31 B 4 I Ik ELJRE -2 (Bel-2) K
W 1R HE L Bel-2 55 Bel-2 4156 X 85 11 (Bax) By
151 8 42 o 98 A B 4 A7 0% 5 TS . KASHAFI AP %
PR, L1 2% Moy 52 500 £ AR A ) 40 17 R U 40 L O

T, 25 VEH G p53 ik, Bel-2 T~ 18 A I Bax
R LS S A R T A A ) PI3KY/ At 3 %Ok I
M. 7EU-2 OS 4 rh WA 3, 1L 4% 1 N (38 2o 2k
PRI AR S 08 T, 38 ATk P 5 IR SR A g
()85 85 1 K7, b R S R (O Y 2GR DL K K AR
Caspase-4 (76 P S 20 4n 8 & A W= A B B
7, L2 3 s S R0 R AN 2 ROS, T
ROS-p38-p53 Y T3k 4%, [] i) 38 o 1 o) B A ke 1y A
T 2a 7 FE Y W 1R 1k (p-eIF2a) F1 C/EBP [A] I 2 1
(CHOP) R 3k 7K ¥, W TG oA 5T I 1 38 R T2 3 4%
M &R S 3 Bel-2/Bax /), T AL 12 22 £ 2% 953
A3TSSM 4 T8 Ak, P I N A T 4
fit 9 7= 25 ROS, ROS 2 AF FH F N 5 M9, JinJil 1 42 9]
T ERIA .

Ly 43 fp 3 2o 9% 5 ps3, BB TS % 7k (DRS M
Fas) Y 2 35 3 4 1% Caspase-8, 5 2 P & Ji5 A2780/
CP70 4l M AR SRR T 0 & AR 55— J0XT b 198
20 A R P, T ER CHOP 6 [F] B 1 35 [ Ik DR5 1Y
Z23K ,IESZ CHOP A1 DRS 78 i 988 PR3 K T 4H 56 08 7=
3R (TRAIL) 5 5 (0 40 j 8 T b & % 8 224
FAP o 1l A% B AE G ok O B A0 A Ak 0 T B
(ERK)/c-Jun 24 # 7K %f ¥ B (JNK)/CHOP & I+
DRS 1 3% 3k , 34 58 UP 55 9% OVCAR-3, SKOV-3 4l fifg
XF TRAIL 1755 24 A 08 12 %) U JiE
3 SRS B E

Ly 2% M 38 0 15 5 A W OR 9P OE B AH i fe 32 T fig
B[] Hof S 1R 5 AN ] 3 B 07 fieb 7 200 P — R 90 Y
AH G 3 R R AR 1 3R R KT T L 5 S A 1 R AT
T FEE A M L AS B SE S S A WA R 3-
H LR RS (3-MA) FIE M (CQ)E A kB2 5
20 1 R A R T 5 4 KO IE SR R URIE S
1Ly 25 W 3 2o LA 5 K % 1 (IRE1)/INK/CHOP i # %
55 D9 5 0 L A R R T R &
Bl 2% W a]  k AMP AR Y 2R R (AMPK)/
Unc-51 FF B/ 1 (ULKL) il B fff 40 M A& 28 A W .
CHEN 45"/ % B, 1L A% 8y 5 5 25 51 ROS fith & it J5
B (U87 MG A1 U251) 4l Jifg H W5 , 5 2L p62 Rk 34/
DL O A R 1 R4 3(LC3) KA1k .
HE— 25 BF 5 & B 1L 2% B A A i R v 4R 40
HeMEIRFE o 111 23 By A B AR /N A0 Bl s AS49 41 i
Ji,LC3 I B i A8 L LC3 I , A MEAH G & 1 7
(Atg7) DL J A W ¢ 48 4% F BE 1F Atgo A R )
(Beclin-1) 335 L . #Fr miR-340 5 7] DL 5% |
IR, B 1 A3 T RE G A b A e 40

- 221 -



527 B4 20 ) hESREHFFFERE Vol. 27,No. 20
2021410 H Chinese Journal of Experimental Traditional Medical Formulae Oct. ,2021

miR-340 ) 35 A SE 40 M 3 WS e Ak, Ll 2R AR
JH T8 SK-HEP-1 41 ffl J5 , HUANG 2575 B 55 F W
5% S 4 M ) W AR O I, A 5 I g A A Y 1
2 3E S PP Akt/mTOR A e S8t
4 MEMEARIREREE

t 2% i 3m o 22 Bl g 4 3 ) b 18] 5E A Ak
(EMT) , 40 fifg #h 3 i (ECM ) [ i LA K 7 26 1L 45 2F
S, A kR A R A2 2R . R o, Ll AS T T DL
il SE /1N 290 B I e 40 e DA e e SO 98 4 S EMT
HH G HE 1Y 2R3k, BT 20 i EMIT, A 17 4000 1 985 200
[ 3 B8 FNAZ 28 o 8 40 43 W 1 B T 4 DR R 1
(MMPs) 0] [ it ECM, 5 S50 i I3 40 Ji DA S 22 35 467
% P ad Z 40 ECM i A TG 3R R 40 5% B 28 Hofth
{214, CHEN ZE“7"0F 5 J B, 1l 2% 193 ikt 35 W 1K 4
Jifi F MMP-2, MMP-9 mRNA DL K 5 (1 7K 2 ik, 40
il B R U-2 OS Ui IE R e w4l i 28 . iF—
A HL B 5 2 B, 10 2% 1 3 Ak 40 o) 22 24 IR Ak B A
T (MAPK ) 38 #% A8 OC 25 11 ERK, INK, p38 1Y i i
A DA B 3005 R -1 (AP-1) A S (1915 53 % L e 1%
MMPs [ 2 35 5 3 P, 30 i A B R 988 40 i 1) 25 % Fn
1228, (H7E S 40 9 786-0 41 g rh ), 111 25 1 I
52 MAPK {55 5 38 %, 17 /2 38 5 710 61 26 B BE 4 it
(FAK) DL J Akt 1% & $1l il 786-O 4t il (1) i # Fl {2
78, I B 7E 3h Wy B T ep I S 1l 2% I 5T PR R AR
Fl o LEE 45" 3 1 h 25 5 55 24 B 24 50808 )R 5 43 #r
V5 (TCMSP) E 4l 122 43 A , i 46 I 1iE 55 EGFR AH 3¢
15 5 38 [ A2 1L 2% W VA 7 108 R 68 40 M S % 1 4 AR
o Ll AR I R R LA B R R S B E R 2
JHF- 98 40 B 3 7% R 4= 28 A O B 1 R A v T R
M2 . PLHIBEE & 30, 2 38 L 1 3% X mTOR il
% 0 B0 R & FEBUE R AR B E . A L AS
38 1 PI3K/AKtSY , Wnt/B- 1 35 2K 1 (B-catenin )™
A K ¥ 2R TR IR 2 A (RhoA) il Ras AH G Y C3 1A 75
FIRY 1(Racl)" ™ A5 {5 5 38 5 45 AS (7] firb 988 48 B 174
TH5RE,

i 96 i A I A A ek e B A R AR Y R W A
2 o 1~ S B TS A R e o RN IR = D
Ji 98 1 — A 5 1) o Ll 2 AT DUREE IR I A Y Rz AR K
K F (VEGF) il 34 i 5 8 Jik 9 Bz 40 il (HUVECS)
I 65 TR 5 0 0 I 445 T B o I R i T AR e e
il VEGF | 3% 9 4 £z 48 Jfd ' PI3K/Akt/mTOR LA K
MEK/ERK 3 [ , 90 il il 45 A= B 1l 45 W 34 58 1%
S HUVECs %A fb 1 # 7= & ROS, LEE 4538 i 1 7k
A ROS 1 i 51 N- 2 Bk > bt 2 2 (NAC) , ATM 1)

- 222 -

590 DL R DT Bk pS3 3k RESE , ROS F 8 ATM Al p53
WAk, fih & HUVECs B9 SN EE T
5 thEEE,EEMBSAmE

FEARALTT 2590 A B RN, 4iE 2% i 00 75 3 1 T 245
W2 2 A RUN ST B — REF A . ATP 45 & &t sk
(ABC) G5 W] fiff Jifr 92 240 Jt v 245 490 1 HE L 7= 26 b i 2
2yt 254 (MDR) ™. BIF5E & BR, e VR 2 114 1L 4% 1 v
DL AR 21 g th ABCB1 Fl1 ABCC1 K5 [H A 6 3k, 300 5%
F1 IfiL %5 (HL60 A1 NB4) 4 Jifd ) MDR"*”' . LUO £
i 3 S B E H PCR I ABCC6 i i 93 56 [ c-
Myec [ 5% 5% K7 % B, 1l 25 B /R 1 5 AE . 35 410 161
ABCC6 mRNA 7K, 3 /> I 40 40 HE L 34 i o 31 9
OV CAR-3 4 g % I #H B 50 /ek A% B2, Ll 2% 3 34 v 3
i I c-Myc mRNA 9 R iK 88 o W51 25 2. fbJ7
it 245 48, 55 Nrf2 (9 /85 2R354 ¢, 1l 43 B v 3 o B i E
/I 200 60 il 9 20 e 0 Nef2 R 3 Nef2 L% T
A OB kW amAb 7 e s I A 5 5-
R W WE (5-Fu) B A B [ A2 98 T2 7E T, O 42 i 45 1 9
40 F S-Fu 0 BB o 6 1Y D [ 39 B5CVE 2
Il PI3K/AKCE B, I i g 15 2 & BUER (TS ) K
SR SLEL L AR L AR W S S-Fu W fa] P [n) 4 32 40
JL 98 T (R ML 1 AS T AE L S5-Fu 35 L IR 40 i 2 1
b F o 2 DNA #5140 91 B 1k H 8 52 ok & 45 Bt i 9/
P T, T L 25 B BE 38 1 ROS # #5i f DNA 1 1515 &
JiEE i B R T PRk, 3 AT RE AL [R] 3 2 DNA #5455

L 2% 1 AN {H B A2 1 BovE | 38 B AR O 1
YER , KUO S5 RSN 5 7, L A3 13 154 5 i i 40
J0 £ 6 S BORRPE | 38 ) S0 ) Akt, PI3K R ERK 1Y 8%
12 AE 7K - ol il 958 AS49 40 it BEL iy 76 0T BURR ) G/
M, I IE R T R A . RSB IESE Tl A%
T3 e 358 5 0T XoF B 9 A R A o
6 AEERNEEMBEN

S RE 1 & A R A 5 3 UL ik 1L 2 B AR % )
A LU S5 o B3 A kR 5 M PCR A & 31
Ly 2% B W7 LA 335 2 485 B g 40 L DY) B- 3 B B P ) 3k
[ 2(DACT2) i Ak o 3 — 20 43 7 X 42 Fn 4 e
GRS 20 W, LU A% 0 g 08 38 Ao 4 1) 1 1) DNA
FE R 1 (DNMTL) ffi DACT2 2 H 24k, WA i [
ik Wnt/B-catenin i ¥ AH 5¢ & [ 32 3k, W0 45 W 9%
HCT116, HT29 40 Jitd (1) 34 58 DL S iE 8% o 1R N S0 56 3
B, L A3 W B RS 2 990 B 45 1 i 0 /R o Ll A4S I AR T
JBs B 9 40 S fiE UL £¢ 2] DNA H 3 % 5% B 3B
(DNMT3B) [ fif , Jo3d o i i DNMT3B iz & -5



527 B4 20 ) hESREHFFFERE Vol. 27,No. 20
2021410 H Chinese Journal of Experimental Traditional Medical Formulae Oct. ,2021

P T A ) 8 A R TR 8 R 1 KT R 9 T D A 40 i e
DNA fi F 3 4p )

H M OB (HDACs) 7] DL gh & 2 1F &
SR S sl K, B 3L OE 0 R Sk T RE S 8K
UM % A o BFSE 2B, L 2 1 AT AR BT A
K HDACs WG, HAEH T Ed4 e aAE AR
AW H3 LA PR S TE e, T R A R v
KT P9 A A AR ] S TR AR DG A Il
My 38 T A A1 A b 41 B 3R B S T (G9a) I il
LC3 [ AYFR 2,38 5 HDAC/G9a i A1 5 1) 25 W0 8
e G = R o Sl S S T e

2SI RE ] miR-21 & FE PO AE D, 38 1 G
AE /1N 4t i 95 240 A e 358 AR A G 8RR
b Akt 1B R AL 40 6 AS49 AR i BE A Y. 5
miR-21 AN [a] , 1 4% W3 76 AE /)N 48 F it 98 A 549 44 ffd
fig 118 miR-340 & # iR AHALBL 3 5 2800
7 451

S S T g 7 S U (S = W o O |
T, AR LR IR R AR BB T IR R AR DL K Y R ) i
P o K 22508 40 M v 38 A i ROS T, i & £k
B R g A2 08 T, ML WL 1 1l 2 i nT A 22
Je 240 L FE 3 GL/M I & 2B BHLAE 348 R 3 e R () 3 15
T2 L 00 R A A R 1R 8 DA B ORT A i A
T 1, 396 B Jo g 22 245 T 245 45 R HE T R 4 . Bk
Jea HL 9 & PI3K/Akt, EGFR, MAPK , Wnt 2§ {5
530 e, Hod PISKY/AKt {538 6 T fig 2 1D 25 A9 £
BN o 2% 24 B A T A & B PIBKY
Akt 5 538 8% S Ll A By IR T i E 1) R R B 2
L IR L 2 T R 2 00 35 4% 2 A R Y O
AR, 435 X DNA BSR4k, 41 & (B i,
microRNA [ 45 45 .

WA 51 R ZH B SCAFRAE, S i
TR VB, 2 ) SCHk B A FH AE R 3 2 A L R G R S
SRR HET, AR 0 K 2 S 0 U B A RSN 2
T, B 95 1L A I A5 N B B TR 2R 25 K IR I 2L AR
FH AR, B T HAE R be i 259 i & Je . RE
UEAE SR 9K LRI TR G A g OK R SR T A 2
J5 =20 B Sy 1L 2 e oy R 2 AR AL T e
2o AHL A3 I 7R G R L B R AT SR B A R Sk
IR K 4 1T 04 W 58 PPl 22 Ak AT R DL SR
FHALHI S o Ak, 25 B LI F 53 PISK/AKt i F%
W3 2, E T Ll 38 % %) F 9 25 20, O [m) 19 3
] JE A AFFEE B, A et — BB . AR R K BEE
A% RNA 63T MR8 5 1 S 7 HE A % B S vy, {HL

—
Bl1 RS R T E RS

Fig. 1 Mechanism of kaempferol inducing tumor cell apoptosis
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