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[ Abstract] The global incidence of breast cancer has increased year by year. Breast cancer has the highest
mortality rate in female patients with malignant tumors. Traditional Chinese medicine (TCM) has made great
contribution to health of human being, improving the overall curative effect, reducing the patients' pain,

improving the quality of life and alleviating adverse reactions in patients. TCM and its active compounds can
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inhibit the proliferation of breast cancer cells by inducing cell cycle arrest, invasion, metastasis and reversing
multidrug resistance. The effect of the compounds in TCM is obvious on inducing the arrest of the breast cancer
cells cycle. It's a novel method to fight against breast cancer by influencing the progress of the breast cancer cell
cycle and inducing the cell cycle arrest in breast cancer cells. Lots of studies have shown that the G,/M phase
checkpoint which transition from gap-phase (G, phase) to mitotic phase (M phase) in the cell cycle is the key
point for cell survival or death. Many antitumor drugs can inhibit the proliferation of tumor cells through the cell
cycle arrest. We summarized the domestic and foreign literatures in recent years, and comprehensively explained
the research progress on the related regulatory molecules in G,/M arrest. In addition, we summarized and sorted
out the researches on the methods and ways of alkaloids, polysaccharides, terpenes, flavonoids, saponins and
other active compounds of TCM in inducing the G,/M arrest of human breast cancer cells. By summarizing the
active compounds of various Chinese medicines in inducing G,/M arrest of breast cancer cells, and reviewing the
research progress on mechanism of active TCM compounds for inhibiting the proliferation of breast cancer cells,
we will, in this paper, investigate the mechanism of active TCM compounds for inhibiting the proliferation of

breast cancer cells through inducing G,/M arrest of human breast cancer cells, so as to provide a scientific basis

for in-depth research on the anti-breast cancer mechanism of the active compounds in TCM.

[Key words] traditional Chinese medicine;

(G, phase)/ mitotic phase (M phase)

G KB, 2017 4F 2Bk A 2 450 7 41 i 4 =
4, 2 e DS E BE T 8 5 — A DR gl 2 LR R L, T DL
UM L VRS AE SR T B SR R . FLA R A
MW ER R ESR . FIE R 25
50T FBRE NAIT IR A EENE L, A
R 2 IF ST Y E 2D A i B A T 2 B R RO A
B R BRI W R K, R LRI R R ELR
WED . MY S — ¥ SRS, 2 B
T HE S MR 2015 4F IR e N R G R E 24
)i E A 69 Fhrb 24 Bl St Sy BE % F LR 9T FLIR
SRR, XS v 24 T 2L AR R A 0K A3 B L B
i R AS RS [0 200 50 1o 9 o) 2P Bt 9 400 i 3 5
5 5 L MR i 20 ] B BEL % 5 L MR e 4 L Y
To L H W ) LR A IR 28 R i i 2 2
fiif 245 45 3k B P FL R VE R o 25 RO 4y B 5L
I 58 2 6%y D S 20 SR i FE W A 3 ek B i L R R 40
It JE 3 R O R L IR e AT B LY L 48 AR
RPUFL IR 25 0 — A B kT

20 6 JE 1A 28— ZR 0 G A S WA ) A e U AR
PR B PR R T e R AT . A A 4 R 0 Y
T2, 1T 40 MR 0 E B h IR IR T I — s AR
VI 22 i 4 1L 5L A Bk B 1 T 480 A% B A% 2 (DNA) & B
HI 1 (G0 A A i ML, PR X DNA & S (G,
1) A A A 0 A S A T R AN X AR G M
R 5 A W 5] B R s LRI K 28
J2 DA Sy 2L B 400 ) ) 30 3L B S 490 4 o ] A
- 206 -

active compound; breast cancer; cell cycle; gap-phase

HERE B T B o Rk e AR R R R Gk
H5EEMERE KB ERE KEMBUGANRA
KM 4 G U B 225 243 (M BT 1 A A A
Bl G,/M K A f3 2 20 A7 35 B0 T2 1Y O S T a8 A5 .
21 L JE 3 R G/M AR O I g 4y F g
(p53), A ML JE U 26 11 B, (cyclinB, ) , £ At J&] 101 40 i 7
B 1 (CDK) % 52 1 4% G/M ] 19 A1 5C 43
U Gn 25 8 2 AT DL i 8 ) pS3 {5 S i L i i
p53 )3 Bl R A Gk S N, A A M T
I cyclinB /CDK 1 {9 1% £, 51 5 G,/M 1] B %
FEICHU g vE M L v 25 RO 43 e L R R 4 i
BH ¥ 7€ G/M B B BF 58 & 28 WL S AR 53 104 £ 45
24 v R S TR R RO A3 L B AR e L 2 0 K
i 2 A ROR o , # RE A S LR g AN GL/M B BE T
(D), AEZEWNRE L. [HHBWUF RS T
2y S IS TR 08 5 5 5 2L 9 4 GL/M
BEL ¥ 118 JEL AR B 1 A 3 I, L 0 WA R GE 0T R A T
(4 O T v 24 14 39 P B3 175 5 L R 40 L G /M B BE
i TS . 2T ARE R X G/M BT TR 95 4
Ko 254 8508 53175 5 2L R i GL/M BT BE S 1) 4 1
T CAS T AH S i afk J o 31 i, AR SO GL/M A G
A A 43 B 25 v S A A AR 43 o L B i 4
G,/M HABH ¥ A B 55 HEAT T I 40, X 2543 380 o3 15
7L 9 A B 1Y G,/ BEL Y 4 o 7Lt g 4 A g
B BIL ] 22 5 e FE e, DU Sy b 2548 3800 43 4 1 5L
i g ) 5 B B LR A A A o 2 R A AL



5527 5 4 ] HEXBAFZRS Vol. 27, No. 4
202142 H Chinese Journal of Experimental Traditional Medical Formulae Feb. ,2021

J o3 1 LR B G R O AR S e BB S
i AR L P B AT 160 7 SR s B SR

E1 HHEERASESILRESRG,/M B HE

Fig. 1  Active compounds of traditional Chinese medicine in

inducing G,/M arrest of breast cancer cells
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