5527 445 20 1] FEXRAFFERE Vol. 27,No. 20
2021410 H Chinese Journal of Experimental Traditional Medical Formulae Oct. ,2021

Hh 245 0 A e 1007 AR R R P FHAIL AR 40T 58 E

BT, EE, TEX, WELE, A
(AP EH KT, R# 610075)

[(HZE] Bl — R 35 JE T 38 Pk iR | ek A 2t B el A gk M o 7 A I A8 A= B ] g 2 il 8 R A 1 F 2
BLH 22— o il 98 200 6 14 A4 A mT S aed o A8 A iR A Y T R B, DT | R i B ORIV RS o L, M A A R ) 2
BT AR AT s IE T AMIE R R AT BEIR YT T B AR TIIR YT S 43 R AR L I B S O R R SRR RN, R Y
Wi T AR A A T b . B A 6T A AR B S WA TR VR 9T O 8 I S B A Il g T 9 SRR 1 B S R SURIOE R R AR
QIR oA E i . 3 S M 7 < R OGN 3 v = =) R N5 7 = 7N I ) N 709 1B 7 B o
B AL BRI RE T B g il i R AR B T RIS R A RIS SR E S v 24 T 0 ) il e A O A A A, A T A
PR AR o BeAh, b 25 B AR R AR 3, WY LUA SRR AR RN, B8 i Y7 A, st AR AR IR A O L TiC A LA TR R Y A B
B P RIAE L A Bl e 36 7 A )2 B R R A S o 12 SO A R 5 R 2 e A g I AR B R DG S IR AF ST 45 S, kb e 2 40 o i 9 1
B VR FAL BEAT 1 R, LUIBT O I DR i v o 7 SR O AL B LA S 255

[kgm] M, mEEm,; Py, ERVLE

[FE S 2E] R25;R242;R2-031;R246.5;R285 [XEt#RIRFB] A [ZEHS] 1005-9903(2021)20-0236-08

[doi] 10.13422/j.cnki.syfjx.20212094

[ 4% H ARt dE]  https:/kns.cnki.net/kems/detail/11.3495.R.20210902.1018.003.htm1

(M4 H R B#A] 2021-09-02 14:18

Mechanism of Chinese Medicine Against Angiogenesis in Lung Cancer: A Review

ZHAO Li-na, LI Qian, WANG Wen-wen, YANG Yin-qing, XIAO Hua’
(Chengdu University of Traditional Chinese Medicine, Chengdu 610075, China)

[Abstract] Lung cancer is a malignant tumor with high incidence and high mortality, posing a great
threat to human health. Neovascularization may be one of the important mechanisms of lung cancer. The growing
lung cancer cells can obtain necessary nutrients from the newly formed blood vessels, thereby causing the spread
and metastasis of lung cancer. Nowadays, anti-angiogenic drugs are commonly used in western medicine in
addition to surgery, radiotherapy, chemotherapy, and immunotherapy. However, the resulting adverse reactions
such as thrombosis, hypertension, diarrhea, and cardiotoxicity have seriously affected the quality of life of
patients. As the recognition of angiogenesis deepens, the selection of lung cancer treatment options has become a
research hotspot and difficulty in the field of lung cancer treatment. In traditional Chinese medicine (TCM) ,
angiogenesis is believed to fall into the category of “collateral disease”. The invasion of external pathogens and
deficiency of healthy Qi will cause visceral dysfunction, which can be gradually followed by Qi obstruction and
blood stasis and phlegm-turbidity congesting the collaterals. As a result, the collateral function will be damaged,
providing favorable conditions for the occurrence of lung cancer. More and more modern studies have confirmed
that TCM is able to inhibit angiogenesis in the lung cancer, thereby resisting the tumor. In addition, by virtue of

the unique advantages, TCM effectively reduces adverse reactions, enhances the efficacy, and improves the
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living conditions of patients. Moreover, it can synergize with other western medicine therapies in the treatment
of lung cancer, exhibiting a wide application prospect. This paper summarizes the mechanisms of TCM in

inhibiting angiogenesis of lung cancer reported in relevant experimental research, hoping to provide reference for

the optimization of clinical treatment strategies for lung cancer.
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Table 1 Mechanism of traditional Chinese medicine in inhibiting lung cancer angiogenesis
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