20164 H H18% 4y

FEPHZS  Mod Chin Med

Apr. 2016 Vol.18 No. 4

oé‘/%iﬁo

2 R0 R AR 2 YR 9T = B LR 1 S50 AT o

X #

18481

(1. LEFEARFMBETFEER, £ 200041;
2. PP EHAFWREAEER, L 200032)

[fHE]

= BATEFUIRE R — DB MER AR RS R FUBE R, B AR IR R BUR IR 22

AR, AR

W REAT X = BATEZLIRE 1 B 25 N AR 25N A IE S o AR Zrid 1 [l Jost 1 245 10 K SR 25 901 f“*FﬂfizLﬂ%?%%‘ﬁﬁ
R, SRR, —LEh 25 FNAR 25 1 B o3 AT LA i 22 B A ] = BF P 3L e 2 B 19 A I R A, [ 4
NS AR SRS B RN - T 25 AR XPOR AR R A5 D TR BIF S LA BR 2, 2R DRSS A T i

B ITIRIT ot R e o
B335

2l RERZ5Y); —BATEFUIME; SCEbs

Update of Experimental Research of Traditional Chinese Medicine and Nature Medicine used for

Treatment of Triple Negative Breast Cancer

LIU Jing'*

, LU Deming’

(1. Shanghai Municipal Hospital Affiliated to Shanghai University of Traditional Chinese Medicine,
Shanghai Municipal Hospital of Traditional Chinese Medicine, Shanghai, 200041 ;
2. Long Hua Hospital Affiliated to Shanghai University of Traditional Chinese Medicine, 200032 )

[ Abstract |

Triple-negative breast cancer( TNBC)is a special, difficult to teat subtype in breast cancer, the clinical

outcome of patients is always poor. In recent years, active researches were initiated in China and abroad. Experimental

researches of traditional Chinese medicine and nature medicine on treating triple-negative breast cancer were review in this

article. Results indicated some ingredients in traditional Chinese Medicine and nature medicine could inhibit tumor growth and

proliferation of TNBC by multiple channels. It also indicated that researches on effect of tumor metastasis inhibition, drug

resistance, and hormone receptors were still lack, pharmacodynamics study need to be enhanced, research of complex

prescription should be paid attention to.
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