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Research Progress of Anti-tumor Mechanism of Astragalus Polysaccharide
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Abstract Astragalus polysaccharide (APS) has played an important role in the proliferation, apoptosis,
growth and metastasis of tumor including lung cancer, breast cancer, head and neck cancer by reviewing research
progress on diversified anti-cancer mechanisms of APS in the recent years, and synergistic effects between APS
and chemotherapy drugs are superior to these of single use of herbs, however, its combination mechanism needs to
be studied, meanwhile, anti-tumor action of APS enhanced with the increase of its concentration and time, the
dosage and duration of use in clinical patients remains to be determined.
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i e A2 A BR A LSRR 2 — , B T
IR BRI , 29 70% 1) B s SR . JE/D
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) (5 i A S AE T 2R 1) 85%, #E A4 7E NSCLC i
L, R RS R FEUR 2 HUB FH IR T R A,
197 1 9 NSCLC 1 8 2236 97 F B, #2045 20 il
NSCLC Ak y7 25 It R B B . APS A M il 4F 5k
NSCLC &2 i) 48 Bl va J7 254, BoA (2 i 8 37 2B
PURAEH, X &4 5 80A Ry ERY . T
S B 783 9 NSCLC B2, e 24 4N 9 AN B HL AT
M58 (randomized controlled trial,RCT), ¥
F Meta 43 #1715 R VEAN 1 1R ST F APS BX A T80
7 1 D9 NSCLC i 3l B Va7 1A R0 A 22 4
P, 45 SR B APS B A AT AT i BB 0 e
77, W R Ia T OR D A R RN, Hoy T AL T
AR AT

KEW TR, APS I HUE WL & — R 5
BB R A A R R — L. R
APS FBIF FTALH 1 oA ) B, (5L E2 A T 783 W3 APS 1Y
Prm LG TR S G MR A T A k. &
2B TR S, APS AT A i) N\ i i A549 4 fif 43 B
Je ARt A B o T2 o N I A B R A 22 APS Ak
48 h )i B9 Al A549 4 A , 2 B APS T B i i
SR BT G, B, 2E 2% g 4 o R A RE , B 5 R
156 FH J5 i 988 4 B 7 G, RN S 3 X5 52 381 B e, 7 24 Bk
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I 6 AR I AT R B 9% 0E 4 PR B AR B 41 A
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cyte, CTL) 3 i B 42 Bl [A] B AF FH 52 i) Jirb 98 Tl 2F 58
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BARVE Z W F0 R R LSRR IT SR s St 1 7
By, {H TNBC f R0 R AFE T R AR AR JE R A T . 4k
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Bl SN, T H2 o BB AR A R [, APS v
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