R %

Chinese Traditional Patent Medicine

2024 4 1
Faot A1

January 2024
Vol. 46 No. 1

b 24 2 77 3E 0 A BB R O P A I B STt R

Wme', B &%, X F', K #, EkR#E, # E
(1. b EAGAFMERLER, i 200032; 2. LEFERA¥, FiE 201203)

TR IR IET R IR m AAE Z —, AR/ (NSCLC) (i 7 85% , 3 5 7E 31 A Bz Wi ik LS
B2z, mTBZ AT, HETRARG @K, AR, ARSI, P2yibtkisr ke h 252 05 nl Lhd
W2t ZHEANH] NSCLC A Jg, AR RN LA, Wt iRy B SORE, SRR 2577 T A AL o AR S0k
24 I P B L) R R 25 T TEAMR] NSCLC A28 | WAy R Py ak . a7 RIAEHT ., 300 22 25T 25 15 AL

12577 AT TS BEREHEATERIR , 254 NSCLC [l PR IE S %

KA. hy; dE/hAiffiiE (NSCLC) ; IR M
FESES. RI6S XHEERERS. A
doi; 10. 3969/j.issn.1001-1528. 2024. 01. 035

Jifi 988 A R A UL RERE SR A, 45 2021 4F 36 [ g AE 1
EHAE R, HATE A B 23,5 7O LR AIR 131 5
BIBET B, T U A2 A A R FR R AT
i (non-small cell lung cancer, NSCLC) HEP L 70% K
JE@ER NSCLC, Hp#a £ AE K KH F Z K (epithelial
growth factor receptor, EGFR) AR & 40% ~ 50% [ o M
AR T MBS, T-IA 1 NSCLC & Bk T AR
7, (HERE RN K KA SR v . RS 4 B ALy . #En)
TRIT LA RARPE AT A B Tt B E PR . EGFR B
FRIG I HI S (tyrosine kinase inhibitors, TKI) AR HHE
AT 2B NSCLC R EAT T, B ERK T EGFR
RABEBVEAA, HBE RIS RIE R, LTI B #
HS I 245 ()8, 4 Xt T 3K 2l 2 PR 28 4% i) g 30 /7 % 1
NSCLC 4%, SZPUMbIERZGRILL, S ft e S 7 5
2 43677 NSCLC AP ARG A B, AP B AEAA I U0
R2AALEAS . Bk, mEGiE— 5% E NSCLC FETEHL
BT IR T AR A

TG 7ER IR NSCLC 7 i B A S AR A A5, ol id 25
W ZBARRAEYRIRON, RERSTRAN H T — 2 AT 25 Wy i
T AL, TEFEAR NSCLC 1 s A s & Rk . ok
S SR PR AR B iy ) e g 56 5 T 1A 3 AT sk, A
SON AR H 2GR M 3 B K 2552 J5 TR YT NSCLC Y
FHICHIFE HATERER, LIS 240 NSCLC I BIFFY Bl PR
SR
1 FEGEE B NSCLC

K2 H i 8 B RRIG T A SO, BT RIAE
JEHL, BT AE, RS BCR A IR 16T ROCR

Wi EE . 2023-02-16
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I, FETIOGIRINTS, 2 %00 KR 6 M L4318 Ay fili 98
HFRs FAH BB IT F B, WA BRI RAT R E AL
AR, SRUE T 25 W1 2 16 M A ER B e IE A Tz 1Y
HAER, btk Mg, bR, AR AR,
NSCLC [y 2 i M i o B o g 2 B, IR s, ¢
P, 2%, MERT 2R EmEME S, &
FHT NSCLC HIRR . W& 1,
2 H#HEFH NSCLC

feg R IR IR IO T 24, BUREE
FUNK PR BT CUERET SFHHEONER, (KN
2y T “IERAFEN, WA T <Az g, K0
RE” BRI, A IE AR T R T B e Y B A
iz “RNEZHAREEM", R MEBEIEITAH,
TE RIS, AT A Z, BEESTE AR e, st 2 i
A BT, ST A B b B R JC S — B AR
BREFFFHLG QSRS RZ %, @ P
VEVARE IR 53y MR S IRAIE | A I RSIE . BA M B TIIE |
SR 2 MR, F 2R R L], b
FIVAT A e it BB 3 I RO RIE T, BRI &
B, PR BE DS, W2,
3 HPHEFBEELITH NSCLC
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R 1 HINSCLC HZ5iFHBEER S

ER s H kIR gyl 41 A AR FEFHHLH] SCHR

AR L [EEAAES A549&H1299 Quinone oxidoreductase 2 [5]

A549&H460 PI3K/AKT and Wnt/-Catenin (6]

pE2 pig:e EZES AS549 MAPK/NF-«B (7]

Lewis TLR4/MyD88/NF-kB [8]

FHE 1A & S A549 PI3K/Akt/mTOR [9]

A549&H1975 AURKA/PLK1 [10]

HCC827 VEGFR/ Akt [11]

HRE AGA A A549 MEG3-P53 [12]

A549 Wnt/B-catenin [13]

H446 MAPK/PKC [14]

WS WS LRI AS549 PI3K/AKT/mTOR [15]

A549&H299 Akt/GSK-38 [16]

H1975 IL-6/JAK1/STAT3 [17]

HEHEAWNAHTEHR 58 FRiimk A549&H1299 Wnt/B-catenin [18]

A549&H1975 NF-kB/GLUT1 [19]

Lewis Akt/mTOR [20]

HRE B ST A549 miR-342/CCND1 [21]

PI3K/ Akt [22]

MAPK/Erk1/2 [23]

BETFR HIRF E4ES A549 JAK/STAT3 [24]

H446 ROS-dependent mitochondrial apoptotic [25]

A549 PI3K/ Akt [26]

R ] Gk B A549&H1299 p21/CDK2/Rb [27]

A549&H358 STAT3/HOTAIR [28]

H1299&H460 UPR-mediated CHOP ubiquitination and degradation [29]

PC-9&H460&95D AMPK [30]

bapialy LR [ A549&H1299 miR-126-5p/ZEB2 [31]

A549 STAT3/NF-kB [32]

*2 wHEHEFHH NSCLC {ERHLE

LIS HEwoEd 1L Sk
HEBW (7N W A T O B B I i R R T K [34]
HAEBET A549 4HIF1 H1299 4 15, JEIBE s AR T [35]
i Lewis 4Jfa 1 C57BL/6 /N M A B [36]
TEHFRY Lewis 4l F1 C57BL/6 /MR, T A A A, T R R T, e e e P 2 [37]
EIHH Lewis 48 F1 C57BL/6 /M E 38 nm-23, T I K-ras, 05 BRi 4 K [38]
PHHTAL LLC 4Jfaf1 C57BL/6 /MR P LLC 40 A3 5 [39]
fe N 25 5y A549 #fi TR T A0 s 4 e 7 [40]
BN LLC ZHFl RAW264. 7 £ il CD4"T 4R M1 %4k [41]

RIF ARG R B A BB, KA, s
MR EA, BREAENRE, @A SIS a7
BRITER, NZ4EREShTacr, ks,
4 HHEFBEERITH NSCLC
YT 2 B AT R R R Tk —, HAEER
EABAKIOC R, 18T I R 0 LR MG JRFE 7 SR
FIHE S TGN, NSCLC F8 35 76 82 32 MO F oy i, 1B & 19 fili
HE Gy Zremanmi R A5, AP IR, 7€ NSCLC B3
WO, RSP, SMGEROTIT . BT
BFHSG, SCERE TS IABWAEH ., Wk 4,
5 FZRAKHEE NSCLC SA4MAERREVNHFR
NSCLC fENFET- A K R AR = 1Y Il dgg 2518, 28 )57
TEMIRIT RN, AR Z & FAR e ey fgoy ., R

BRI BNRIT RO R R R 47, (HILF TR e iR IT IR
VL P R B AR AE 1 AR P BT R [ R 4 AT TR 2
BEMTREMRIAT R . BT LA 2 B AJ A5k 14 b 8 40 e T 24
J& NSCLC A5 bI7IRYT I R BRI AE R AT 2B, 3
S B 20 e i 0 A R X T 2 A A R
AHE BB 24Ty, WEHERUZE R, KF
PER RS AR R 352 BIF 5 F AT 00 5 bk, R rh 2578
PERLSF B, AR SCHE TR SR F 24 35 1 143 B A 5% NSCLC
WBIT I TR TP L2 2T 25 RO BT 50 405 SR R AT B4, BRI L A i
I 2 2T 25 F ST 5
51 TP H HABFE (wiptolide, TPL) &M
BN L AN R (RS N Y I X 6 & e Aol )
PRIFFE LB, TPL HAT 558 A B0 15 1 LA 300 5 it 24 1
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*x3 HPAEHBEKITIBIT NSCLC EH
LEESN Wi 1RI7 254 MR 4 1M SCHik
RIERA NG 2R A2 et i S MR EH AR A BN, B b7 S SR R bR 48 [42]
e 2B B
HIEH R 7 Mg 75 P b s MR AR R, S B, SR IR AE , 2% [43]
MUA e R G ThRE , 34 B T by 2 AE A
IS B BT 5 Vb i | 227G flb BE MREE SRR = RS RIS R i i [44]
B35 B 7 A A 7 B i MBS T B I RER A AN ROR R A, > B W Ay Y OB, [45]
PR AT U SRR AT
FAZAME R HAEER JERER Bl WEERE RS, K O R A, M U [46]
JE Bk e B A R e
Foaa i il Wil ZE AN RN R BERR R KT S100B & 4, CEA ,CYFRA21-1 KV K AT,  [47]
BAEERF Y NEY A
WAKBNE Bl MR EH BB hae Wb AR RN [48]
SR Al iR Balb/c #LEL 255 MEAESS %, 24 IF CD4+CD25+Treg 0L L), fR X HLIA R [49]
PEMIELRAS AR IEHLA A IL-7 24 7 0875 17 A+ %
H) JAK3/STATS {553 ¢ , i/ i 20 4L i 2 4 6 3 [X (-
ep MRP1) [k, B E TR Ui 6e
F*4 HHEHFBEAMITIETT NSCLC 1£A
R g7 WX 4 YEH SCHR
(RN ET 1% IR R M IFN-y K BRAR 1L-4 IL-13 7K B Ju i il 45 & 2k [50]
YE SR IC e KB 5 VEGFR K, Mt e She Y45 Bel-2 Bax & 12635 IR THAYF AR | 1E KA 773 [51]
M 2 MR T R A BB M et 1, B3R BT 1 e R AL [52]
T 24 U4 1fi 7 MBS BT R A4 g [53]
FH 7 MR BRI E S 4 O 9 0 Pl 27 2k Ak 2507 @R A G & A 3R [54]
b adiline] R TR S R4 14 22 2 [55]
HE S 7 NS O e O A Nk U £ o =0 SR N L o o 1 B 3 19 EF 2 N S WA A [56]
WO T MBS MR R R AR W REIEER, AR JORE KUV, BB HLR G T [57]

D5 W EAT R AT 1Y A —Fh T R Bh T 2
TPL A] LUSEs&AGH U 25 Y 72 B S W IR 7 R,
HETINTR 24 20 M X Ak T 25 W R L S B g K
B, TPLELA & AR R e VRl 0 A549 40 it 19 3F 4% F =
28 BEATATTIT RO AR T TPL R JE 5 i B A T 5
B[R, TPL iR B8 1d I E-cadherin 2 %35, T
MMP9, SNAIL FHiJE 2 R A KT, A A48 =i 25 A549
AR AR R e A U, Jiang S50 8 5 45 245 TPL {2 3F
JIF s S AZ T 245 200 JL ( AS49/Taxol) 14 18 T 0 400 Jif &1 39
P . TPL @I NF-«B 15 538 i S HLR 45 B f 25 2 X
HIFE SRR, 55 FLICE REMHIE B . X E80H T
MM, Bel-2, BelxL M INATE-2, T8 542 B T 24 300 3% it
R AR, I LV F BT 390 R (e R 3 1A
9 &I, Kelch M ECH AHICHE 1 1/ H T 2L 40 2 #HC
HF 2 (Keapl/Nef2) -5 ek e Ak 2= it 24 1 2% I AR
5%, B, FEH0 Nef2 BT AR SR AE 1A T P — R AT AT R M
Zhu ' OVBFFE A B, TPL A5 E0H Nif2 7245 Ff NSCLC 41
fi H g Fe B AN SRR

5.2 £#% % F£WHZE (curcumin, Cur) JE—F LS
Y, JZEAE T MRt BT RMZE T, Cur
M5B 4y iz, SRR GE R L B B g . B
PR PURACEIE, B REM EEE A B B &
&, Cur VNIRRT I B v 8 A7 A0 38 BOR0 1 [l e
206

WHEVE N IE W AL 8L, 2% B B9 Ak 7 B S A 4 T 4
(cisplatin, DDP) J&IAY7 GLF5 Jili 958 7 P9 1 0% e ek o8 g %
PIARTT 254, (R S50t A1 2 TR s 00 L 1) 3R A5 e it 24
s, FRTIIEAE R, DDP {21 Nrf2 3 B A F %)
SEHOE S B AS49/DDP 40 i i 2 9 T ZEJF K, Shen
SEISTREGE R, Cur XT Keapl %% 53 FAT 8500 Dl 55 1 31X —
T RRIEXFHUmT 2450, 0T R A T W Nef2 S0 A
Wit/ A IR TP S Z IR A HAE ] B 6 2, Ye 551 il i
WrHT G Y AR AN AR 26 2 B, BRI ST (Hypoxia-
inducible factor 1, HIF-1) 5% 53 A549/DDP i 41 g
X} DDP Tif 24, Cur 1 DDP BEA G Y7 43 Sl i 2 i2F HIF-1 B#
FRFNL TG caspase-3 {35 11 # AS49/DDP 41l id 34 5, i 5%
DDP Fitk, FBIEAMIAT:, DDP 358 i 7= A 4 P Fl 8
] DNA 32 B R BH 1F 93 40 i DNA & i, 2 ifi % 56 9 40 il
Chen %"V &, Cur 38 175 7] JE 4 1fiL/ BRCA 3X — DNA
BE B, B DDP %549 A549/DDP 4 i34 54 10 i /E
AT, M Cur AIYE N ZCIBRIE S P 259 DDP 11k
2EMRE ], 3 DDP it 2y il i 40 i X DDP (K iRt 25
Zhang %' iF — A B 55 R WA, Cur BCAE T R 40 0 o
miRNA Rk, FEHERZETIH T A549/DDP H' miR-186" %
ik, WA T HXI £ Efit 24 A549/DDP WHUEIER, <
H1JE DDP 9259, HAEHIHLHI A DDP AR, {H 25 E
i, FZ R AT ZFEAE IRYT . (HR ) NSCLC B3 H
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RN 1ARAEAFRAUA 40% ~50% , FLI7 3G A 715 S i
5 2 251 25 2 P EOX A 25 A FZ R A, Kang 55 5F
RV, Cur H5-REEE 09 U RIPUIEE S PR B Z R HLH A
SR, WA Ake/TKKa il BRI 58 ERK1/2 61, AT
il NF-xB, [Kt, Cur A N R HAILTT 8 GOR) JF 16 97
NSCLC 1y .,

5.3 AS2H ASRF R (ginsenosides Rg3, Rg3) &
—RIMAZ o B SRR SRR L B, Re3 Wl 42
BT F R, P AMIE (gemcitabine, GEM) ZE—FhJH T
IRITIRI NSCLC AT 2, ERCRRAE, P2 BB AFTE
IBITAE N, R AT 250, i B ik — 20 & R,
Ahmmed 557K, Re3 REAS TR GEM 5 £ ROS 4
SR Ak BCTE AR AN AE S R Y RS ( Extracellular
regulated protein kinases, ERK) 18 ¥ 3E, M H T
NF-«kB il HIF-1a BRZHEFH Jiang %””5)??{2%%%@% , Rg3
AEANH] A549/DDP 40 A A= 4, AR AL 7 T 25 5 = 19 PD-
L1 383K, YR T 40 B Xy 20 B 1) 240 B RE P, AT o 2 X
DDP (Wit 2, ik, Re3 A BT XMER M NSCLC
S PD-L1 25, Lin 57 BRI R, Rl FiHZ
AN FE AT, S P-W&E A (P-glycoprotein, P-
gp) . Z 254 L [ (multidrug resistance protein-1,
MPR1) AR 25 #6568 1, KM A549/DDP 41 fitd %f
DDP (U, 0% i f 8 9 22 24 24 0 Nef2 55360 i
FEPNT AR BN, FEVFEBIRAESS T T Nef2 Y 4
B A 25 U A0 I (Y A RN 25, Chian 557 R B,
NS Rd (ginsenosides Rd, Rd) ] A549 4l fifs it 54 4
IiET GO/G1 W5, Nrf2 7 NSCLC FAHE it 24 ot 5 22
FEAT, T Rd 0] BB 23 T 98 Nef2 3 5 R o035 3% A0 it 24 14
ASHEH Re5 (ginsenosides RgS, ReS) JB TR AS A
ZRAF, Feng %7 KB Res @t il P-gp $5ia ik, fby7
i 245 40 G 19 AKT/Nef2 3 iy, A7 80 7i ik T P-gp 141 5 B i
2k, i H ReS H AR P-gp Friz ik my ik, MR E D
(actinomycinD, ActD) E—FhHiiE254), Al BHIBT DNA K
PERE IR A B, S350 DNA BT R, NS RBH
Rpl ( ginsenosides Rpl, Rpl) E—F AR EFEM LY,
Yun % BRI Rpl REAS 0 ActD 539 AKT I Al
SIRTI b9, e 24 240 M S5 X ActD sk, 8% 50 Jif s 40
JLHY ActD i 254 JF 5 BRI T RCR

5.4 BMLAEW MIEMRE AR PREUY KA LS
Y, 4% o, B, y. 3 HZMIERK, Hb B-HiFME (B-
elemene, B-ELE) J& =% A 4008 36 P .4, B-ELE 15T
WROH) ZH TR ZMOGE MR, s, . H
PG | B e S, T IR ST R W], B-ELE AJ ¥
iR 200 ML P T 25 0, A R AR S IR T G SR AR B B 2 2
T 253697258, 75 #L1a3R T 96T NSCLC S 3 By — i i
BRSNS, O E S04 ) 25 ) 0 15 451 NSCLC B
HRIFIEHRTR, B2 8~ 12 4 H AR G A
ARG AT 2, SBOMOR R R B RE, SBURIT A

W, Lin 2507 % 8, B-ELE A LI fEAIK P-gp ik, 0]
P-gp WA 25 SN HE RIS N A0 MR I PR 2T W MR B, AE AR
W N NSCLC 41 X 2 3% 25 Je it 251 L Yao 26177 & K,
SROR AT T 20, B-ELE 38 5 KR e 4 i 2k
LRI | 10 200 AR P9 9 P RO B S A, AR [R) AN
AR % 5 I AS49/DDP A 4 5, 1kAl, B-FLE
SR T A549/DDP 41 i Xt DDP B9 USRME, 3 T A549/
DDP 4l it i 2454
5.5 HuP#iEEik G EGFR AR AY AR PC14
AR AR R BRI IS T B A EGFR 2848 1) PCO 4Hi M,
U7 L FF 2 e TR VA B ORI 5 I PC14 20 % & 3R e
BRREPET L Ye AL B, WU C FH E 5 DDP P AT i
SHWE, AL DDP it 257 DDP MUY A549 4N Jy,
¥ A549 4fEXF DDP (TR 254, B, B #EE—Fh
R AW, TRERIAYT NSCLC Ay — i mii st i 24
Y1, Moon % A /IN B S FfBS Ml B AR 1) 1 9 S 58 2 B, )1
V4% Bz 2 B 2 25 Bk AT RT3 B2 84, 15% A e PR R
g, JIBRE R 0T LGS 0% MRP1 ()3 35 3k 42 v b
BEBETMN AS4/PTE LA AN EETE, RAHTLME
o fili 955 BT 25 AR 7 A4 SR BN, Teng 251 BB, K ER
B ERR T A549/DDP 4 rh DDP WA K IGIMER, P
A (o T A ke TR A B 1, BRI AN R iR 2R,
ATRES A0 ] NF-«B W} A %, /NEZ B (parthenolide,
PN) J&/NAZEREMR S, KLk —HHFRTRE., R
I, HAARIR | BRI RUBPERT R, Xin %% &3,
PN 1] L3 A0 ] NF-«B #0% . 198 HSP70 %k M il P-gp
WIZRIE, MM FEBTEE Z Pk, A549/DDP 4 Nrf2 J¢
HAPFERH GCLC, GCLM, HO-1. NQO1. MRP1 FY N A
TR T A549 400, 85 UTER Nef2 7] LAEB /MK 5 A549/DDP
4% DDP ABUK, Xia 5 BF5E R HL, 5 DDP H—Ify7
AHLE, FHSERF DDP B 7T i AS49/DDP 4i g %F DDP fi
B R ECHSET R T, BRI, SRS >
Nif2 &3k, I BB R R IR R AL, 306 T Iili 982 40 i
XF DDP (ALSTTHZG o &5 BITR, 1550 v s 24 1 530 2 i Tief
2 P ERKITE S, A B AT RES 54 S 58 AU B e A
ARZET, BRI RS A R B2
6 HEERE

Ji g e 4 R N 2 19 fkt B 1 2= iy 8 G B TR 24 R ) R
Jiy, FEIL 50% B BISWTET B e, EESEcEd T
ARUIBRIG A ALSAR A, HAT, Aey7 FBoT 2 i i £ 2
WY, B TEAEARR, A5 e, 8%
WAERFHATT, FEOAERML, BRRE, T4k, T
2RO . BERIMEH /N, 28R T R 4
e Z IR NN, B AT TPl NSCLC #2571t
BAFEGAEYR, B, W28, S5, BT
NSCLC LT M GIIE R, S eyr BG n A IR
RREGHAEER W ZAM, SEIRITAE, AT LR,
BRI AR — AL, BRI o RIEE D6,
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TR [ S LA S ok xR A, X 5 H AR A
MAREETIER e — B, PRI NSRS RE L b
PP AR 4R A A7 S ik, 2 5 T R 1A
JTRIR

PEAER, BT ZSTEST NSCLC J5 i A F 58 U AR 2 1

e, (BBLRY BT IHAFAEAR Z2 00 2, Tt L o 24 3%
PERLA BT NSCLC ML T e B A 8 A BR, A 2
5 P REAS S A Ry Bl S P, WO vh 2 vh SR AU 2
LY RS TNEIN
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