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Abstract: Non — small cell lung cancer (NSCLC) constitutes the largest
portion of lung cancer overall, with high incidence and mortality rates.
Apoptosis, is a hot focus in the clinical treatment of NSCLC, its main
pathways include the extrinsic death receptor pathway, intrinsic
mitochondrial apoptosis pathway and endoplasmic reticulum stress
pathway, collectively regulating the cellular apoptosis process.
Traditional Chinese medicine ( TCM ) has significant efficacy in the
treatment and prognosis of NSCLC, with advantages such as boosting the
body’ s resistance and less adverse drug reactions. Studies have shown
that various individual Chinese herbal medicines and compound formulas
can treat NSCLC through the apoptosis pathway, alleviating the adverse
drug reaction of radiotherapy and chemotherapy. Based on this, this
article summarizes recent domestic and international literature, focusing
on apoptosis, to summarize the research progress of TCM in treating
NSCLC by regulating apoptosis, aiming to provide reference for clinical
treatment for NSCLC.

Key words: traditional Chinese medicine; non — small cell lung cancer;
apoptosis; death receptor pathway; mitochondrial apoptosis pathway;
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AR, H S AL 23 (R BREK T, R 2 1EVR YT NSCLC
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AIT 250 A R BBE 400 ) B A 2% ik e 400 e 2 B S AR
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— RSO AR R 43 v 2 R R R 2 52y R A
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A RIATT RS A UE T 3 B el AN R R AR A
PR PR IR AR BT I 3l 8k BT P L SR g 2 )
S NSCLC gk A= i 1= SN AR th AL T Z AR A
BCARZE G G0 , IR TERFR R B B 20k R -2
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AR e A AP BE T K E R R K A J R E
(cysteinyl aspartate specific proteinase , Caspase ) %Ik [z
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L1 RTEEEE

FET- 52 AR AR th A T 32 1A A 3, 3 26 A2 1K
AN BC ARG 5 J5 b 200 M 04 T, Ja T AU 4 i 0
TR TR AN, U T 52 1A ) U i i % 3 40
BT A R R e K T ( tumor necrosis factor,
TNF) @42, TNF FCAR S5 i) TNF 2R 4545, i
HEWSF LB B r) TNF 2, Hrh ek A
BRI T AR IR B2 A bR A A AR
Fas AHOCHE T 2548 Sall i Ao FE T %0007 3 ) AR B AR T4 2%
JOR WA e IR R A F IR E 1 8 Hif4 (Pro — form
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MRS ShANMIBE T FRAT I B o 7E Fas 42, i
K5 Fas G FBOLLTIHEFE S ZEGW L L, i
M #E Caspase 8 /LML =" o 76 TNF AH G
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2.1 HZ B E YR E 4 AR A T (R 2 Ah i 40 Al
BT
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WA HRES W FEARL T2 —, BAHUE .
PUAMSME . AL ™ KB, 9% 1Rk A7 TRAIL
Al E R TEIET 32 AR DRS {358, P R W08 T3 i
[ Survivin A1 X ZEHTE T8 3 (X - linked in-
hibitor of apoptosis protein, XIAP) ik, & 1A H 0] i\ 1
FET-SZAREAR A A M T PR . AT 25
IRATHR Y FEEE S 2 — , BA R TR L
W I SR R T AS49 41 ML AE K
NSCLC #i A, 525 [ 2H 1y Bel — 2/Bax fll cleaved
Caspase — 3 & [ F A K F (1.00 £ 0.00 Fi
1.02 £0.06) A kL, 22541 (5,10 .20 wmol - L™") [
Bel - 2/Bax . ff (0.81 + 0.06, 0.64 = 0.21,
0.49+0.17) ¥ 2 T (¥ P <0.01), cleaved
Caspase — 3 F 1K (2.14 = 0.13, 4.32 + 0.08,
5016 x0.43) B ETFE (W P <0.01) , TR 25 H
AT AS49 AN T B R FOR IR TG 2R ACR R
B, BAT PR HUR A BB 1 . TR
PCO 4 LA Sy Jifs i 9 BB, 52 36 WF 93 31E 552 , 48 B2 R vk
J&# 4 0,100,200 ,400 wmol + L~" i}, 1% fk Caspase - 3
R AR F K K43 54 0.31 £0.05.,0.57 £0.05,
0.75 +0. 08 F110. 87 £0. 07, {54k Caspase -9 25 [ A X}
Fik K F 4B K 0.74 £ 0.07,0.76 = 0.07,
0.92 0. 09F11. 01 £0. 09, Al A 3% C K [ HI X ik
K47 R 0.26 0. 04 0. 31 +0.04.0. 32 +0. 05 FlI
0.57 £0. 08, AT 45 A EF 15 {L[F 1 1 (apoptotic protease
activating factor 1, APAF — 1) 2 H A5 X7 2 ik 7K 3 43 51|
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Bel - 2 2 A XS 3R KK 70 ) O 2.43 = 0. 11,
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0.43 £0. 05 F10. 58 +0. 07, A iz 2 1] LU 5 PCO
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(5 P <0.05) , 3R W REZE IR 44 A GR35 4% Bel -2/
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R B R A R TR A A, AS549 F11 H1975 41
P R UR T ZOR AR 1 Bax (193K K1 8.2 T, Bt
JHT-EE 1 Bel -2 [3RIBIKF-FEAIL, Caspase - 9 335
AT R TR TR A AL o B 2ok
A 7 AU T
2.2 HHAEHFEEMERE TR SRR T

H 25 7 B th BERHIEIR 1A 29T e, by
2l R 2 85, AR AR B Ao P 2 05 R BRI
HIRIFSE 2 R IR IR 2 A 3t R v ) I e 4 i 1 5
IR AR ZR AN, w285 07500 vh & 2 50 A 3808
g3 BRI AR NS B 2 AR V2 TP 2 O R
OB IESEAE I R b AT AT PURI TR

RIEAERG RIS KRS E4 KA
ATAE R 2T DL R A R T ORI TUR | BT
K R PSR A R 2, B a8 AR A
PRSI B AR L AS49 40 T 5t
PRI IR RS HE R, 4 /N U 98 A% AR A Y,
A 20 B cleaved Caspase — 3 & H & ik /K F
(0.39+0.19) M Ik, R ER BRI A R e F A
Cleaved caspase — 3 & H £ A /K (0.64 +0.24) T}
(P <0.05) , TUNEL %'t 34 (o ks I 20 i i Tk B, 5
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ifidee AS49 A LA SRS AELJR (9 409 VT, W2 U [
FAPLHI ] BE 5 52 = SRR SE T 32 A R A2 0 N A 2
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ZEU0 NN AS49 ARIAE A IFTE R G, S gl
M, 5 X B4 ) Bad mRNA #f X} £ ik /K F
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