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Application progress and mechanism of action

of triptolide against lung cancer”
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Abstract Lung cancer is one of the most common malignant tumors. Currently, surgery, radiotherapy and
chemotherapy are mainly used in clinical treatment. However, long-term use of antitumor drugs will easily
cause drug resistance. In recent years, it was found that triptolide has a good therapeutic effect on lung
cancer, and its anti-lung cancer mechanisms include inducing cell apoptosis, inhibiting lung cancer cell
invasion and migration, reversing drug resistance and collaborating in defeating the tumor. In this paper,
the mechanism of triptolide against lung cancer and its application progress were reviewed, in order to
provide reference for further research.
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A v S DL EAE o 2020 AE BRI ST T
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L1l A5 BiAdE  aiEREbE— 5
PR TR A R L ) B i & T
Py ECE A, TEIE R AN M 40 R B AR 2
0 M SR IO S P o R I AR CDK SRR 1\ p53
1 Rb {553 B 1 A 845 . FERE i X JLRR
FERILA 2 ], 40 B o 2 1 S T 7E R 2 B0
HRHE T EURMER™ . 24 DNA KA i, 40 &
W2 B B, G, 3012 40 B R 0 b G SR 1 — 25
Zhang %5 38, FEAK G, 1920 L i A L0 2 45 A i g
AUMIHE AT 22y Z4FF A HBE T, Xie 51 &,
TP fEFH T A549/TaxR 401, S A (Y o491 £2 &,
AETF G,/ MBI A W S b R S-G, I sk
TP FrFHWT, H TP 677 )5 , Bax/Bel-2 B8, F- YK 5 HiE
TR, P, TP 32 B a4 40 & 301 B
T T 375 3 T s 2 L O 1, A SC BRI TP o 240 i Sl
B E AR B 5 3 — 2424 TP 5200 40 i J] 3 1Y
BARSE B
1.1.2 p53 /-%#&42  p53 KT 1979 4EH KR
SFANVRIL J&—Fh A i g o Rl 5 H
FRIEP Y pS3DNA 454 TR 45 A 91 H Ak T
SAERIIE AR TR, pS3 3k P AR 9 T3
Al Bax AAFEIEPEIHER , X PTid T- 5 A Bel-2 M|
RAFGVEIE A VE T, 500 Bax/Bel-2 FUAR, 34 1 4 45
AUMLPAT, Wang 5512 BFSE R B, TP 340 T 40 4
EEI L23(RPL23) 5/ OB R KL [ (MDM2 ) (19 4%
. BT RPL23 5 p53 se 445G MDM2, Il Ji 25
p53 W ERI TN, Caspase-3 ., Caspase-9 #% 1 , Bax/Bel-2
B, A S AS49 40P T2, Kumar %7 BF5E
RIL, TP F 258 i p53 MM Pk I A & £ kAL 3
(SIRT3) JK-FA LRI R AR, P45 20 B P T ATP
7 R BT AE . Rk, pS3 R 12 TP Bt
T — M TERE A
1.1.3  #p#) AMPK/PI3K/AKT 45 5@ % AMPK J&
— I o By WA LY S = RAKE 5, G ALY
AMPK #] LA iF 40 i 73 e A5, 410 ) 40 i 5 mi AR
i, AMPK/PI3K/AKT 78 4l il A= & 365 P 1, R
i | B I 3 M 200 i A ) 2 R b R 4R OC B
FAUT PRI A0 ) 10t 30 gt R g AV FEHE AL Xe
AELOTRIESE R, TP p-P38 ., p-ERK il Bax 28351
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T, T p-JNK | p-Akt £ Bel-2 9 3¢ 35 W AH B2, p38 8
1% JINK IR 22 359006 b33 19T Wi fig 1 . ERK BER 1L
TRV B3GR S AL T, Ake 1 S5 0O 5 bR
i 24 0 5 J %5 U0 AH G, BT UL TP ] RE A2 5E 2ok o 4%
PI3K/ Akt i J& F1R T AR OCHE 1 B R IR 2 i A549 4
MEPHT . Ren 85 WF5E KL, B TP W, oT
fifi Akt BERRILFERE A%, AMPK B R fL 72 B2 34 i, HL
RN Ca® V& W 25 T, BUIE Ca™ RO M U il
(CaMKKB ), TP 75 5 i 4i Jfd 95 1 7] 6 75 22 36
CaMKKB/AMPK {55 5 . Zhu %' 3453 PI3K/
Akt 3 B% TR S SUE  R AR I B W An ER A
PRI, 00 3K — 3% 428 X o M 8 R 306 % i 245 1 e % 5
BRI,

1.1.4 7% NF-«B 2 F &%  NF-«B T 1986 £
W E PRI R 4RI . NF-kB J& Rel ZKIE M)
— G EERASTS TR BT b, AR kB AR
F(1kB) 5 NF-kB JE BUIC T P i — SR A4, 7T 9 R AE
FR P4 K 305 . NF-xB B8 30E )5, 7T S hu i T
B EIR, B3 Bel-2 FEM O, A W58 kiE,
NF-kB7E Z F JIf I Elﬂmz%f%m Fra i s,
Jiang S BFSE & B, TP 3 1 30 NF-xB {5 538
R IR (it 245 5 DR 1) 3R 38 300 7% A549,/TaxR 4t L it
24, NF-«B A4 5L 40 58 0E 05 £k, DL ] NF-«B
o I AL TR Y A

.15 HtbATizE REAKHETFTZIK(EGFR)
HLA (i 3F 20 B 53 224 A B8 1R D) R, 75K /IS 248 1 fiti 98
HiH E Ik, EGFR-TKIs B 2521877 /N i fili e
0 2590, A 2 K 0 T 2t B 245 1 . Meng
L0156 TP 5 EGFR-TKIs 164 H 24 B W R 4
H, T EGFR ., p-EGFR | Akt Fl p-Akt [ 323k, L1
Bax/Bel-2 He B, # 8] TP EA 1] EGFR/Akt 155
A % 1) T A BE 1 95 H1975 4N T, Tian 25
WE5E & B, B A TP & B 34 1, B-catenin | p-p70S6K
p-GSK-3a, p-GSK-3B . Jaggedl Fil c-Myc #B#% F ¥,
B-catenin % p70S6K il GSK-3 7 1 8 47, o & B %
Wnt/B-catenin {5 5 i # 1 G5, 15 PEAY GSK-3B 7]
Pl i e i B-catenin 8 [ AR 30 6 HLA% 5%, AL,
BHIBT p70S6K FY 16 P il Wit/ B-catenin & 42, F 1iif
W% GSK-3, &t B-catenin [ S, ZWFFEULSL, TP
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1F 4 ] P70S6K/GSK3/ B-catenin 15 5 i 1% 15 & %%L M AMPK/PI3K/AKT {5 5 i@ % #1 NF-«B %%

A549/TaxR #MIIH T,
ZE TR TP 322 i VA ¥ 4 it S5 1] ps3 FE A

TEPESEA I AR T, RIS R, HAE
ﬂm—ﬁ%ﬂﬂni% 1 iR,

R 1 TPEITHEENE

4N/ B P EHH A5 %

A549/TaxR 4iifiig "’ zz/GM G,/M | ,S-G, | ,Bax/Bel-2 1

I
A549 4t p33 p53 1, Caspase-3,Caspase-9 T ,Bax/Bel-2 1
H1299 4l HCT166 4 ff1 " p53 JEHT SIRT3 (A p53 B 4H LR AL IR Tl g 2k 14

A549 2 ffa PI3K/AKT p-P38 p-ERK Hl Bax T, p-JNK .p-Akt 1 Bel-2 | | ERK #§#R1L /K- 1
H1395 Ziffy" CaMKKB/AMPK Akt BRI |, AMPK B 1L 1

A549/TaxR 4 g NF-«B G, 1,871 ,Bel-2 FLIP Cox-2 |
H1975 4"’ EGFR/ Akt EGFR .p-EGFR Akt .p-Akt | ,Bax/Bcl-2 1

A549/TaxR £ fifg 1> p70S6K/GSK3/B-catenin

ST, Cleaved Caspase-3 ,Cleaved-PARP 1 ,Bax/Bcl-2 1, p-GSK-3a , p-
GSK-3B . Jaggedl .c-Myc . Wnt/B-catenin |
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Zhou S5V 2 R AN IS K PR, 22 AE R pS3
(mutp53) F M JEE 8 1 pS3 (TPS3) i 3% 5 7] 4 i
NCI-H1299 40 it 1) 34 58 | 1= 22 M6 7%, TP ] 4 /&
HSP70 %55 1% M, 5 5 1 19 B R 3T & mutp53 2R
1, EBEPERE AT & mutp53 M 1, S 4 Am I 3E /N 40
L g P R S PR B T FB ) mutp53 A IR Tp53
GEAR AR /N 240 B i a2 A AR & IR TV . A F
G2 R, TP BRA T AR e Dol TP il 48 s b Ko
(TP/NPs) fEH T-it 25 A549 5 MCF-7/MDA-MB-231
ANHEET, 18 MMP-9 Bel-2 Ki-67 ,CD31 ik A1 L
E-Cadherin ,Caspase-3 ik, MMP-9 J& —Fi4K#i Zn
F14 A TR , T I i e i S 5 (ECMD) 158 SR AR BBt
TR A 55 7% . E-Cadherin J&—F I & 0] T s 4k
(EMT) A CEE A, fERE# E-Cadherin 1 %2 %
iR 2B P Rt R R A o LRI & TP 7]
18 33 JE % MMP-9/E-Cadherin 5 (1) & 35 , 4 i i e 40
MR 28 5% .
1.3 S MEmZ

SRS VA AR JE SRR IR IR 1 F H TRYT

A /INR R filiges , AFLBE 2 FH 24 S0 B, R R B R
(IR B2 0 it 245 P, 26 I DR A T v 22 BB . Wang

SR e yR 20 e 5 A PR VI BR 18 B (NER) 41
25 ITBUY DNA 451495 R AR 41 28 25 40 1) 30 5
PR XA 25 (R B8 U T 245 1, 1 TP W LA S
TFIH J:Ailt 5 5% R 5 25 & JF i ATP i 09 3% M,
TFIIH #.2 5 NER i # , {%/KF (5 ng/ml) TP i i
T NER 755 1 R385 0060 35 5 il e 40 0 T
A 5T W] TP @i 8 E-Cadherin 3k, 3%
I 25 AS549 AAMIAL AR A=< Al fEH] S EMT
R &, E-Cadherin 22 3K B BN b IR IE &
AR, W R A EMT B 564, Jiang 25 #F 5T
K, TP ] 1) NF-«B 5 1 #4 i 25 3£ X FLIP
XIAP Bel-2 Bel-xl Fll Cox-2 3 1A 136 5 Jili i 48 25 42 %
fif25, FLIP XIAP J2& Caspase 15, S0 i 25
K, Cox-2 AT AR HE L4 Az s RN il S BE D BE . 45
R TP A5 R BE LR TR YT i 25 i T 1S 25
R A 24 1) LR HLA 5 i — 20T

2 TP igfr AR R F i R
2.1 TP BFilaKRE FR

TP R AR BR YR Y, T iAST A
AEIZ ME 25 45 PE WL T AR W PR 2 B L
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FLIFFREAE /N, 05 N 22 PR e 2 ( ALT) |\ R AR E:
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2 240 60 97 0 S A 8 4% 1) FE ST BT, L S0 4R
I8, N YA S DR TP, ML ALT AST IL-18
IL-6 ZCF- 3 FH &, L35 2 R R, 98 0E S A NLRP3
FEIRIEIN , PEIRPUA LB S5 7= 15 RAE RV, (2 F
TP Wi, e JF 21k, PR, 66 R I B A= A AR
JERYL 1 (A B R R R T A TP A )
Qin %I K& B, TP AT s 41 i 1) 7 vk 1)
AE , B = AR RN BE R AEAT N 1 R R
R R . S X HE A AR W], MerTK AT i
SEEVEHM S TP MPERIGLA . 5T TP B 2tk
IR 25 iR 25 R A0, 1 N 7 2 3 2 P il 2 JHL 5

(7 AT 2 M AR o G 1) 2, s TP SR ]
TR L e 8

2.2 TP KR FA R A

2.2.1 AR THEARGEM, FRITEM SR TP E—Fp
il =IAEARY), C14 ALY B-OH #0A Ky 2 AT
Jeg 1) 0 5 JE AT, R Ay T XoF A e g A K 1 il R 32
BREGEIAL . A IR, XK A A okt 2 Tl
X C14 BB SEELAY Y L, C14 4bE RE Y
K/NFISEARNG R AT G B 250 e 137 A2 4 5 A= ) A
MAHEAEH, BLEHGE R TP A7 £ LLDTS™ |
Mito-TP-2"*"  CL20"" | Minnelide' ' | 14B-fluoro
triptolide ™ 45 , TP 7 A= 4 ) fh 2 45 4 Te MLl 4n % 2
FR7R o

K2 TP ITEMMNF LSRRG

e’ fh 2R 5 H Bt I E YE LI
| T 2 ) 154
- cs v ?fﬂfﬁJ I B2 S 1oy AT L s 24
g 1k
7S =4 ROS, B 20 g & 391 BH
ito-TP-21*" Cl4 A s . ’
Mito-TP-2 AT WHE G,/G, 1
CL205" Cl4 GRS HA MR, 1C,, 0.355 pM
O AR AT T 3 A
Minnelide! Cl4 GRS HSP70 BIRC5 . BIRC4 | BIRC2 ,
Hnetide T UACA, I IRRET 3L APAF-1
FEH
143 -fluoro triptolide[m Cl14 % TP X AS49 ZHaEEE K

222 WMRFZAHHIFAL TP MPLMIEEHCH
SR TAEE W8 A ] H T g 22 A
I ARG R B 1 A5 e i, L im AR oy FH A2 21 BR 71
JLAESR  &Fh TP ik RGO BT AT &, s
TP FH T 1 PR T I ) ke o, 6 465 1 i Jo 48 K s | 2R
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BRI TR] AT A AR R REAE . R B4 i H9T CA-IX
Puik, AT LS A549 41 [ Y CA-IX 5 5 M A0 B4
LS AR IR EE, JFH TP B 1] 3z i 3] it s 20
LI T X5 A549 4 A% 475 1) [ B AR 1 TR 2R
FETYUKBR 45 25 2 58 Ok 832 BT DR,
YUK RGAR 0 25 25 Th R 5 AR, AT B TP
R T BRART R S 24 ) 7 I R 4 21
£ 58 B IE] A5Sk ak b TP T IR BN R 22 4L,
I, % F 73k TP 44k R G T &K AT I Y R

=N
il u

3 HiE

I Y A8 19 5 38 FAG: L 3AT5 2 4R A, i R
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