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[ Abstract] Triptolide is an epoxy diterpene lactone extracted from the root of Tripterygium wilfordii Hook f.
It has been proved to have a variety of pharmacological activities such as anti-inflammatory, anti-virus, immune
regulation, and anti-fertility. In recent years, triptolide was reported great potential in anti-tumor effect. Triptolide
has significant inhibitory effects on wide range of tumor cell lines. The mechanism of actionincludes inhibiting tumor
cell proliferation and migration, inducing tumor cell apoptosis, inducing tumor cell autophagy, and inducing tumor
cell cycle arrest. However, its disadvantages limit its clinical application, such as poor water solubility, low
bioavailability, strong toxicity and side effects. At present, nano preparations, such as lipid nanoparticles, polylactic
acid nanoparticles, polymer micelles and exosomes, could deliver drugs to tumor sites, thus could improve drug
efficacy and reduce toxicity, exhibiting good prospects of application. This paper summarizes the research on the
antitumor effect, the mechanism, and the antitumor application of triptolide in recent years, in order to guide the
further development and application of triptolide and its preparations in antitumor effect.
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TATEH T (MAARARRZ) M5, wa, HIF S
20, HA R HUIR TS R XUBR IR i 1k T RT3 0% 2%
oz o B A # (uiptolide, TP) J2 M 42
Hooy s — i il =3 AW, A SR LA 1, gy
TR CyHyy O, NI T KT I EEE AN, =5
e AT L 2 B AT HL R AR 2 BT gk
WIHAA BEDR PUORTE RERY MAEFTES
FlAEYIRGHES o STAR R SE T TP LR 1 F 5T 4R
B 2, AT UESEUESE TP m] M) 1 I | 25
NI AN RN AN S g RN ST S
AR P AL 6 455 00 74 Fib 96 200 e 46 98 55 5 ¥ 375 5 M
o AN A T 37 S PR A0 M L TR A 2
BEL# 25, DL 1o SR TP 77 A K ¥ 1R 25 R N T B
A ) P JRE ARG 45 5 L A A O 4 R
5 R AR T, B e A I E (RE B

ARG LA B 2 R e wt, R BORITE DR
A RRBE A, 7 B T . R, B
R HIE 5 22 1) FH 44 K i 580 £ R B IR TP B A B
A DU R 7 R, R TE B2 25 W i 2 5 AR A
JE S5 07 THI 7 R G B R TR S A SO TP R
20 K ] 700 19 7 P R 35 A K AL AT S R AT R
o Fett— 2 TT S 5 B A 5 S o

1 HAMER R A gt

R EAHER YU A PS5

i 95 24 7 21 M R /45 T PE AL 27 30k
1l ACPEREAN M E s (AML) 40 58 e ZORLUR A SR AR BT X3 BT TS IR R (XTAP) i 5k B R (8]
KA TR B UK  ( Caspase ) AR 9 12
K562 41 fitg T4 p*'°ber-abl ) ik [9]
U937 4l FEAR 2 & R A4 8 I 1 10(ADAMI0) 335 4 ; Caspase-3 J# i % [10-11]
K562/A02 4 Jifs PET p-MEAE A AR A [12]
Ber-Abl-T3151 CML 1l KBMS5-t31 51 J57 £t 20 i3 £ s A 44 i 1 o - [13]
CML 41 Jfg
b LR AT s (ALL) Z0A S0 RDZ 3 % S (MDM2) mRNA 4 [14]
55 1 95 HCT116 4 i V5 40 L JR S BEL G T S 9 [15]
HT29 21 i Fil SW480 2 Jitd V5 40 SR S B T G1 3 [16]
A& H M (CRC) 44 g i AV B A 2 0 308 9814 PR e-Miye 1R A 400 32 1 3k [17]
45 1.0 5 20 FEAR Pol TIT #E 3 [ [18]
HT-29 % i 5 40 BB T G1 I [19]
HCT-116 41 40 SR B T GO/ G1 4 [19,21]
SW480 411 # Cleaved-Caspase 3 il Cleaved-PARP1 %5 [ 2 i , 7 1 [ 1 AH G 3 [ [23]
ATGS5 ,ATG7 Fll ATGI2 1% %
HRLAE HELAEY 985 0T M % 0 XTAP 1) % 35 [25]
it AS549 4 ffd TR T2 (CXCR4) 19 %3k ; RPL23-MDM2-PS3 I {5 Sl 6 ; [27,29 -30]
7 240 60 )1 391 BEL#E T G2/ M )
A549/Taxol it 2 TR HF-«B(NF-«kB) i %35, il RNA R4/ 1 192 fig (28]
iR SMMC-7721 41 1% 18] DNA - BEAL AN g4 65 )5 58 2R [31]
HepG2 41 il PTG pS3 HE IR J i bk s B 1 70 (HSP70) 25 1, )3 Caspase 3 36 1 [32,34]
Bel-7402 4 ji] {23 GSDME A5 i 4 (1% 240 g £ 1= [33]
B 20U HCerMEC 4 iy 0 108 A K AR K E T (VEGE) Rk [36]
KB-7D F1 KB-tax 4 il VAR 2 2515t 25 45 11 (MRP) Rl Z 2515 25 35 5 (MDR) [ 335, #0% Caspase- [37]
3 B ACAEAD M L S 1 (MCL-1) Fl XTAP
SKG-II 4 i PG c-Jun SHEOR o A 1 (JNKL) 6 INKIT B2 fL 4 52 [38]
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X
i Jed 25 7 20 i R /A A TE HIBLHI 2% Sk
HeLa 4l Jify % Caspase 3, Caspase 8 Fll Caspase 9 Ll S poly ( ADP-ribose ) 5 & fifF Fl [39]
Bid 1) 2%
Eg it RPMI8226 4 fitl ik A PRI, 5T GO/GL 4N A J5 1 BEL 3 5 B Ik NF-kB/p65 13K [40,41 -43]
B, LA F «B MH KT o (IkBa) s #1E Caspase 8, Caspase 9,
Caspase 3 Ll & poly (adp-#% 4} ) B A filf
U266 4 il 755 G2/M 4 Jift J& I BEL S S Caspase I8 1 20 I 9 T, 18 45 41 2 (3 81 X [40,43]
iz H AL
MM. 1S #1 MM. 1R 48 iz 3% PI3k/Akt/NF-«B i % [44]
BOERW A5 4iME V5SS ZH R SIS, ] NF-kB #2615 FI %G Caspases 2 [ [45-46]
1 S SKOV-3 4 Jifs ] HIF-1amRNA {156 5635 P 5 10 ) 2% J A KR 72 1k 2 (HER2) 2 A [47,50]
I ik
51 598 A 20 i 100 4 M e 5T 4 Je A B (MIMIP) 7 FT MMPL9, 1 9] | % 45 %6 2 1 (E- [48]
cadherin) 3k
OVCAR-3 1 TOV-21G 41 fifg W HER2 (B#e 1k ) (PIBK A1 Akt 935 1, 0 # HER2 %5 11 10 R ik [49]
i e 9 MIA PaCa-2 1 PANC-1 4 fifi T PUML ; ##i] HSP70 [50,58]
Bxpe-3 41l FEARBEIR L Bad A [51]
Jige Ji 9 2 i T Spl (B3 AL AT O-GleNAc 5 # il [52]
Capan-1 4l g Caspase {HiIE T 38 T2 [53]
S2-013,S2-VP10 F1 Hs766T 4 ity Caspase R i1k @ W LT [54]
FLIR MDA-MB-231 4 g P53 i 5 (i SR 1A E % [60]
MDA-MB-468 4 Jiii o S P 3 1) L MR B S TR (BRCAL) B Homi iz 1 [61]
MCF-7 4l }f3 V5 3 Jey hE VR ARG 1 G (FAK) 3 3L [62]
FURNRBE  ATC 40 T p65 B Bel2 il Bel-XL )53k [63]
[64]

TA-K F1 8505C 41 jig

Fif Ak NF-wB 08 1) 3 P 200 At 5 390 26 1 DT a8 P9 B2 A K PR 0 Bk 8 i A

ST ¥ Wl JRL R I ik

1 TP B ER R ENH R

1.1 HmAammEERENGFR R — s i
T A P R 1 T A B O A PR A Ay A BE
iR T B e T A5 7R A (R A 3 i B B O o M Y
G, Carter 5 B9 & BUAR VR (9 TP B A AL %
AT I A0 B AR AN K M S R A0 A i e
(acute myeloid leukemia, AML) 41 i i & 1=, /F A AL
i) Ay 308 o 2R R A T B AR AR X i O T R
[ ( X-linked inhibitor of apoptosis protein, XIAP) Jf- 7
75T Caspase RHE I T2, TP 3& AT #) K562 4
JHL B A A, DA J3E R I ) AR A B O 3375 S 40 i
T2, B DNA J Be A A TR ik 1 5 2 k2, i
T p” ber-abl ik,

ADAMI0 & —Fift 25 J5 4 25 1, 7T 224 ik 22 b Jo
HEL IS 5B A KRR AE S e . TP 7l 3L
ADAMI0 k5 2% T B, B 5 B I PR A% 40 i 1 1M
i U937 4 ML A9 3% 17" . Choi %" B 5x % W1, TP

Wit Caspase 3 ¥ i i 5 5 U937 40 Ml 4 1=, 1
Caspase 3 3l [f 7] fiE 15 XIAP T4 6, Li %"
FE R, TP A K562/A02 40 i (4 it 25 F2 )3, i %
M p-#E 2 1 (p-glycoprotein, Pgp) 3 15 F1 25 ¥)
S TR, N B AE K562/A02 4 g b i BLER
W MDRI Ji5 8l 1 % sk 36 1 o

Shi % UFFE & B TP Al i S48 1k 20 e v 1
I35 20 2 ( Ber-AbL-T3151 CML) F1%F STIS71 Tiif 24 (1)
CML g8 & 11 st A% 40 A 26 bz 44 45 41 44 98 1. Huang
RS 4 S W TP Gl i 4 ) MDM2 mRNA (45
J T 7 3 S KSF- A il MDM2 , M1 5 5 MDM2 3
FeIk 1Y 20Tk Ik L 4 I A5 (acute lymphoblastic
leukemia, ALL) 4RSI T-,
1.2 mEREREVHHR TP Al il id 4k 1k
AT 0 TR AR R A W5 S HCT116 41 Jifg
JHT, BH W HCTL16 40 j J8 31 T S 11, A 1 41 i
HCTI16 4058 ', Lin 2" Wi & 9 TP g B
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) HT29 40 i F1 SW480 40 g i 14 4 , 5 7] & A1
R[] A P4 , TP 410 1 200 B ) 3 4 1 AL, This p21 4R
1,95 Gl J& #ABH A . Johnosn 257 % 3 TP 1)1 1
T CRC 20 0 (1) 5 7% F3EG B, W8P BH 14 40 i S 390 90 1
K7 c-Myc FZ0 ML R 1 K3k, TP 7E 14 4h g
R 45 L e A0 L A AR TR R R SR B A K
] Pol I i %% %5 55 TP 7RIk E il 1 7215 =
ANMIBE T, 7 R BT U7 0 R S A L X
URAR T TP X 240 0 8 T 0 40 i J 0 6 Uk ki
Oliveira 5" W 55 % W] TP fE 4% 3 it 40 i) E2F
1) 2 S 380 T 5 5 HCT-116 41 jg 1 HT-29 41 g
Gl Wi . TP @ kiR S N IR
HCT-116 #0 i Jd v, i i fe 2k p21 & iRk,
240 S 9 4 1 ( Cyelin D1) £ 40 i 5 383 BHL i T GO/
GLII™ . Wang %" §F 5% % B TP G v W7 x4 240 ffg
BB A AF R R AT 2 OC H B TL6R-JAK/STAT i
%, 2R W] TP W] Ge 2 10 B it 45 W 58 5 & 45 1 i 1 ¢
WE25¥y, TP fig ] W4 i) SW480 F1 HCT116 4f g i)
H5E , 1% Cleaved-Caspase 3 #ll Cleaved-PARP1 4§
H IR, IR A W AR C R ATGS ,ATG7 il ATGI2
[ %% 525 Tang 257 4R TP BE A S-9RR W I
(5-fluorouracil, 5-FU) X} HT-29 40 }g i 44 Py &b 310
VERT, &5 R R WY Bt ffi ) TP 5 5-FU 1l <53 51 S
78.53% F184.16% B4 2549 X1k 96.78% , 3%
HH P TV TG T Bt A 1Y A 2 400 0 04 T Y )
AN IE AT YA RO .
1.3 FREEEREVHFR  Tengchaisti % i
TR N AMIT IR A BE TP X 6 B RH A8 98 0 B Bk 110 2 4%
AR (EDy ) 7 0.05 pg-mL ™" ZAE K T %KM
(0.12 pg-mL™"), Clawson 45" jf 55 45 & B, i
SRR BB N T A 06 T 1718 5 B2 4 (tumor necrosis fac-
tor-related apoptosis-inducing ligand , TRAIL) FI TP H¢
A {5 AT B A A R A0 AR O T AR AL
5 TP 4] XIAP [ i5H %,
1.4 HMEREMNFSAR TP X Apo2L/TRAIL
5 10 Jili 98 20 B 2R 0 g AR 2H 20 B SO PE
A, Apo2 L/TRAIL F1 TP B[] 75 5 0 T 2 ¥ K
Caspase 8 fll Caspase 3 246 L) J ERK [ 8 s 1o
TP FJH 2 CXCR4 Y 33K M40 6] AS49 41 Jfg 1
SEIFES LA T, e ¢ peDNA-CXCR4 5 & B4 il
P 9 3 270 o TP X A A 4 A B Tt 245 4 0 ok
AS549/Taxol HAA B & 0y 40 il 4 F3 , HAE L 7T B
N NF-«B f) 08 DUl NF-«B [ 5 5% i 742 3
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1%, [ i o A ) RNA 55 i 11 A9 2 ag , 3 1 40 i)
G G R O T 24 35 DR SR 3 S A T 2 0

TP REVE T AS49 40 M i~ 20 , T A~ P X
BEREE 1 RPL23 AZHE R Th i 25 1 15 MDM2 454,
5 MDM2 5 P53 @45 i /b, i iE 25 1 P53 e
i AR E # ik, BCL-2 Lkl /b, AT fih % 240 Jfd 4 1=
A B AV T ST & B TP 0
AS549 4 iy 3 B 525 ik e I TR A BELE AS49 241 i
JA T G2/M W37 5 H & AR T, L 24 136 h 1
AV (1C,0) 51514 273 F1 210 ngomL ™
L5 FFFEREMNGBE  Chan 57" B L H,
TP 1] SMMC-7721 4l i 43% 58 52 5 471 (1C5,
32 nmol-L™"), TP 4b ¥ HepG2 41 Jfi )5 , p21 , Bax,
DR5 ,miR-34b 1l miR-34c F: [N £k W & ¥ n, £ MW
TP i b T e ogg 30 ) R DXL pS3 40 o) s 4 N 9
FSHE AU T . TP REAS 1L HE 40 A T A G
H 1 GSDME #1412, 30 ) Bel-7402 4
MOREBE 5 55— W TR W] TP REAS HepG2 41 L U
T, HALHI AT G855 # il HSP70 £ 1 F1 il Caspase 3
WA D
1.6 MEFERENMFR KM% LR 62
Bil'E 2000 BB BE ML B 2 41, LR 21 A 3 R i B
EABET R (24 mg-d ™) PEATIRIT 1 N 197 R
(255 d,5252d) B2 8 NrfE. TPIRYY
Ja, WAL 2 A & (1L-6) , TL-10 il fit J# I8 5L A
F-ot (TNF-c ) 7K V- 35 i A% T X5 BRA, B B TP 4 Bl
ARG TR i B U 8 S TR R IRAL A 5
i SN A9 o e e 400 P 4 G O 9 4 e e AH OC B T Y
FIR HA B 0097 3 AE MR IE b AR K R
PR T P I A R LA B L A B A T RE A E
e, TP H A 40 5~ 8 S50 & 9 40 (human
cervical microvascular endothelial cells, HCerMEC ) 1
AT F RO BE T, 490 o 5 R S e R OS5 AT RE 5 1ML
BN A K A T (vascular endothelial growth factor,
VEGF) ik 36 ™ o Chen % B 57 & BL TP FEAIX
KB-7D 1 KB-tax 4fi i ' £ 2} ifit 24 25 11 ( multi-drug
resistant associate protein, MRP) [{) & ik, 1@ of B 1%
Caspase 3 J& Mk Mcl-1 1 XIAP 17175 5 £ 25 it 25 1
TN T TP LIS A 4 7 i) SKG-1T 4
L A 5 5, VR AL 55 B AR PISK 3% 14, s Akt 5
FEH M C (protein kinase C, PKC) i % M 5 3
INK1 9 #005 (Bl R k) AR O™ TP Al A5 2040 il
HeLa 4 g 38 55 JF 75 S 20 ML U8 1=, TP Brifs ¢ 00 0 12



5 Caspase 3,Caspase 8 fll Caspase 9 AYIIE LI M 2 B
ADP B 8% 4 i (PARP) Fl Bid 1y 2 i A ¢, i
Bel-2 [y 2638 71 3558 TP % SR 4 v .
1.7 ABHERENEHFR  Zha S KT
TP Xf 2 & VB B9 IR 97 /F 5 4 8 1 Ak o
FERY R, TP XF £ & P B 76 240 i bk RPMI8226 (1
0044 S22 B[] 0 RO M, BRI R 5 S GO/ G 4 il
Ji1 403 BEL VT A0 B T R R A B S R
SUV39HI1 #l EZH2 4 %] B A% 2 2 11 H3K9 A1 H3K27
3k, 52 KM, TP X £ & P8 6 8 40 i
U266 (1441 il ths 52 At (1) 0 550 d2 4R 1, JHL B e 3 11
VEFR ML T BE R i 5 G2/M 40 i JR 0 BH W A
Caspase 4 6P 2 e A TS, BRI 40 H ( H3K4,
H3K27 ,H3K36 ) H 3L ik,

Wen 2 22080 TP(10 ~ 160 nmol - L") %f RP-
MIS226 £ Jid 38 i 47 1 46 f 1 [ 1C, 9 (99.2 £9.0)
nmol - L™ T, H 4 FH AL ) 3 1 ok A% 40 2% 11 25 2Rk
fitf LSD1 A1 JMJD2B 4 3 35 90 il — W & fk H3K4,
H3K9 1 H3K36 ({3 ik ., Zeng % Prov st 0],
TP n] B I RPMI8226 4fl ifl #% Py NF-«kB/p65 & H #
KL AN A I b IkBa 93 AR, TP iF 1] 8
13 ¥ 7% Caspase 8, Caspase 9 fll Caspase 3 L) &z DNA
&5 i PARP, % 5 RPMIS226 i1 U266 £ it 8 1=, If:
H T NF-«B 3% 1, Yang % fF57 % BL TP j#
it ¥ 3G PI3k/Akt/NF-«B i % i 5 b 28 oK A 0 K
(MM. 1S) Fii b ZEK AR BT ME (MM TR) 48 ML 96 72, HAL
il i 55 22 4 I 0 Ak 2R 1S ( MAPK ) 38 % LA Bz 26 R
PRI T A5 538 A G
1.8 MEBEBERENSIMAE AR EN TP
AE A 40 O B0 K A3TS AR A, R E S5
VHEA B R T S 3 ) NF-kB R 35k DL R i
Caspase I Z& L 1A M 15 5 38 B 75 3 40 M 4 T2 A
A TP BE TS A3TS 4N P9 I 4 NO
I Ca™* By 7=, ARG AR BB 107, 32 785 Caspase 3,
Caspase 8 FI Caspase 9 1514 ; TP & vl {E #E P T-15%
TR T (Fas) FJ T35 5 7 BC K (FasL) 19 Rk,
B4R {5 2 C Bax JH T2 5 K T (apoptosis indu-
cing factor, ATF ) A1 N Yl G ( endonuclease G, Endo
G) &P BEAIR Bax 3R3K, 5S40 IR T,

1.9 HIMEBERENEFR  Zhou 5 B K
B TP REA 2075 5 A 09 59 SKOV-3 4l ffl i) HIF-1a
mRNA FI8 [ K, 30 % 3% 05 P, B A G 0 5 R
(f33% VEGF ,BNIP3 #1 CAIX) i) mRNA /K°F, Jf H

Chinese Journal of New Drugs 2023,32(9)

UUER HIF-1o J5 % 90 AT 88 43 40 0 TP 5 5 09 20 B 55
PEATE T2 TP 8 2ok 4 60 B9 5 95 40 B b MMP7 Al
MMP19, I3 E-cadherin 3k , {12 # I8 240 ffd 1] (%) 2
B, S35 0 R T O L 40 B T RS AN AR e TP
U HER2 (@52 1k ) \PI3K F1 Akt (936 ¥4 , I LA 2=
S R Y 7 XA HER2 28 [ iy 2R3k, 06l 1 5P
HUZ YL (SKOV-3,0VCAR-3,TOV-21G) a5 '
1.10 MBEREREMNSFR TP #Eid i PUMI
VI TR R g 40 B (MIA PaCa-2 F1 PANC-1) H W 2
fiE, 32 /e 8 B R 4 AR Y TRAIL SR, K B B
PUMI 7 [ i 98 rh 9 AR SC AL o TP Xof i ik 9
Bxpe-3 4i i 410 il 4 ) S22 s 0 e JBE 0 i vk i at
Ets-1 J45 Pim-3 &3k, FEARBE IR /L Bad HH, K 4%
75 5 A 40 R T 9 VY . Banerjee 2577
FE KRB TP AI I Spl i #i 554k Al O-GleNAc %5 5
fiti , NV NF-xB S84 A= 473 % , {ff HSF1 F1 HSP70 %k
T fe R P BN A FE T . Mujumdar %5 B
W TP 38 ik 2 AR [F] B 38 A% 2R AU I IR 9o 40 G
@ %S MIA PaCa-2, Capan-1 F1 BxPC-3 fY Caspase
W T2, @ i 5 9 IR 41 i S2-013, S2-VP10
1 Hs766T ) Caspase {KHiPE H WEAE T, X 3 W 1R i
et 240 JL 8 T A I 22 R) A AR S SUAE

Jig R g B X 3 T A T 24— R
YT E R 1) 8, Wang 285U B T TP 51 8
& It (ionizing radiation , IR ) Bk G167 e g 982 10 VE HT
SR RN TP HES IR AT 40 A7 % PR AR 2 21 %
i AsPC-1 SR RS A8 0 2B K, BRA TP
TRAIL X} 4 Ff A [R] i JB B 982 28 B Bk ( MIA-PaCa2,
PANC-1,82-013 J% S2-VP10) #4736 97 >, 45 5 %
BUEC A RT3 AR T T A A0 R A A0 g 4, O
1% Caspase 3 f1 Caspase 9 T I T-, Modi
DO A VAT B S5 R R, TP IS B YD A A B R
P10 48] PR R e 240 L ) 5, TP 8 o 00 ) B VD R A R
(9 DNA 451 05 15 52 38 it , 15 98 200 B Xof B8 Y0 1) 4075 = 1
DNA 50 AU . Lin 257 B 58 TP 195 35 5% ik X
Ji3E i 465 4 L ( PANC-1, CFPAC-1) (K b AR Py 3K 5
YRR, 25 3 3¢ WIIC 6 107 HH AT 410 o) e e s 4 P A= G, 75
S T, B4R HSP20 1 HSP27 (#3235, Phillips
2 8 (RS AIE S T HSPT0 XoF J56 598 40 i ( MIA. PaCa-
2,PANC-1) (9 T B A HI 5576 H , Ui W] TP fg 3@ i
il HSP70 2k 1y 76 14 N &1 75 5 5 e A AL 1
1.11 HIABERENGTFR Ak ot
FEAEACT M B R 2 — M4 2022 4 1 J1 12 H
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el PR = AR IR 2 75 ) (CA) KA 1Y 2022 4F
REGETH A 27, 2 P e E T R ) b 3L S
319 . TP % = 1Pk 7L AR H% 402 (MDA-MB-231)
RS FE A BRI, F 22 ol Bax
FRIKFNTN B Bel-2 M R IE, 7S 40 M0 T8 B
fry . TP if % MDA-MB-468 4 il i 7 B 2. ) 411 o)
PRI 2 AR, 78 12,5 ~ 100 nmol - L™ 3
LA 35 13.3% ~60. 7% , HLHAIE 5T 45 2R 32 B
TP GEBH B H BRCA1,ATM F1 ATR ) mRNA ;4K
205, A BRCAL ROLwEmAL " .

Jar ke P %6 % 1% B ( focal adhesion kinase, FAK)
S — P TE 7L MR v ok 2R 8 Y AR A2 1A I AR G,
AT 40 B B AR AF . Tan 451 IR E TP LR
[Fa] e 0] o MR 1 15 5 FAK 4324, 3X 55 MCF-7 4 Jfd Jii
5 TC VA 2 B 3 40 i A0 R A G
L12 FRRBERENGGTR Lai %0 5
TP %t [6] 48 P B IR IR 982 ( anaplastic thyroid carcinoma,

ATC) 4 (Y £ 98 T 4E I B AR AL # . &5 2R 3R 00 TP
Xt ATC i 2 TA-K 41355 77 77 A= 50) 2 A9 v 41
i, 5 A T, FEE S T p65 K i NF-«B
B SRR Y Bel-2 Al Bel-XL 9 23k, I iF B 4 7= 2
BH p33 NG T O, TP /] I 2 FEAIR
TA-K F1 8505C 4l fifg v NF-wB # ] K& P | 40 fitd J] 15
A D15 P9 Rz AR K PR R AR 35 6 AR 2T D
R A kO 3k S X T S ARG A G B LA A R
MRBREXELE,
2 TP @K 5 g /E A 5=

TP Xif Z2 i b 96 240 P 5 BLA B g 40 ) R T 4B
HOK PR AR YR BE AR A BT6 97 1 7 A5 i 5, B
il AR I R b @i — 20 0 o Bt 30 41 >k B B 5
Z2 30 a3 T B, WA T 4 K kL | e R Al K R R
FLER AN AL RGBSR A A AR S TR 2 o
396 % B e AT, LA B R ROR T BEARAS B
N, L 2,

R 2 TP ORI IR A T

ik R Gy K EEHA I BT 4 2% 3K

TP-NLC MLk BRAS RARE AORGUBA PO i 1 [65]

TP-SLN TeR T BT WS E R R RS e TR ISR [65 -66]
T i 9 B

TP-SLN ML BERVESS  DRALI 0 TP-SLN AT B R A0 BE , R moBE i B [67]
WK 7 T , PO B D K

Tr@ TPP/Lip ML BT ST LA B I (L 1 ) R, 4 5 25 9 £ o [68]
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