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40 M3 78 1= (apoptosis) 2 40 M 76 £ B EUR B & 4
T HEFRERMARAFHETC AR, 5ARN S
h HEE-BERVANER T . AKERS
ReHERAT, AURAREHOBREE RENE
RRRZ—. Bk, 70 88 10 40 M 78 T 9 4 F HLH
THOLBHRENRTRERELER, B+E%,8
FEEPHEANEAATERELEARBILRS
BTN RE IR 5 B A o T B B 9T 34K, AR SRR S R
ZRWTF .

1 #AIRATHEESTF

L1 ¥RERRLEMRE QK E (cysteine as-
partic acid specific protease,Caspase) K& Caspase /&
FEREREOR, —BHEHFESREBME KR
HMEHRE RS, EHAREERMET, RERATH
KR, Caspase RIKB A HPE: — LA WITF,
0 Caspase3.6.7 % , M A BB BANEHEA MY
BEA,FIRAT, B EED 8 FHEAZFEN TR
WiE; B—LHBF, 10 Caspase 8.9 45 FEHEZH X
fGE /e, @3 878 B 5, 4k fh & Caspase KK
B, 4 Caspase 8 AJ 4K K #JE Caspase 3.6.7 £,

1.2 B-AMHKEE/ H0R-2 FREEE(B - cel
lymphoma/leukemia-2, Bel-2) ¥ ¥ Bel-2 £EXER
REARBRTCIBFREZXREEMNIEM. EINRE
W8 E,H Bel-2 FEL# 15-1(Bcl-2 homology domain
1, BH1) .BH2 .BH3 ,BH4 % {&<F45# 18, Bel-2
BENEARGRKR>HIPE: LA, TEH
Bel-2 Bel-XL B8 Z B i #%-1 #EE (myeloid cell leuke-
mia-1 ,Mcl-1) %, 5 — 2R F =, £ € ##F Bax,Bak,
Bcl-XS ,Bad ,Bik \Bid &',

1.3 B 1-i# % B F (apoptosis-inducing factor,
AIF) AF Z2—#EOE BAELEREEE, LT

EEUB:IHETIET BEAXT IR EXEAAARE
( RC2007068 )
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2z k B FR

SGRBBELTEAATEMARP, ERTHFESR
SR BRI , B4k 38 1 £ (permeability transi-
tion pore, PTP) FF i, AIF B B EI MR+, R A &

- BALES AR AIF BHEABN, 5 ERERNT S

e DNA K& H B, 51 R A K # T Caspase )4
HAT ;BT R ERRGENEEE, REEEN
AIFBH,ERTEZRN K, ERIAREHAEHE
=%, AIF 6 3% 8642 i 4 8 € & C (cytochrome C,
Cyto C) f118 1= H B {2 £ B F (apoptosis protease ac-
tivating factor-1, Apaf-1) BB, E ST LIEIE
Caspase 9 R {& ,JZ i Cyto C/Apaf-1/Caspase 9 H & 1%,
BET 75 4L Caspase3 , fit R MM -,

1.4 F 1% 4 F (inhibitor of apoptosis protein,
IAP) IAP BATHHEAR K, FEREEFE (su-
vivin) (X AR 4 0 T 0 ] 4> F (XIAP) FIFE T- 4% #38¢
REH A K-18 HLEBHMH K G FLIPs (FLICE-
inhibitory proteins) %, IAP R & it 5 K 3% ¥ b F
Caspase 3 .7 Z5&, T Caspase 8 WIIEHEMH A =,
K suvivin BIEFERAMFHATHHER, RFW
FETMETAR>HONEER, E—-LF LOE
Yefb PR &K, survivin A1 A By Fas K HE
F (tumor necrosis factor, TNF) , Caspase fl Bax % 4}
SWM I, FLIPs I 5R T4 M Fas HHXEH
(FADD) #1 Caspase 8,10 &5 & , M EMZE K HE
YER, T 40 | Caspase 8,10 {F WU H B EFIFET- R &
EAY, W% Fas/INFR 4+ SRHARA

2 HRATER

2.1 RT-ZKER  Fas ( XF Apo-1 B, CDIS)
5Bl ERATHHENACEAMK, ERFME
IR 58 BB - 3% {& ( tumor necrosis factor receptor, TNFR) &
B RETFEMARKRE, ER=Y A —BEEEE
H, RERESHMZENE S, RERSHTZE
(death receptor, DR ) K 40 i i P BXFE - A M 45 &
BEA, B Caspase 810 Bi ik, EBA T ERFES
E &% (DISC), i& ft Caspase J3 3 T, 4k T # &
Caspase 3.6.7 EHATF, FEFAHRA T, BIZE M Fas/
FasL i@, B AIAN Fas i B 60 ok O 980 40 i % e
B4R Fas J5 ,BEH Fas RIZAKFH LA, AR AT
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RBE LI Fas G EER 128 I 0 8 Tt 25 0k o 0 1o M
EHTELET ., FESERTHEXATESRE
( TNF-related apoptosis inducing ligand, TRAIL) j& %2 1
HAERI DA .

2.2 KMERE DNA G ARFM TH
YEHTFEIREAEBR Cyo C.RBERER
Caspase % — I 1% % 1 ( second mitochodria-derivated
activator of Caspase, Smac) Z (R T-L K A G E,
Cyto C 5 Apaf-1 254 , 54 Caspase 9 Gij{RE AT /M
{& (apoptosome ) , = 4= BLA (& ¥£ 4 Caspase 9, 4% il 15 1L
Caspase 3, ji 3 Caspase F =R B K M, REKRRE
RMXMATESEA(AIP) , AR EH 60 (heat
shock protein 60, HSP60) Z #1585 i T- F Bk X il #9 7@
o KEEEIIR Cyto C ARKAEBHERATRE
MO, Bel2 KRB HXM KR K PTP K F H &
KRR, Bax B2 Cyto C 4 FHFL LRI
fi, 4% PTP FF i, 51 42 40 o 8 1= ; Bel-2 , Bel-XL % U
i35 Bax REH EHMIE Bax SHXENKEED
HERRETATHM

3 BATMXRESHSFHHEE

FATHXEANER EANREEEZETE
EFESRESE. Bl BREER EHESST.H
BRABRATHAX? FHRE, ZREH#ARATH—
HEHY,

3.1 Bf5 B AL AE-3 3 & ( phosphatidylinositol-3-
kinase, PI3K) /B H % B( Akt) 24 PI3K n] i {L %
FEBEALEE D-3 BeBR ML, 15 4-BEME B R BE AL BR e (b M —
BERBEIE B AL (PI3), A B TR TEE
{2 1-% 3 Bad 1 Caspase 9. % HF B (NF-xB) #l
200 R 300 0 e K B I 4 F p21 %L TEL Y Ak ]
ff Bad #0 Caspase 9 B§BE{L ik 16, K Ik, PI3K/Akt
BREPESESSATHEERETERSBETHAT
3 52 BH, B 4 MR A o AR e, {5 R A B 1) i R 4R
Kk o

3.2 EBiRF «B(NF-kB) Z%4 NF-«B %R H1E
hERBEAREHE ATREAXEFED. kB 2—
A ER, TEEE NF«B KGR, SAKRZE
TNF-o SIMIEF ¥ K . %R, 1kBa B 32
M3 ML EMERERERRL, FEZRML BB
NF-«B # AN, SERERBHFRBLES, B3
TR ER, &k NFB Il AZEAERBT
A (IAPs, XIAP Bcl-2 1 Bel-XL %) 408 &
B (e-Mye, AE LY EE COX-2 FIAMEAHE cyclinD]
E)HMEEBER (COX-2. &8 &G MMPI #

MENEEKBEF VECFE)EANSHERZEANE
%o

3.3 MAPK R % Z0RE L% & 808 (mitogen
actived protein kinase, MAPK) ¥ E @ # 3 M K i%:
ERK.JNK f1 p38MAPK, MAPK ¥ i SMEEHEE
MASEN, S REMAREE M BURATE
EY¥Eg, HPERK EREFHAREERETF
NEMAREEMI U I BRPREEEEA, FTH
LM o, INK A F Mo, T 8 6L 8 f1 TNF-o 30
IO R 2N A7 B0iE 4L B 5 ¥ 5 ( stress activated protein
kinase, SAPK ), JNK/SAPK {5 & & £ 5 ERK,
pPBMAPK R 5 EH R BB A FEYIX R : INK {§ FasL
FikoE RHE T Ead Bel-2 M Bel-xL BBk 4L, {2
HER BB Cyto C, p38MAPK i if #4 3% c-myc K
ik .p53 BBt B 5 Fas/FasL f+ FHM T K& c-Jun
i c-Fos 5% Bax #{y SR, M5+, p38MAPK
JRE] 1438 TNF-o Rk fREARA T,

4 PHERMSET MR ME A RE T

PHAGRE T RTERLBERIREA, &
10 ERPAFBRS B BE DR EAKEATH
FHRHOARBBERREHR, FHIRRRLAKRY
ERAEAANRS FESHHARERSARE,

4.1 BWELEY FHMBBTHOKR EREX
BAo. =% 4= (arsenic trioxide, ATO) LM +
ERS. UL TOERREEENA"BR1 57
(ATO) RIN{IFA MK ,90 £/ L% M HH R
FRRRT ATO % £ 0EF 400 41 s 5 1 7% (APL) 4
B/ AT AR EM KRR RE, 4%
BRLGAMBRTAEN—FHnEER, REMRIE
A ATO Xf APL 4 A XU A A, BMR R B %
HHe, BREFEFARAT., ATO A[RKE WK &
BRI 25 0 S PR L 40 B 3 o 40 B B Al T BURME,
X5 ATO Fid Akt 3K (40 Bad ,Bcl-2 #1 XIAP %)
FpAX"Y, AARALBIEH R ATO 7 LR
TRAIL #ESH4 AE T, MR AR E DRS M RB,
] Akt 2 SRR WERL M BE 15+, T 9 FLIP; £ TRAIL
M B WA RS, ATO M & PI3K 15 & [F B
P£F DRS SREM M, 77 ATO 12 3# F 1l 7% 40 3
TR RS E T 0 PBK/AKt g 2T LA . X
FHYEREEAIMEBRE,ATO 7 &| NF-«B 1§,
T8 NF-«B k&1 8 =M % & H Bcl-XL,Bcl-2 XIAP
A FLIP &%, WEHFAE I | pmol/L f ATO
32 nmol/L T EE KK S ES Bar/Abl A H
BH 1 B 1€ 4 B2 40 Mg (3 I /% ( chronic myeloid leukemia,
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CML) L 5 2 25 40 M #k K-562 40 g A 1=, i B 72 it s
B ATO hn#E LRk ik #145 , {23 Cyto C F1 AIF B,
B caspase 3 F1 T ¥ ber/abl @& 7E B, 5 B E 3% i
MAPK/INK f1 p38 & #, EREAB C EAK
", T ATO %S U266 % % % ¥ & $8/8 (multiple
myeloma, MM ) 40 ff Bk A T I ML R BF R R 8L, R ATO
FERAHE TL-6 TR, R4 A IR A B HFELRR
{5 R B A7 B IR c-jun &2 K 5% % B8 (JNK) i 4%
SELN

20 42 80 FHREMAHBREFIEMBRMLE S
RIS B, ISR IE , E B E BSIEMAE, &
HTHER ERAS KFSARNWE T HEH .
EHRREREARES FRKFEBEEFRERIRT
BILWE A Z R SERVLE ERPEARE E.
EHEHNEAEENANBSE MERERRKNER
AU B EEENSHE LA WLERAT
RIS RS BRI A mRMBE IR -

4.2 WERLEY

4.2.1 FAHYPE (triptolide, TPL) FEAEN
TFBEMEAER RS HF BE, KR, PERE
BARHAEXRE FmEL EhitE ALEE
Z¥. TPLEHBABRBERW =HLARNT. BE
KRB TPLA[ES A MMBAARBAT, #F XIAP KEK
BET A Mcl-1 ( myeloid cell leukemia 1) 3% 35 # W
1%, [ fI% £ BL 14 78 BE o 2 I B TR Cyto C; 40 O M BR
Caspase 9 M%F TPL % 4 T 5%, {2 Caspase 8 &k b 40 i
i8R %f TPL BR8] TPL F BEBEL KN KRR IES
M, EXRER, TPLAUHERE 2%
B4 40 M0 5 IfL %5 ( acute myeloid leukemia, AML) #H i ¥
OCI-AML3 #) DR5 ik /K¥, 7€ p53 MBREK pS3 &
AR i H ML 4 B vk b DRS H1 R x4, %8 TPL ] L
i p53 4+ B DRS ik, 546, TPL 3 i TRAIL &
AML 40 B A b IR %, R A A =1 B
FHEINRT 7 mRNA MIEAKFEETHCML &
ber/abl f 3 ik ; [5] B F i survivin Mel-1 1 Akt 51
BT F DB R CML 40 st AL 5T B9 R 5" o Yang
%0 % g1 TPL Rt o 2 K b SRR 20 60 MM 40 G bk
BERFATHIIN, XFES5HM EHK PBK/
Akt/NF-«B fl MAPK {£ 5@ B8 % VI #1€, TPL AL
S M T B ¥ Caspase MRS K& Bel-2 K
BB, BT LA S 58 40 M P ORI MK
E.

4.2.2 RYHE B ¥ (oridonin, ORI) ABEE
BEAEXERHEY, RH& HHE AEELRE.

Wik BEEMFI%. ORI B AFRERM =
KA, TES ORI IR UM /40 i 7% |
SHANK SEHEERABURARGRBEA
MERBAREERT, EIBFRIEH ORI &t
Fas/FasL {55 4r F % Cyto C B, BBV KB KR 1R
18 U93T M (AML-S M #) A= @3 Tl
Bel-XL 1 Mcl-1, {2 3# U266, RPMI8226 (MM 4R #%) .
MT-1( B A T-40 Mok B A L7 40 Bk ) 4B A 1o 558 5
Al NF-«B #H4£1E LA S Jurkat (24 T-HEH
FE A AR R R ) BT IR I R T
% ORI fkpy MR 45 AT F 1(8521) B M & AML1-
ETOMAZHMAARREREFTEREQ MRETH
BMX—HEH. B ORI ME «(8;21)HMm
RARERFHFSHAT GRS EMGER.
Caspase3 {H4L A K Bel-2 T ;455 AE-D188 MiE &
FIR% R, T D188 W] RE & Caspase 3 f 4] 8l % &; T
Caspase 0 i 7 7] & %X BELIT ORI $E 51 i AE )% &, L
B ORI ML I RE R ¥ L F D188 & AE BEH KK
FhE 254, B ORI IEK A4 B4 A AE FiK 8 1(8;
21) AML 45 M Bk Kasumi-1 1R85 C57 NEM H 4y, 3
AEEEHEMFHMEEREENTR, SPHBERT L
EHRER,

4.3 HE%

4.3.1 WK (quercetin) HHERBETEL
BV FETHEHEYHIE O REP, ZURNER
FIEOZFR BER S 4RRE 2R KES2M
ER BEAME AR UFRE . SEHA. ARHRAHA
#i4 Bz %7 mRNA M2 5K 40 ) HL-60 (AML-2 40/
B4 Bel2 MRE, ASARB TS MEETLR
#1P3 MEROIER, KA HE K562 415, HBEA
ARERIEIP3WERKTBE, 45T c-myc ras EH
kT B, M A AT ¥ K-562 4IRLAI A=

4.3.2 Y%l K # W ( geinstein, GEN) GEN 7
DRPEEFE R-RAARAMERNEY MK
E ANGCRARWEAREARMEEMHA. #R
%5 GEN 11 T i NF-«B KFAR #7518 X B 40 Mk
B9 40 B J8 T, 36 iE 9 30 nmol/L GEN B A] B E M4
WER I 5, 3B B Bax/Bel-2 B L, W55 NF-
kB DNAZ& 7, BHARB LT KARRELHA
GEN BeH MM AT LA G EEKEBAR,

4.3.3 BEWRLEFEERE (puerarin) HiRN
GREYHERERNTERR, TEDHIBEER,
ERBZEE HPEUHERFRUEREN TN EEL
Y, Peng %V ME B K B B R E %S HL-60
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ML, TTARBEREVESHAL, 1A XK
REBHREHEFERYRERE KT HETRAY
B2 HL-60 AT, BT fE & Fas SET- KA/ KK
BERRZHNA S0, NESORERRRE EHR
REYEAHRES K562 HHRA T, o0 FHLH oI 88
7 mRNA f17E A 7KF T Ber/abl £, 1A p53
HEARKTEIRW, M5 Fas/FasL 22 LB B4 X,
UHFEA EERAEREER . ENE AER
TL5 B AR #5545 TS K-562 1 HL-60 4 /g
AL BEREKESRIER . ERE RS HL60 415
ERAE. BRSEBE—CRETEALH W
il NB4 4B (AML-3 4 fa vk ) o9 5% 58, BEL 11 40 A £ FA 8
HBFSH AMARRHEAROAT, XEHFRR
TEREERMEENTALBIERM,

4.4 EYHE REFEAREHBFRAENE
B Fih e i 8 B 7E B 4T o 2 % 4 L 45 24 it 2 ( mualti-
drug resistance, MDR ) 2t5f 5 57 FH B B IR R B, #7 0 £
MABIEER S —EDRE K 8 H K (PML) AR
BZER(PM)ERLNET K HREFREANE
MDR # 5 EH , B#F B ARA T, RHEAWEY
BEHRARHEF K O MM B HL-60/ADR J i
X5, %I PM1 5 PM2 %t HL-60/ADR ()3 % f% ¥
SRIASTME N HIBNHSEE PHEES.
ELEMAEL MMAEARKREAX ENTHER
(ADM) £ H MR HRANEDIKRE , M PR
AMRE, BEEREG, BAARESARAT, %
BrR/ANHEAH B A B, N EREHGE T Hi N
BRLATHRANG R R R, IRB TRV EEH
SR, WNFRBEAANE EANE . FE RKE
FIE ADM ¥ b 81 30 &1 4 5 R 64.97% .60.40% .
57.92% \56.69% , ¥ 5 TH F ADM 4 (28.75% ) &
Wi DUBURL A (51.99% ) , EL 3 7 38 fin % & %% A9 40 1 3%
wEe

EMHMAME~EREALGER XRE KR
MEBSARS AT REFENMEX, Bd T,
AYERRATHARTHRE, T EFRTELE
f61) PELB% B I75 P 40 i o T A KB B 9 B 9T, BB R
FRAREAEXRB NPEHAETRTRASTTFE
BRTAYRIR M
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