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A3 R Y DL B 45 4 TR H LR B B L 98 E W
Ay 3 7 48 R B TE I R G 9T R R . ST
AH I PG 1 (DAPK) 2 — i85 B8 7 45 6 2 1 W 9
W) 22 518 1 95 24 R B B, 2R T e R T E 2
— K Z25 y- FIWE FN-y ) R IR IEH T -«
(TNF-a ), Fas filfEfb AR HF - g (TGF-B ) L Fhiktt
AT A BREIEN, DAPKI AT LU R 240
PR T I AR RS T S B AT A T 1 NIRRT
WIS A . DAPK [ BLA -S40 I 0 TR WA
FHAN AR AW A W5 & IRAE LA Gl L K e {5 538
Bt A EEAEA, B DAPKI (WA T450 . B 510
PEJAE (55 38 LA B AR SEHL A 7250
1 DAPKI1 B F4H#

DAPK J2— 2345 85 T 85 )8 8 LR 19 I 22 R | 95
M % 4935 DAPK1 . DAPK2, DAPK3., DAPK1 #H5¢
HE 1 DAPKI AHOCH 1H 238 5 A2 5. I T DAPK2,
DAPK3 AYMELIX 38 DAPK1 AYAEL X3R5 B4 83% . 80%
SRR RIEF Y, 38 % 4% DAPK1. DAPK2 fil DAPK3 %I 5—
AR BRI, TR X RO, 3 S G 43 TR /N R
50 FARRZER, OE T ENTRA AR FEIGE.

DAPK1 BYARXS 431 Bt 160 000, 2 i D) BE X 5}
AR B AT, AL 1AM XL 1 N5 S 4 3 2 A
X8 M E A EE AKX . 24 PG 1 4R
BRZE L I IRLL % 1 ANPET X 3K (death domain) 7.

1.1 BB AR S hAE . DAPKL By N S fb X5y 11
AN DXL B, A A DI 25 & 6 A 2 D IR R
LA, e 5 A oo B R LA o A R B e A A LA
FL YRS R A 52 DAPKI BIEYHA
2 ~ 3Bl FR A S N i 2 IR EE AIRBER AL,
USRS A AR 57 o 2 AR AL AR AR

1.2 BB T A T DX 5 A P 0 S A X R
QEBRES AN AR TG K X SR TE 22 2R 308 137 1 H B R
A AT 54 R 1 1 26 R, i — A I 25 A A
FasEtE, DAPKI J&3d i “ SUHLIE " I8 A0 1 —F 45 1 25 14
M , G DAPKL TR, B4, 45 A 85 8 TS
BRI (1, [ R 125G B AL B b g s k22

DOI: 10.3760/cma.j.issn.2095-4352.2015.02.018

HeG i - [ A AR E S (81372036)

VEF FAAL: 430022 WAL, SR RO 2 R B B2~ e Bl B
NS BE PRI 5 EAE B 2= P T (L L i i Wk ), 1CU (i),
JRRIERE (ki Te)

THIRAER : 137, Email : you_shang@yahoo.com

SR 308 V5 FS Wi R A N B 8 8 A 5 AN 5 8 26 1 Bt
AbTFARK -t e i . 250k DAPKI (%5 25 1451
FE VR I N SR AR 22 22 308 1 s, S FEiiid
T , T S AT P R S SR O B
1.3 HEEFEEFYIMN P IS A EAEEF S 5E
H - 2 2 ] A AR LR DL R i iz & - 2R AR R A
HE DAPKI [ . Bl A A2 8 X T IE A 0
WLEhER F 8 S R AE T AR #0622, WAl R (A P A2k
DAPK1 43 KB 5520 I, R BEA S 4 M PE T A5 g s
PIAS P 3R BE A, | Sl % 3, 43 5107 F DAPK1 J¥ 5]
639-646 Fl 695-702 ZIERFLILN G 45 2 4 P HR 540
HHRLE A X HEE, P INIIREE AR, nTHES DPAKI 1
HITFIEhE a5
1.4 FET-X AR L : DAPKIL 1 C ¥t & 1 4561
Xk, Ho 5 SR 1A & 22 E R ik S 1 R A 4, HoA
DAPK WA IS5 FET X B 5 2 2 b 2 T B Y
P IO, FIRFET X I RE A A4 B - B 4 i ik 293 4 i
G F TNF- o 1 Fas 5 AT, AR Hep3B 415
Y TGF- B HLEAITAT, bR EEFBLS HRENS /R 3 A9 A0
S0 FAFE T X B 5 R M4 HER RE M ST M JE S DAPK
. DAPKI BIFET- X 3R T3 58 1 - & EAHE AR
VBRSPS T AT G, A RFCIESS , VIBRIET X S AEAS T B
TNF- o Fll Fas /- EOAIIAET-" . ELIE 35 Ay Sh s s 45
VESE T DAPKI (BB T XU 5 40 S D 255 PRl AL ] 2
(TSC2) VB FEA7 55 . DAPKT IEME RS A KR T- L R Iy
Y FRMERZLEAZAY 1 (mTORCL) 155, S
A B TS B T T BRI B A 5 A S A e B
A, 8 0 U Sk B g R SR 1 88 (MyD88) 5
Toll KESZIA (TLR) M4, HET S 5 e O 7
2 DAPKI1 5RIER

T VT A AR RFSE & B DAPKL 2 5 7 — &5 4 4 i
5, 1 H DAPKL W] E PR AT 7 P8 RoAE S . — 5 i,
DAPKI 7Ef2 RAEH FUNHAIAFK -18 (TL-1B ) F=E ik
FEEA S — 5T, DAPKL AEMIE] TEN= v 75 S A% 40
JiL 7= A S RE R, 4] DAPK 1 235 Al H2 25 10 5 R F —«B
(NF—xB) BTG IE AR HESOE T 4152 1K (TCR) 15512,
F NF-xB AN shFE R ik Z R R 9 e K1 L AT T- 4
F, Kt DAPK1 ] fig 2 505 A R S e (5 50 .
2.1 DAPKI1 IEMEAT SORET R AR RAE R T 118 7E/R
FIARE P AR 2, P IL-18 A AP IR A — 4,
JREHBOSE NF-xB 23 IL-18 FiR&S ;=4 IL-1p
AT R AR A R R U 1 (caspase-1) YEHIJG
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Oy A A p17 IL-18 AR SR TITE L W 20 0 LB
A0 S caspase—1 #fT T NOD FEAZ AR 4 3 (NLRP3)
S VEMR A 2, DAPKI T 45 JE{ NLRP3 J R, i 8
DAPK1 Sl S B 3l IL-18 & BN caspase—1 75 14, DAPK1
S0 NLRP3 MR i, NLRP3 R SE 43
T2 DAPK 1925 ,NLRP3 SPERS 5 — R S50 ,
U XL 2 BB Sh K RERE AL 45 25 DPAK] ifRE
SALUE AR B RN TH4I4VE A B fiE5 NLRP3 454
i NLRP3 ZHEAER LY, SR 414UE A/ B AT RS 54
5T DAPKI AHIER NLRP3 SRR IITE AL .

DAPKI1 @i B iR fk TSC2 S8 TSC1-TSC2 B AW/,
TS 22 52 2 KT (EGF) % S mTORC 343517, i
mTORC1 & RAE(H 58 B A2 Af 5, DAPK Al gt It
WP RAE . 5340, RAERNFE H PG c-Jun EHEK
Ui (INK) {5554 S i, S BT DAPKT 454 & 1A
g D (PKD) Jf-30% INK ', 8K 1l DAPK1 & 75 % 5 JNK
IR A DI RAE SR EAT Rt — AR

A WE5E & B DAPK 78 #3545 7 1L-17 1 1L-32
HoR R E S . 37 DAPK 2635 AT 2082 B i 4
s THP-1 v IL-17 1 IL-32 i 5 IL-8 i 2> W, THP-1
DAPK1 253552k 7T/ TNF- o F1IL-1b 155 1L-8 7=
IL-17 F1 1L-32 BEE A2 E DAPK 308 i & 22 S W s e 1k, (H
DAPK1 ¢ 3% W faf 8 5 1L-17 F1 IL-32 B9 15 5 1 S ML b
ANiEHE . Geering éf%“”ﬁﬁ?fﬁf%, DAPK2 X - v 4 7 41 ity
) AL O R T EVE D, DAPK2 MR TL LBK 8 1 ekt
(MLC) 7= A= 4 AR , 32 i b A B i B2 258, FH/IN
A3 T BELIET DPAK2 ] LB S 410 Kz 20 B 1) 3 Bl i
/N BRI RS A AR v 22 0, Al DAPK2 7T LABH &8 sk /> v
LA 7] ST AL RS
2.2 DAPKI GMEET RAE N : TNF- o S —AMIE 25E
T, SR L RAE K RPEGIRHAI, TNF- o A PSR HIAE
S K, — ARk NF-kB A0 S S0 S pE S £ S
ST TNF- o 7RI H 48 58 PR T 40 118
IL-6. IL-8 Fhr — E Wi 21 i v il A+ (GM-CSF) iy
R T AR I BEE S DAPK 308 {37 5 22 4 R i ik
LR AL, TNF-a 5 TNF 52k 1 (TNFR1) 454, {2 ik
TNF 2K #1526 H TRADD . 324K s i 2 1 1 (RIP1) 512
K E3 SRS . RIP1 B K63 M6 L B2 IRBEIE N
M 5 TAKL & A YA 1kB 3 A (IKK) 454, i 5 IKK 1
NF—«B 1% 7%, 75 50 S8 M98 OVCAR3 40, DAPK 1)
il IFN-y F1 TNF- o 1755 NF-xB 336 , -4 il IFN- vy 75
S -2 AR BB 5T —1 (ICAM=1) A T4
14 XIAP 9535, Chakilam 2 ] TNF- o« Ab3Ef7 -
A, FH/NAF T4 RNA (siRNA) #0] DAPK 3Rkl
25T DAPK BRI REAE 5% SR i I 7 3 (STAT3) 47, 4%
I IL-6 /9 mRNA 7KV 1453, K BH DPAK REH il STAT3
TG B MRS I 9 IR YT B A TR I R L . RS
H BB 4 2 TNF- o« 4035, DAPKI BE 5Bk

1 p38 22 ZAZIE AL 1 (p38MAPK) AAZE {5, DAPK 7£
Tt V25 1 9 e A 56 B g 1) 0 Ak S e v e AP/
TNF- o #5203 AEGE I DAPK i 335, 210 DAPKI 2
TNF- o {5538 e 1O R BA 4 40

T Jh E2 200 B 3% AL )5 RE 75 5 A8 AE X 7 4 TNF- o 11 1L-6
143U, I3 TCR BE A% ¥ 7& DAPKI, {f DAPK 308 {i 55 £
SR LR AL I BE DAPK (19 MLC BERR L. T ik
DAPK REAE T Ik 40 M 0038005 L 195 DAPKT D) kb 2 410 il
T R ARG A= A0 1L-2 A= . DAPK AT TCR 751941
MISME 5 U85 S (ERK) B2 1k, 543 BFFEFR DAPK Al 417
HIBE ALY ERK AZREAIFIH ERK SR S —3 2.

DAPK1 Z5 IFN- v 306 / BiFm& (GAIT) 4591
R, GAIT &9 5 — R 5045 3 F bR B X Iu i 3
A A AR A N R AE R T (VEGE), #afbH 7RIk 22
(CCL22) Ktk HF34A& (CCR3. CCR4. CCR6), J-Miil4
i ix $e58 5E F mRNA F9 8%, [, DAPK] BB 2 5M
il Z R 5 GAIT B -G8 AT i 9E B .

ABFFEUESE DAPK BEMI ] TLR4 JEAE 0L, 76U i
TERRZHE (LPS) B v (Al , 5 57 A= AU/ RUAR L,
DAPK1 & [R5 /)y BRLA3 WA A 5 Vi 2 19 TL—6 11 #1 I 200 i e
T F (KC) 0 55— T 58 & . DAPKI £ 75 i BabT &
Ha 5| Y 2R B 40 5 Re s A A S g, 75 T B ATk g
A Wit AR R i TLR/ 4N -1 2R A4 S L
K p38MAPK 215 S5 b #2 Bl A WFSEIESE, DAPK
mRNA 7K A i o {28t FI3-ITD/NF-xB 3848 b5+
3B E

L5 L UM ST A 5 A5 S ST R, DAPK
Z 5 R0 (G5 i R AR SR N RAEEH . — 07
If] AT BE S DAPK1 715 NF—«B 7 74 5 40 R Ah 25 0G5 —
75 T A BETE IRl —Fh 4 e b DAPK1 875 NF—«xB 15 7 5 7R 7]
A ST HIE T R 40K T DAPKL 0] TCR 5 119
NF-kB, ifi A0 TNF- o 1519 NF—B & HE . [, 3%
I B PE— U5 B DAPKT 335 283 1 FH B LA 50l
BEMLE, B AR SC 2 LA T30, o 42 B & ROE TR YT it
LS
S 3k
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