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Caspases R Ik R AL % 2| % Fifz T @ B o P 47, 0 B & 808 77 LAk Bk AL Caspases R AR . M B WL ER. W
B A B U H O Caspases By R 4, Caspases N R W E AR B UM IR T THEES AWM AEEDER N, 7
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W Y A 200 i BB T 33 N N A BB AR AL Ho
Caspases 5 25 [ 3 i 9 XL 1] 38 {5 2 40 M N S22 19
BERR AL BN . H (R 5l g S Caspases 18 #%
A2 B IR, — I T AR R T LA S
Caspases, 77 — J7 [ {5 fL ) Caspases 7] % fift &
P, U NS . D3Ok, Z 8 Caspases IKRY) &R
9% 8 1 I R 1k J5 X Caspases 24 VR FH 9 L
B AR, A SCOK 25 B H B X Caspases K H
JEE W Y B R Ak 7 FH o Caspases X 25 1 38 B A9 24 1
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Caspases 5 *7 i % 09 B AE ), Hoh G 46 8 11 %
il A T R BE IR L
1.1 Caspase-9 Bz 1k

Cardone % B K it iE Akt (protein kinase B,
PKB/Akt Xf Caspase-9 I B e 1k 1 T . Akt
(protein kinase B, PKB/Akt) # & 1k I 41 il Ca-
pase-9 Y 1% Pk, B W 1k 2 A 2 J R 196
(S196)5, fH S196 74 F [A] A 4% £ <F . K it 2 K
/NEL Akt BERR 1K Caspase-9' . J5 kIR 18 Caspase-
9 BT RE A B AR AL 0L w3 O FR 2R 125 (T125) . 41 i
HNJE T TR I8 (extracellular signal-regulated ki-
nase, ERK) K 21 ffd Ji& 31 25 45 1 B4 8% 1 Ceyelin-de-
pendent kinase 1,Cdk1) ¥ [ B fRfk T125 Jf il il
Caspase-9 G o XURR S 1 52 198 5 19 1 119 9%
1A (dual-specificity tyrosine-(Y)-phosphoryla-
tion-regulated kinase A1, DYRK1A) 5 p38 %
JEIE Ak 85 M 4 B (p38 mitogen-activated protein
kinase,p38 MAPK) [A FE R /b T125" . 1 fh 22
KBRS DYRKIA AT GR4 40 9 B8 48 i, 400 il 94
1=, Caspase-9 (10 HoAth B 19 1 157 55 A s 2R 153
(Y153) 22 5 % 144 (S144) | 22 %R 348 (S348).,
PKC¢ Bilefk Y153 A58 Caspase-9 1% PEM,
1.2 Caspase-2 BFBR L

FEEAE b R B R SF Y Caspase-2, J2 i 2 113
fiff 2(casein kinase, CK2) %5 ¥ 2 4 8 1 55 1 34 6
IT Ccalmodulin-dependent protein kinase type II,
CaMKID DL K DNA 48 1 & 1 i 5 (DNA-de-
pendent protein kinase, DNA-PK) iy JE ¥ ., CK2
VB R — > 2 B R T T 1T LB 2k Caspase-
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2 B S157 fif 15,5 X — o J5.6L T Caspase $ 55 25 14
3R 5 R 3 9 % 452 X, AT BH 1E Caspase-2 3 .
ALV, B — BAC S IR ALY . 7 S157 BEIR AL AE
BJe, Caspase-2 T] 3 o AR 4K #ft p53 7l %5 FHOFE T
X 1 & M (p53-induced protein with a death do-
main, PIDD) &5 44380 i) 77 30 S B A A AL L X 420
CK2 Af FF 2L Ml Caspase-2 4L, Nutt ZLLAE
DHTCHE DI 240 i 32 BB oy S 0 4, & 3 CaMIKT %
M2k Caspase-2 B S135, DA 1 30 4 H g i), Bl
& D20 B IO B AR S i A B SR T, S135
1) B8 T2 A0 8 W7 D3 55 5 B 2% Caspase-2 JUIE JT A
T T, 40 (0 F C i 2k R B, Caspase-3
WG . X SN LI T Y AR WAk SO T E B R
W AR A4 B S N Wl R NG 1 442 7 W) Z — NADPH
KB IE 35X % B CaMKIL A5y S135 B R 1k 5
BEAR A 20, Caspase-2 S135 4 [l 5 X Ik A Iz
B P00 5 B i 7 I L 3h ) b O SE L R, Caspase-2
1R B TR A A FH AT 8 — b A W kA b DR B Y O 5
I 2 A ML ARIHDIR 25 5 20 I O Tk A . B A BFSY
R, 7E W EBE T DNA #5145 1915 5 F , Caspase-2
(1 S122 {3 £ (4% Caspase-2 1 5 5 & 5k W2 ¥ 41
i S139) Al # DNA-PK B B2 1h 11 900 » 175 & 40 i
S AR R B T
1.3 Caspase-8 BB 4L

ELIESE, Caspase-8 1 1o % & W2 15 IR 1k >k YE 1T
W PEE AR 22/ 95 R BE IR L . Sre ZKR Y ik
F AP Src.Fyn,Lyn B 24k Caspase-8 i Y380
PR IR G P . Y380 BEER Ik v M Fas 55
B Caspase-8 # G . IF A WH WM ITIES. LynBR T
ez 1k Caspase-8 B Y380, 1A 1] B iR fb Y465, [A]
BERDHI G ", Caspase-8 BR T S 54 -,
WS 5 E M T2 5 26 M. Caspase-8 5 32 14 Gkt
K TR SR 55 . Caspase-8 Y380
AL AN AL AT LAl 9 T, 02 9E 20 M AT A% L 36 1T Y
6 & B LA R i f e
1.4 Caspase-3 BB 1L

BB U R PT LAVE F T )8 3 B Caspases P/ 4%
WTZa 30, 0] DLIE i B 35 H T 3478 Caspas-
es W 215 5. W Caspase-3 W HE B2 L A7 5 R
S150, 3k T H KW AL, IF H 78 H Al 5 3h 8 5 A7
i Caspases 5 & - 5F (Caspase-1.-2,-4 ,-5.,-7 .-
8.-9). P38 MAPK 1] #% g ft Caspase-3 S150 Ff
P01 L% 4 L 18 PT W R 1k Caspase-8 S364, 15 H
e l2 B 2A (protein phosphatase 2A, PP2A) 45 &

Caspase-3 7] LIETH p38 MAPK ) # R 1L1E H . i
S150 £#m ik . PKCS 7] LA #i 2 fk Caspase-
3, 1 i HL TS kL (EUBE R A 7 i N R (E A5
T JE. PP2A Ao WL K PKCS [A] B X /2
Caspase-3 JIKH » Caspase-3 7] DL 7K fiff X 2L i, A
T 438 528 R 5 3 1 B B0 AE R IR Caspase-3 B9AE
M RET AR,
1.5 Htemcify ek

TE Mg A n] LLE o AE T Caspase 45 & 1
S AL T8 3 7, [ 329877 Caspases 76 1.
i p53 Jibgeg ] X AT O 22 A 38 ek 2 A AR
T W0 TR A DT A2 T e M B . A2 A T2 2R I Bad
IFil A0, T B 2 ol R 1 I W R A R R I
il N2 18l TR A S 1 A AN [] o W R A T A 4 s 38 4o o) JHG
PRI TR0 .

2 Caspases X & H ¥ EERI1E A

A S8 HOBEEA B B Caspases (9K 9,
Caspases #¢ ¥ 0 J5 v i — P AEH T8 A g, 51
N WEAR T B T R AR AR W ROV . 2R
KBS G0 PKCS, 1] 8% Caspases 24 i i 1% , M
PR TR AR O Y TR L A A 1l 4
ol 55 410 ) 35 v SR B e T B LA ) B Oy
Ay B ZLf 5 IR W R AN R AR B E E R,
Caspases 2 85 1 /) 7= 1) U 20 BB IE 8 T & 0
WA, BA R E /Y i1k Zhae , JOF L 32 98— 20
(R fR . Dix U HIE . 2 35 %0 M fE = B A
BERRGEE . AN A IR 25A (cell division
cycle 25A,CDC 25A) # Caspase L J5 ) r=9) b
HERAFBEEATRE. I HE B Caspase
SLR AL BT PSS A B BE 4 DX, BRI AT ) 45 3
LT 56 B0 S5 A0 B BT 3R] R SR A e ) AE
g bR E RN 2 —,

L PKC M, Caspase-3 7] 24 PKC A 5. e,
§ 0 e JUASE BY 43 il 45 A Sk 55 18 910 45 4 Jal
AT 7 A 2l R 33 i 4 R BE. A PKCS HAfy
N i 55 ) 245 #4 B C i 4% 5E 07 {5 5 (nuclear lo-
calization signal,NLS), £t Caspase 241 )5 1) v Bt
A PURE AL T 40 A% T IR AL 22 Fh 3 L ANAZ 41 2 4R
1 B(lamin B) . DNA-PK. p53.p738. 4 g J& 1 i
B 9 (cell cycle checkpoint control protein 9,
Rad9)"*, PKCS B 1% 4 U X375 & I 12 2 ¢ &
H, Caspase 24t PKCO 1 7= 9y [5] k£ 0] LB 457 T
SRR BERR AL BT T Bel-2 S35 B 53 B AR 40 A
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I 9-1 & H (myeloid cell leukemia-1,Mcl-1)M%,

PKCO 25 HIM M £ Caspases /K i )5 7] LL 11
SRR 08 T 0 Ve B B POAT FR O PR A M SE T
Caspase 43 1Y 7K fiff [6] £ 7 GE 107 80 il 2% 0% , DA T ¢
1EAETE A5 5 W b B 3B (focal adhesion kinase,
FAK) Ll ¥ Akt, Bachelder 2§ & B, i 2 ik 0 B 4
# Akt A] LI Caspases 242 1% . 1 Akt 28748 &Y
HHAGEDL Caspases 24, [T B & 98 55 51 42 IR
M T . B ST NF-«B 5 5 B b iy
Z B B 41 ¥ Sl Caspases F 0 45, Caspases A i
NF-«B {5 5 i #5216 , Wi 47 16 15 5. 53 4h,
Caspase 2L fi# %6 NF-«B #ll il A F Cinhibitor of
NF-«B. IkBa) , ik — 2 BL W77 05 15 5 . Bk BF
FEERAE R Caspase A 3 (2 A7 1% 85 P 2% 0%
P T A EEAEH .

3 FAHEX Caspase EYHIBRKIER

HHWEE S Caspases [ AH T AR FH I i 8 ) H:
& H Ve, & H B T BER L Caspases, i
] R 1k Caspases BY N W, BA . ¢ A8 K 9 X
Caspases 2 I HUEME . a0 Akt 7T 82 fb MST1
(mammalian sterile20-like kinase 1) # T387 i
SN MST1 # Caspases /K. &%
CK1.CK2 B2k Bid #) T58,S61,S64 3 i
8,5 Caspases M 2 fif o7 &5 AH2F, /47 Bid %2 T
Caspase-8 4> . I 9 3 4 N ¥ PTEN (phos-
phatase and tensin homolog deleted on chromo-
some ten) A] 1 CK2 # 2 1k M $0 % Caspase-3 %4
fift . WEHEEE C-v1(phospholipase C-y1,PLCY1) Ky
Caspase-3 5 Caspase-7 BYJE 4, H 02 1k Or o5 B
MR 771 (Y771) 5 Caspases 2 g 1 35 40 41,
PLCy1 #§ 24k )5 X Caspases 2L 1E F i S0 B
W 5. B A Presenilin-2. Max. Connexin 45. 6.
Nogo-B 4 Caspases [ JIE Y, 7£ Caspases 2 fift i
S I T 5% A W R AL S AT BT Caspases 24 fif .
T 2 55 8 ) 40 A s T

WAL T 0 LI Caspase 4% W JiE 9 /K
fit, R RE T LI 5E Caspases BUVE A, S &4 5 &
PEFEP T R TR Y RPN Sre BETR 1k
Caspase-3 1§ & R 332 (Y332) v &5 J5 v LA B4 58
Caspase-3 X PKCS 2™, C-Jun &3 A i i
Jif (c-Jun N-terminal kinase, JNK) B2 1k Bel-2 &
A H Bimge 5 Bimg XT Caspase-3 S i 1) BB P
B AR

4 A

TR H A5 Caspases 22 HAE HBIWOLT
3o K I AR OB o R B9 3 A RN 51 DL K
Caspases ¢ B9 245 U507 91, 25 2 48 7 o 4t
A VU5 A] REAF AR & L JF H 2 Fh i AR 1L 0
B E Caspases MY RFAL S . I RA AR N
Caspases W24 ff i 5, X — SR/ E AWM S
Caspases BT 9 Wi A & S, 32 B4R 9 1
PUBI 7 5 7] G Sy TR 14 22 B 1R ke A , 7 RE 0,475 g 1R 14
O (2R O CK1LCK2) iR 51541 .

CK2 &2 g M 2 b i — > 41 i 45, B2
B CK2 AT DL i @l iR Ak AL R4 22 B i 8 2
. CK2 °] # M8 1k Bid. Max. PTEN. Caspase-9
8, ff H A F HoAlh Caspases AYZEMH ., RSk CK2 7]
PR 283 1 T Caspases 2 B 4 3 i 19
CK2 7] i 23 fie 2 240 J 473 s CK2 7K P B AR 8 B am
i 9 T S AR . Guo SR ARGE CK2 Rk THE
A Gl 38 5 A T RS T 8 R A R A AR TR L 5
AR S T e A0 M Y AT T CK2. T A
R H CK2 M siRNA/RNAG il H %k,
52 17 248 Jf %ok 22 b A T ) 0 O R

EA LRI N SN N RN S (R
S5, CK2 10V S5 0 19 . R JH AR DY Rk % 22 0 i
(serial analysis of gene expression, SAGE) 1Y J5 ik
Hor U 7 5 7% Pk i fg 2H 2L rh 638 B AR L 45 2R W
R FHLUR I B MR A CK2 KRB E .
AR BT CK2 /Y A 3 15 AL ok 58 42 1 B L (3
A Y Z B E s % B, CK2 g 41 p 20 3% . Hh st
P U W TR A A R A T s AR, T CK2 3R
R I AR A 7 Ak BB R 3 e AN T A 1
Weo PRI, AT LA 0 A8 1 0 o 200 A S5 ik v 40 e b
CK2 By 58 W, 2 S BUE A% CK2 R W) w5 R
fb. J3bh, Sk Rk ny CK2 27 [A) i A Bl 20 44
53 A 1 A8 A, I FE AR B R AROR SRk 1 IX
3, CK2 K 0 2 fe 3R i B i ), B IE W CK2 K F
AR AR E OSBRIk . B, A CK2
TR 118 S 484 oo W 2 A 100 2 A BV DS ) i B
JEE A RIS SO 8 T 0 S AR AR K A A
R, FIRBFSE A5 RAE R CK2 AW 1 1 41+
IRITHE A

5 NESRE
LS 2 Bl Ao 8 5 B 1 O X HL R A 1) 4R



284

J Jining Med Univ, August 2015, Vol. 38,No. 4

TR A OGO 2 — KW IR YT
B BN 25 P IO R R B S R JE T R S
il BCR-ABL 4 H ¥ . B # & 2 i iy FH 12 7
T8 4 A LS IR YT . EUARA 2 B AR 1 e
il 70 B AT B T3 B8 IR T B R ) H 2 PR HE [
FEAFAE . B 26 2 5 JIR A 1 R 4o ) 5 ) 3 A A0
RN o B8 AR T B A PR A ) AR R S
7 % T Al ol 7% G 2 Al 2 BBl R A 45 B T
AE b 1 e [m] s, PR IR s Al — VR 40 o 500 100 A 22
WV HABRESS . AN A — 28 4 O )R] 2
ﬁ?&ﬁ%%%umjb%@mﬁﬁAH%%ﬁ
G PRt BN A KO T R TR [ B R oAl ATP
/n;qﬁiFﬂﬂﬁﬁcﬁlfFFﬁo HU B AL AE Ry — Fh il
P LR TCAEANTE 1R 2 8 A O R 2 80 O
Z: 5 Z P A B B RN, A 456 TF 4 AR BRAR AR Y
ey, WL, BB %KM 2R E F S ek
ORI REZE AL BA A IR T ARV T A
o 1 5 B 0 ) X 2 i 2 X OE R AN I T BE AR
FE 52

% 25 B A1, A N 55 B Caspases W 4% 2
ST R 5 AT 981 40 M AF T L Caspases M)
TP K A M AE TR R DL s, B
Caspases MR T #L & A W ME, A b Caspases &
TR D A 25 R RN T e b A S DR Ok DA B
B 5 ) I — 4 A Caspase {0, (T S5 12,
Caspases FIEES 5040 S AR 40 M 3E T sl T g

L PR R A 7 B X 4y Caspases FEA B S LI M
ﬁﬁﬁuﬁ%Wﬁo

Caspases 5 2 [ I B 77 76 2 B.AE T, W5 1R 1k
LR A Caspases S H R e T 2L i B0 20 i
XU T i R N U 55 L A0 A 4 R, — D7 T,
CK2 S5 8 1 0 2 38 1 i 5006 PR 1Y 58 , i Caspas-
es N HCJRC W 2L Mg v /b, AR B X R T 0 R OB TR
R . 3 AT B2 b9 & AR WAL =2 — 5 53 — 5 T, G i
1M 55955 PR 00 1T BB & CK2 45 8 11 0 0 7 s
55 IR T VA ol 40 BT R TR RS N B . PR
B 25 1 B ) 2% 5 Caspases 45 1928 BAEH
PO 0 A 5 0 B 0 T 09 R 5 AL B AT 2 OC
B E X
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