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c—Jun KW (¢ — Jun N — terminal kinase,
JNK) {5 53 % . Drpl 1 Bel -2 K HES, Bel -2 K
JEETT 43 W B4 AL 12 L (Bel =2\ Bel = XL) FiI
(M T B F ( Bax  Bak Bid %) ™. py it ) U 7
I (EE VAT L A7 P T IO 7 R R S R A PN JBE DR i 4 i
W Ca’ 1 £ BB AF R, N 5T 9 B 25 B Ak, O 3 P9
MBI Ca” " Z T, kLR Y Ca™ " 3f FE R4, R 3
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N2 SUMO fL i SENPS % fi 28 2k {4 Sh 1 5% 1,
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g%, LI RE TG M 2 B iR 1k . £ Bt 1k 32 % 1k .SUMO 1k
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Bax (%555 ik, £ SUMO &1 1 p53 % (4t fig
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PIAS Z % T, 78 A 82T 4 40 g 7, PIAST 845 pS3
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TEJA T 3l B b PR T A B T3 T M IRAR O
PRI AL, 3 S 25 W)t I7 4 450 i S8 BRI . 3
S EAN 6] 2 KA KR B o B v, SUMO 4k Fil &
SUMO Ak {1 1 941 42 240 L 940 1~ 1) 28007 A ], I L H: 8 4
Lt 52 28 Z 06 G, A T F — 25 09 0 52 ) B o
SENPs I SUMO Ak 18 £ (¥ 40 g 4 T 78 A1 OC 52 9 S A
KAEFHHEM.
2% 30k
1 Andreou AM, Tavernarakis N. Sumoylation and cell signalling [ J].
Biotechnol I, 2009, 4(12) : 1740 — 1752
2  Wang Y, Dasso M. Sumoylation and desumoylation at a glance [ J].
Journal of Cell Science, 2009, 122( Pt 23) ; 4249 — 4252
3 Geiss - Friedlander R, Melchior F. Concepts in sumoylation; A dec-
ade on [J]. Nat Rev Mol Cell Biol, 2007, 8(12) : 947 956
4 Song GG, Choi SJ, Ji ID, et al. Association between the SUMO4
M55V (A163G) polymorphism and susceptibility to type 1 diabetes:
A meta — analysis [J]. Hum Immuno, 2012, 73(10) : 1055 — 1059
5 Mukhopadhyay D, Dasso M. Modification in reverse: The sumo prote-
ases [J]. Trends Biochem Sci, 2007, 32(6) : 286 - 295
6 Drag M, Salvesen GS. Desumoylating enzymes—SENPs [ J]. IUBMB
Life, 2008, 60(11) ; 734 —742
7 Kurokawa M, Kombluth S. Caspases and kinases in a death grip
[J]. Cell, 2009, 138(5) : 838 —854
8  Pradelli LA, Beneteau M, Ricci JE. Mitochondrial control of caspase
- dependent and - independent cell death [ J]. Cell Mol Life Sci,
2010, 67(10) ; 1589 — 1597
(%4 167 1)



BEAERSE el 2015 4E8 A 44 % 45 8 M0

e B

B JE % 90° 5 135°, W 43 7= AE 45 B2 M A B 107 s 5
fio AAER, T AMAERR KB E EF, HEZHE
JE M T4 PSR E R B R, Bl
Jie JULMR SR 38 0, 7= TA T A2 7 0 55, 8 Sk A X 7= 1
it T 45 SR 7 1 ML S 07 S (0 X P, 5 AR BEOR 2 i
SRR e, W2 A L2 3 K AR R N, [R] R X
PRI PR 2l T AR A . W, el 2 GF iR Sk 47
B WS S Sk A E R A R B T AR Y
jZ 3

KERFFERW, B IL D5 0 5 2 A0 7= 10 BR 4 % )
M. B JLEOAEE S5 R 2 a s g w5
BRI W SR VASE /W RN (| - = S e S 105 -2
Wi, Sk 07 3 7 B4 S A M AR HE — 2B . i TR L
FETE ST CEKIF T CES = IR, Ay
1) P Ay SR e B, T A R T SR M
LU o AR 5T 2 B, i Sk AL B 07 S b JS AL B, R
IGO0 Eil7 P 45 B8 T 55 i Sk 21 16 6 5 80RO %
W, AL SE I I 7= 2R 86. 0% \HI B PR RN 3. 6% , %t
HE LI 7™ 38 69. 2% ey 7=k 11.2% , S5 40 7=
B T REAL, 0 7 AL T X R AL, H S50 4] - AR
() 6 T %k RELZH, 2 250l LA, 2 R A gt 2 (P <
0.05) % F=ZJ2 thy T X5 M Rz ), B LR 07 VSR OK T
F1 L[ B AT U F7 K [ R B =35 08 i AT
B 7 XGRS R 4 < b 4 1 A 1 T 1
b HLA —EbE, 45 X0 45T Rl A 22, X AT e
ARBFFEREA R, FHALA B 7= 0 2 6

BTG S BT 5, 3 = | /N, AN 5 5
= I 7= Ja AR DG E , A 7= I8 ORI 43 e, 7 DR IE B
Wz e oA mEAE . AR PR I TE R AT
T F 540k FAREAE A b, % W0 R L B = a2k

AUARAE , B T B G L 30, db A 7l B K s, AR 4l
SO AL 5% AL B AR 43 U 1A i SR A L&
BRAERBER, ALK ER LSS E X (P>
0.05), fEf5— W&, LLF 506 K B A B IE IR AL
2 o S S NI W 8 N2 = B/ S VAl 1 =TI =
P 5K A2, S 1 B o 0 3, LT 5 iR S 181 50 M B
K, S F AL s L gk A 2 PR R G Sk
A7 BN Ty SR BN 22 0 A DR Y s T el A AR
ARE SO AR JEAT B T R Sk B R N AR E O
AT T4, e @A T E lem EHEF 2em B, 347
B i Sk B A, AT 458 0 e 5 i o o0
g b rak , [ Mz 5 X RS 2 A Ak T 5 IR sk
ARFE =R o6 2 16 iG55 HA RAF 8GR, Xl i3z
e A 1k 2% B Sk AR 4h O 34, I FE 40 7 -5 16 Sk i 5
YEBEHIL , DT A8 50 R AT ) B 7= 2R, 4 i ™= %
S &k
I EEFREERES. R E G R (M) S5, dba R E
P A EE BE R 2 kL ,2010:191 - 193
2 LT BE T E R R Sk AR IR IT PR AL AN AL S 0 XE 7 0 A5CR U 5%
[J]. HEEEZTER ,2012,35:212 - 213
3 BRE,TRE, FRE, % kT I A8 S g = iy
NAHLI]. fias it K EE 24 ,2012,6:705 - 706
4 Eelms R, BRESL. BETBERE IR S B A S 6 s e e AR A R b i AR
[J]. W EEY 1 ,2011,8:1243 — 1244
5 JEWEAT. BETFHERE G S ARAE 210 B S ALHEFE I R N [T 2
fRE~,2010,13:90 - 91
6 ARAAMERAIM]L 7 R dba AR AR R AL 20081192 - 194
T XU B R AN AT e 225 5] R 2 M BB L AR AL G R TSR [T ]
o [ 40 4 A % 75,2007 ,22.(8) <1 128
8 REE,VER, THL, AR BRI ENM 2] RS O A IE RIS [T ]
rh B4 PR R 24 7 ,2001,36(8) 1468 — 469
9 BRI, M EEE. A W0 EM A e 114 GRS IE AR EE (], )P
[E 22009 ,31(2) ;248 - 249 (icks H 3 .2014 =12 - 10)
(101 H 1] .2015 -01 -04)

(4% 186 W)

9 Liu D, Zhang M, Yin H. Signaling pathways involved in endoplasmic
reticulum stress — induced neuronal apoptosis [ J]. Int J Neurosci,
2013, 123(3): 155 -162

10  Fridman JS, Lowe SW. Control of apoptosis by p53 [J]. Oncogene,
2003, 22(56) : 9030 - 9040

11 Shih HM, Chang CC, Kuo HY, et al. Daxx mediates SUMO - de-
pendent transcriptional control and subnuclear compartmentalization
[J]. Biochem Soc Trans, 2007, 35(Pt6): 1397 — 1400

12 Sudharsan R, Azuma Y. The SUMO ligase PIASI regulates UV — in-
duced apoptosis by recruiting Daxx to SUMOylated foci [J]. J Cell
Sei, 2012, 125(Pt23) ; 5819 - 5829

13 Harder Z, Zunino R, McBride H. Sumol conjugates mitochondrial
substrates and participates in mitochondrial fission [ J]. Curr Biol,
2004, 14(4): 340 - 345

14 Zunino R, Schauss A, Rippstein P, et al. The SUMO protease

SENPS5 is required to maintain mitochondrial morphology and function
[J]. J Cell Sci,2007, 120(Pt7): 1178 - 1188
15 Zunino R, Braschi E, Xu L, et al. Translocation of Senp5 from the
nucleoli to the mitochondria modulates DRP1 - dependent fission dur-
ing mitosis [ J]. J Biol Chem, 2009, 284 (26) : 17783 - 17795
16 Wasiak S, Zunino R, McBride HM. Bax/Bak promote sumoylation of
DRPI and its stable association with mitochondria during apoptotic cell
death [J]. J Cell Biol, 2007, 177(3) : 439 —450
17  Feligioni M, Brambilla E, Camassa A, et al. Crosstalk between JNK
and SUMO signaling pathways: deSUMOylation is protective against
H,0, - induced cell injury [J]. PLoS One, 2011, 6(12) . ¢28185
18 Leitao BB, Jones MC, Brosens JJ. The SUMO E3 - ligase PIASI cou-
ples reactive oxygen species — dependent JNK activation to oxidative
cell death [J]. FASEB J, 2011, 25(10) : 3416 — 3425
CHCHS F 181:2014 — 11 -01)
(&1l H 1] :2014 - 11 -20)

- 167 -



