FRESF 20105 11 A% 39 4% 21 4

APEI1 and regulates cellular base excision repair[ J . Nucleic
Acids Res,2010,38(3):832.

[23] Fantini D, Vascotto C, Deganuto M, et al. APE1/Ref-1
regulates PTEN expression mediated by Egr-1[J]. Free
Radic Res,2008,42(1) .20.

[247] Busso CS,Iwakuma T,Izumi T. Ubiquitination of mam-
malian AP endonuclease ( APE1) regulated by the p53-
MDM2 signaling pathway[ ]J]. Oncogene, 2009, 28 (13):
1616.

[25] QuJ,Liu GH,Huang B,et al. Nitric oxide controls nucle-
ar export of APE1/Ref-1 through S-nitrosation of cyste-

2973

ines 93 and 310 [ J]. Nucleic Acids Res, 2007, 35 (8):
2522.

[26] Wang S, Gong Z,Chen R, et al. JWA regulates XRCC1
and functions as a novel base excision repair protein in
oxidative-stress-induced DNA single-strand breaks[ ] ].
Nucleic Acids Res,2009,37(6):1936.

[27] E R, RI0HEJEEH =, 5. DNA B EIEFE XRCCL Hfx
TR 2 A S5m0 5 Bk A v ox [T ], 388 5 1
[ 24,2007 ,24(1) : 36.

s B 11 :2010-05-24)

BEERZEREEARIRERBILGPRIER

FOMT R,

T RESFR

(FRFH-AREREKA  400011)

KER AR LBRAE; B R RBALE
doi:10. 3969/j. issn. 1671-8348. 2010. 21. 056
FE %K E:R593. 241;R363. 25

RGN B IE (systemic lupus erythematosus, SLE) j&
— b BB fy B G g M A8 I M 4 Al A R L IR T R I
ZHRG WA Z R HEm BE MBI AT eE ]
R IR 32 1A% R R (T BB AF A2 — T B 22 R 55 950 A1 O 1Y By I B
PR G5 P 28 A 43 0 L BR B DR 3R (AN 5 S 2 BEURE 25 0 03 75 IR
YOS Z RRL W . AR R A2 5 R 41 I 52 (genome-
wide association studies, GWAS) L K A B 0405 1) % BRAF 58 . K&
BURZEE 2 [0E YN S RS PN S k=R C RS F < Y T o
16 SLE f8 1 £ 6 M ™ S R B 1 3R B i R 4k 1) G IR = o
N A 22 500 A B R 3 R R g A ST,

AT KA DR 3RAS T 40 F 4518 (1) SLE ZE0 19 28
HBY~1200) A — M i N H B2 (3. 2/10 7 ~ 7. 0/10
TR 1026 ~20 0 1) SLE E Wi T —FoRG KR . A KR
SR ) P RUE T 1 SR — BB R 2400 ~ 69 %6, 1 S B LA T
K20 ~9% . (20 NI BILH B (4N - Fas 3L Bel-2 S
ST ESLE Bk, ()UK ZH SLE BEWH LA 8L S
JIEN . A SOK EL L N FE FE SLE &% ML 4 BF 55 30T 00—
1 AEadmnEER

BANERZH A T B — R AL T Yk 6p21. 3
L HLA 5 SLE R A B X R, F B S H B PURmN ™ £
R H PR ZECEEPA W W00 %5 N2 T RE L H R &8 98 o 3%
-7 A F2 (linkage disequilibrium) 7= Az S [6] B 47 1E , Bk £
BOLHE A A — &, Uik E sl . R 2 o Aot
B A5 A DR AT XU A NS A B LG B AT 9T, R IE S5 HLADR?2
M DRI 2 H 5 SLE A8 %, BEAE & &4 T 7 HLAL FI
HLA2 (28058 a7 T 4 i & 3 DBk 2s .
fte MHC 2 ] & 58 P, 3t 5 150 (40 Sk B o 52 i SLE B gt
HLA I 25505 o a4k C2 Fn C4 FE P FE F- 26 F i 5 SLE

*  FEATUH EKT A RE ST EQ07-1-D), F

na. com,

XEkARIRED : A

BAEDY A8 35 Tl b BB B R A T A, 2

XEHE:1671-8348(2010)21-2973-03

KAEH K., CAA— /—HMIER LA T Cla BT 5
DB 2 9 0F 52 & 5 SLE p st & fE I % =z —1,
S04 T 780 ) SLE SR HLA JRHS K I K 4 59 4~/ R4
WAGHRICIESE T HLA2 S5 R (19 8 2 %, 4§ HLA-DRBI
1 DQBL, I & B 5 HLA-DR2 FI DR3 ) 1f 35 B FF .

2 EANEBHAREREERE

2.1 PD-1 R XFdb RN HE Y 2 % 8150 A K B B P At T
Z4& 1 (programmed deathreceptor-1,PD-1) & K 2 A 2% SLE
Gy IR SEHEY . PD-1 FBAESME LA T 400 B 4H A S i
B AN S 208 T PD-1 B LUK 8RO b i e g 32
{5 H 3 37 /F %)) (immunoreceptor tyrosine-based switch mo-
tifs, ITSMD , ] 1fil PD-1 {5 5 L g A 71 Ak H A e s 30l 4E .
PD-1 i 12 58 )5 43 i Al 57 & BEF JE PR d Bk /N BRORI N2 . e A
R /N BB R b PD-1 B %8 58 J& SLE M s7 A5G 26, PD-1 &
bR g B6 /AN B &M A A B R R E . B IR RIE RSN
BRI K. W SLE JB 3 Fxk BEOCHE i 56 BT 5
PD-1 HA JLA S 45 1R £ 45 P (SNPs) . PD-1 ff) SNPs B I
T 5 SLE "] e X/ RUNXI ¥ 5% 7145 A 5, RUNX1 5 i
ST PN SLE (28 KU B 5 930 119 28 KU OG5 R & 9 i
HARSE IR RFFE N 1 RORR RS 5 A SR A PR g e iR
2.2 FcyR 2A FI 3A JEH Ry EkE A G 1Y Fe Bz {kal L
[V B e AW, BT LA S SLE B LN R H KR .
DG 53X 2 37 R A T RE JE X, 53 2 FeyR 2A il 3A J& SLE
AL IR . SERRTESE (AL HE — 28 Meta 43 #7) » RO 9% 5
PRAR G PR A 5 B2 WA K ol — e AE ] St Ak
PERRA — B0, B, —BaHEE T 17 FSE R Meta 43 # & 3
7 3 114 5l SLE B # F1 2 580 fil %} 04 % v FeyR 2A 3L 4 1
RI131 ZE SR 1y 15 5 B SLE # f& K& & 3 0 A 5 (OR =
1.3, B —15 Meta 2pMridad XF 481 #14 Hi 0 BN bo ik Li &

Graham
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{if Cantiphospholipid antibody syndrome, APS) f§ SLE £ # .
1 420 Jo i OB IS HL A 22 S 10 B9 SLE B H 1 665 5 48 JE %)
EW S, KA 2 ADE W R131 48 S0 B35 B APS 19 f&
K& (OR=1. 65, H#HFE M T FeyR 3A gene ) V/F158
ZRIG  Horp g 1 154 BRIE B R F A1 261 6K &
B 421 SLE 38, R WA 54k F158 3 AR 3 B 48 K s f& o 1k
(OR=1.47,P=0.006)", Zuniga 2 §F 58 L B 78 AR 96 P 15
KRG /NERAFH 1gG BT Y5 1gG Z 1K (Fey receptors, FeyR)
W2 SEE I 56 2R & B0 FoyR 2A T 68 5 10 58 4 '8 9 19 R 0%
H %, FeyR 2A-R131 X} IgG, 3% Ml J1 M. ifi X C J2 b & H
(CRPYZFEF S 5 R AT LR 77 78 T MG 3K v

2.3 PAI21 #:H  iEShtE LN M RBLE b, T R EF 375 B B 3%
YA R F (PALZD 76 B B I B 3835, B /NER LB /N
FEIME P REW L, HATWF5IESS, PAT21 ik P SR ik %t
AT 4G/5G fgek 48 M % PAT21 (76 #E . X PAI21 3
1G/5G 285 LN M EA R H™EEE LR NFRE
W1, B 86 LN (1 AG/5G S 3 RS M A . 4GAG £ L
4G5G M 5G5G F A RIS M A8 Bm (TG Sh MR UK T
AT 8 ., 4GAG (5 73.13% .4G5G f15G5G KA 37.13%) .
B R E S I BRI IR B R 5 (4G4G i 51.17%,
4G5G 1 5G5G 15 23.15%) , JuH 2 [ AV AT IV 29 LNCOT,

2.4 MEMEZMWERIEFE B & B PpXx.ppxx Ml Ppxx
JE ER LR 3 A~ FEILF M, B MRS K B H 1 PpXx %
PA U B 0 1 T 2 PR AR B 46 RR A R B fde o R A T L R
BT IR PpXx KRB LB E LT . mEEH A PpXx
SRR E A KM R ppxx JEE B R E A
I /N S R I Ppxx ik DR BY B 23 22 £ A W /N BROF () R
JAE . NI, ER 2 [H 19 £ & Ml G655 SLE iR A9 5 5 o A
LN P i iy A 50

2.5 DNasel JiH A HF5EY],SLE & ez —F g FRIE T
1M A O Bl L T 3K BB ST TS A M IE 2 T 51 & SLE MR IR 2
— . M EEHE & DNasel, & 30 H AE W B — Bl #k BR R B 3K
Sk (garbage DNA) (144 5% A1 H: iy 48 B Jr . BIF 5% & B, o 21
i Bk 7N B DNasel 2, /N B AR B f B L (HZE 6~8 A~ H Aif L K
LB AR DNasel F)/NEUN R SLE R4 . B, A4
T H T 28 AE S BOPL (R b B A P A B4 RE T I I T B
e

2.6 PTPN22 #2004 4F,Bottini 2/ ¥ Y38 T 40 M9 N
AR & R N22(PTPN22) /E N — DI REZL Ik (R620W %}
T 45 T (the missense SNP R620W) 5 A 2% [ B 4 08 1 52 95
FHOG 3Tl G A 48 LB ) R AR LA R TR R G 2 A A
T YA A 15 v . A B9 & B, db 38 AR ROR BB 1 B0 PR 9 19 8
HARMe S R A B B g B 45 28 KU OG W & (rheuma-
toid arthritis, RA) #1 SLEYS, & 878 ) 4 F & 09 Il & 6 &
7. B RETE 2L B g MR 45 b o B2 7L BB SH3 X B, H X A
R620W Z 8 R HEOH Z R B T 64 &8, i L AL IT W 7% %
$, W BESY AL 3h W PTPN22 56 30 [ £ 55 (9 45 4F
Wl TR AR HTE AR A G etk smhmE X,
XAEE IR C & E SLE st B HE5T b, 8K BF 58 45 38
B2 (HOR AR LR AR 5344, R 1) S R620W A5 S 44 11 5t 1% 4
AT LA iR SLE [ f& e pEe

2.7 STAT4 LR L s PTPN22 JLRH L /B — A A
HETL SNP DA F S e PE s A st FAERBERZ
—. 7 —15 RA I SLE {5516 5 F K % L #0E F M 26 1 5
& STATA ZEUY el —FfE R E A BT LA R

FTHRESF 201045 11 A% 39 5% 214

I 4l B B 46 24 15 % . A 45 TL-12 Al 1L-23, 3F A Thl f1 Thl7
PR A RS T 40 B 19 53 4k T B AK I STAT4 19 40 i I+ &
5% . WF5E= STATA /NEL, KL STATA JEHTE/DNR A
Sl EEAEN. Bk, B HE T TP AR
B &y SR 2 B R ()2 STAT4 RE W EFE %
T YR T M, i SLE F1 RA B9 3748 A5,
2.8 IRF5 3 Graham %5084 2 — A4 [n] 0, B8 A4S 3 P
2 JR 8 DX B 2 4% 22 IR B 4 02 Al R AR A R e RO 1
By . 2005 4§, Sigurdsson 4 WF 5% 5 #it A #1155 22 A SLE
ORI BRALY IRFS PRt 1Al SO K HOm =R B
SIMPIESE TR A5 SLE M AR A %K. Graham &0 A\ A
T —35 Meta 43 B CELIE 2 250 i 5B & F0 2 855 B I #) Ay 45
WORAK MG G R R M BT . LUE M 58 %8 A T
IRFS 5 [ 41 =38 DX 38 3 K [6] 2 B ) 22 S A2 2an o A 52 g
DIt SLE % 2E g0,
2.9 Toll #52 & (TLRs) #£H TLRs N X35 32 4k iy
EE SRR R EA R 5 A R R R . TLR7,
TLRY HH 45 A& %R MGk B aifgfnr=4 1 % IFN () pDC &
T AE AR KR HLE B F 52 R 2 2] 56 . pDC BB % 15 31 P U
PERTRY B, B T H A TLRY M TLR7 Wi fh 3% 4.
pDC 4l il FE i 19 FCGR 8 2 4% W 0 78 & A W) 45 00 T I 3 Y
TLRY 8§ TLR7, i 1fif j= £ K42 (9 IFN-o SE 40 7, X — 3 7
76 SLE (0 &l AR A . TLROYY R AT LLH 5195 5L 134
A % B e - R - 1 IR WS A% AT BR (CpG) DNAL 38 AT U1 4
TRAPE A B0 2L 30 W AR B A AIK HE JE AR AR R )5 41, AT = 26 A
BHiA. BT B S REMEERN R A CEPIES 5RAE N R
PEA MBS A 5. A &I TLRY 76 (NZB/NZW) F1 mice
LN {5 2 = 323k 878 B AR B T I ) 5 M R RE 1 Kk
A kR,
2,10 JFTER TR ZAREER A B S8R F 8
SRR E AT, B &R Rt T A0 B 40 AT v e T
BRIT 2 3 T A5 3 40 M. f 58 R G215 DL ZE R X B B B R 1) TS
o UNELIR T 32 B0 40 B PR T R SO R R A 40 R
ST B TG VR R O 2 0 BB T 40 A, B 25 DX AN A AR 3R i AR S g R
W, ERREATHSBP R IFZIEES 5 M, W Fas FasL,
Bel-2,Bax,C-myc £ K p53 #4 5& [ 45 . H BT 98 e £ 1 2
Fas 3L A Bel-2 3L . (1) Fas/FasL 5 P 28 75 20 g I - 5
FE SLE %55 F 9 F 3k & v i) 3 2 4 A & 43 31 A 90, 1 Fas/
FasL JE R 58 48 W] H 4 ma A0 i JA v . sh A8 | 7R 1pr/lpr
/NEUY Fas L H B8 J5 . 7€ 6 A bt & 4= SLE; 1 gld/gld
/NI Fas Foik (FasL) 3[R % AF 2848, A DL % A 2 L 1 o=
Wi, 7 SLE B3, Fas/FasL %k H A 5 0 40 M08 0206 1k 12
Z B0 R W R SR S AL, B B B AN A A Py
B L2 IF A SURTEYUA . (2)Bel-2 2 [H J& 4k Fas 2 [H 2
Ja R BUIES 2 AR T 3 R L Bel-2 5 IR 4 5 1 B A T4
LA DA RS PN R P A RS . Bel-2 B RN BT KA B 40
W%, e BR TR ISR ST B4 B 40 L A7 I A KL O
HH R PUAR TR, 4 6021 /NR AT & R SLE,
AT N ZEE R & R T 2080 5 IR
LT 4 2 5 A a5 . R R RO BIF 5T, 38 4o 2 05 1K A IX 0 TR A3
W& EE 2 5k, R U £ SLE J HAR 8 i AL 2 &
WAL A ES I HLilE—F U5k 5 SLE B & % A O i 35t %
F5 R B JLT) 6l 2 ANAH G 10 43 F HLL L S B IR YT 12 0 R TR
S DR R 0
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