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T4 HEH
FESES: RS581

H B G 5 P FOR IR 998 (autoimmune thyroid disease, Al-
TD) & —2H & B RSP 0 8 B S e VB | HL R 52 3] 42
BR 5% AN B I B E2RAAE 30 ~ 50 % 194tk HOR R A
hy k54 By A AP Rk PR B4R i) e PR TR AR A ELAE S 1R
B R BRBEIR . 4 H BT 7SR IR PR R 3R X AITD #5200
{HIBAL DI X AITD BSEIRTE S 17K LB Wi i, i x) 7
PE— 2R AITD B9 ZFRHLHPRE A SRR R B . A SOt AITD
FEIAHCEERE—LRR

1 PTPN22 &H

FE R 2 MR W TR B 32 7K 22 (protein tyrosine phosphatase
nonreceptor-22 , PTPN22 ) FE R v FYe A fA 1p13 I, 25 A
H B SR MG 1) B B 2L A0 B R R 2 — | 4 ) 7 B 2K 15
ZIRWEBR M ( lymphoid protein tyrosine phosphatase, LYP) , J&—
FIRALAY T AUABOE TR 8t 51555 0T (0 C K
2 [ 5 A2 U U T D R, Csk ) 25 DLVA T T 40 ) 3 1
PTPN22 C1858T % TF R £ 45k (SNPs ) Bl 58 60 137 »ii 44 3%
ARG ER (R) 2878 A AR (W), fff LYP 55 Csk Y45 30K
REAR, XA T 0306 1 PS5 , 380 T 4 iyl JiE ek
M5 B S P2 EL, XF PTPN22 C1858T 3 H L &M S
AITD By 56 3 H AT AF 8 2538 1 A 38 i — B, iR
SRR BEBE R 5T 2 WC4E 11 TR 5 (U35 3 764 i) ATTD
#3328 GIIE R X IR 4L ) HE4T Meta 2047, G455 BoR, PT-
PN22 C1858T JEH LSS AITD K AE RS A T AH M, Fh
WA HT BN 2 ARE T C1858T 19 TT/TC K 1 i 2 4 in
AITD ()& A KR, 76 AITD A B Grave's %55 f % C1858T 3k
R 22 A5 A S5 it 2 AR L S5 AR A EC FFOIR R 46 (HIT) 119
RIRBEA KB Hamza 25703 53 X8R K 60 6 2 S840 3%
A (SLE) 345 60 {20 PTPN22 R620W 4P L
BRI, SLE BB HE FE IR IR T B AR 4 b I I R H AR i 2
R & A R B ,36. 67% SLE A A ATTD &k, T 5 H
ISR AE SLE 53 R4 J622 50,85 SLE {IFA AITD .18
FEHOE X R PTPN22 JEK R620W 451 A & SLE BUR
faky F 2 (A HER SLE /304 AITD MEZEREREE,
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2 NLRPI #£H

NLRP1 B[R T 17p13 Yefafk b ) ZAF7ET T/B
YA FRAZ AN | LA A S AR 4 M A PR A i . NL-
RP1 JEH 4015 NLRP1 2 [, BL AR PR A% 1 R o A 465+ Sk
M (NLRs) ZI5 M 2 — , J& T 20 i oA =R 32 4, R f%
AR R EE Y 7= BTG e R PE e RS, A28 NLRP
FEETRESR I 2 e R & AR R IE AR U E A B R
NLRP1 SRAPEMR X2 AR i 2 40 I DR B4 T 55 s
TEALJE WS e R M e RS DR S A A& (IL) 1B, IL-18
R TL-33 (9300, TL-1B A% NF-kB I MAPK 25 {% 518 %,
B R AR PR SO AR 19 40 W T 5 | Ak 8 i s 1o B 4t i
T, BRAEIRE ARSI HT (SNPs) R W, 78 A 2800 o, NL-
RP1 FEH 5 AL, B Gee LA 25 .1 BOBE PRI (SLE X
MBAESCT R FLBE TS B ARAS FE-/ NI = [R5 & 1FE (VKH)
S F B R ESR A R VIR G R 7, Alkhateeb %) 3 i
XF 207 #i] AITD 5 220 i 1E # X FE4H NLRP1 2 [F 9 5 4~ SNPs
FELRR A T 43 B & B, NLRP1rs12150220T £ v 3 [ & NL-
RP11s2670660G 50/ H K 2 85 PE 5 AITD # & 4 & A 0C X
$&/8 NLRP1 SNPs n[fiE55 AITD (K59 ,

3 MBL2 EE

HBWLE A E 2(MBIR) B E R FIEW R Z — i
FYlR 10q11. 2-q21, FM 8 F 1 5 3 4~ Jh 57 1) SNPs: cdnS2
(C/T;Arg/Cys, 25 527 D) L cdn54 ( G/A; Gly/Asp , 237 K [
B) .cdn57(G/A;Gly/Glu, %3 3K C) , B4R B.C.D Y
NGe—H“ 0" S B FR , R R A AR I BT A U < A7 S5 7
FEFFIR . MBL J& MBL2 3 [ 45 1) — Fb 32 23 28 (5, Il 7%
MBL #¢ i 32 MBL2 3t B me 0 ol 5 b Yk im w & H 8
BEAN N- 2 B S A 0 0 (0 SE R 45 4, o 5 H S WA G i 22
SRR I BAH B FHORHOS #MA R G0, T B0 B R VR
S B AW P B 4 BTV T, FE BT AAR 516 R 2 7 0 D 92 R
M RE R HEEEAE U5 I AM Sl , MBL 4 [ B S
Hrof UCE AR, (7K - MBL SECHL AT I8 1 41 i 59 785 bk g
TR, B A SR A i KT MBL JE 3 35 4R %
M R G LR35 05, Filho 25 1°) @ 3343 #F MBL2
BJAM R F 1SNPs 5 AITD (A CHE & 9, #75 MBL2 (1 0 543/
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FED ) R R AR ALTD B XU 3G 0, 0N MBL2 BE 9 AT R &
AITD 1) 5 J&SL A, T Potlukova 251 BF 98 2 & 7% 1L 7 MBL
WeJE 5 MBL2 FERIBIIEOG, 5l i AR IR 3 KA ¢ TR st
ZISE R AITD (&2 5 MBL2 REH 2 A M AR &, K
W5 O M0 MBL2 SNPs & 1 B PRI 5 BIE I I 4F ok A
iff5¥ & B, MBL2 SNPs 7€ 1 ZUREFRIG A FF AITD H i BLAY 43R
Fb 1 OB BRI BOE H R, X $2 78 MBL2 SNPs 2 1 BUB% FR 9%
H I AITD (5 IR

4 CTLA4

AR REYE T bk T 40 MO DS HT 5t 4 (CTLA4) 2R T 2433
Pt fR b GA%— PG EJi s 4, Bl CTLA4 43, Kb T
WA T R A iR, B S PR IR 2 4 (APC) 1Y BT 43T
ARELAE I T AU A0 35 M, X300 T 40 A3 5 K e U dE
FELAEM, M AITD 2 T 4T 09 B B SR &, 5 CT-
LA4 BFEHIA IR AITD B — ML F . CTLA4 +49A/G
s& CTLAA 5 WL — A 28OS, B A E X 45 2 )L
B HT B H 5 55 Z R JLE CTLA4 +49A/G 28 HPEAG
7R HT BE T GG LR B4 3R 1 25 8 T R L3, #57 GG
SRR 8 BB IR IR R B I DU R A MR B v T AA TR AR
F WS IR ML T CTLA4 +49A/G 2 )L 2 HT 14 5 B SL B 1Y
WEHE IESE T CTLA4 +49A/G 251 530 R IR R E B bk
IKERFE DY AE AITD 1 +49GG HLPR I 28 I 20 & |
T AA R RAE I 8 % FRZH BB 2 8 I ; CTLA4 - 318 CT &K
RS HAE AITD HP IR, T CC JE R RT3 AE 1% R4 P
R ot 4816 W B B0 AR ( TPO-Ab ) Fi IR B3R 25 (B Bk ( TG-
Ab) B7KEI B TR K 4 R 7E HT Hh 5 G 48 2 A
H K FE Graves Jig P 5 T A S A C, E— 2 2k CTLA4
B ZATEX AITD Hi HR IR B AR K S5 m (38 455, CT-
LA-4 CT60A/G H& X 22 25 M 52 ma 7] %5 % CTLA-4 (sCTLA4)
mRNA £iE7KF, FEUMTE sCTLA4 K ¥ BT, Hit S
CTLA4 354+ CD80/CD86 , M 1fii fif FL Xt T 40 ia iy 310 il 2y B vk
55, B0 T 0T RO TS8R SRR R A, T
XA, AE HT 4 CTLA4 CT60AA K AIAY TPO-Ab AYSE7K
FREMT AG 2 GG LAY AA RIS TG-Ab /K Pt
FART AG FERE #2785 CTLA-4 CT60 SNPs 54 i iy 7= A= 44
A BETT S 2 AITD &1

5 HLA EE

AZEE 4 (human leukocyte antigen, HLA ) 3K SRR
FEALUEIEE SR (MHC) 3£, 25— & B ATTD
BIFAHEI LA, AL F 6921 Yk b HLA i &H £
AGRE N LA | gt A2 HLA-T ~ I =250, B iTiF 5t
Z )5 HLA-TI 28475 JUE ATTD (93 35, HLA-TT 4% B A 5
HLA-DR -DP #1-DQ, HLA-DR & T 4 03035 56 — 155, &=
FAE APC [R3E, HRGR R RO T A0 i T R $ SR e T
[ AR 9% & B iR N BEH HLA-DR3 7E Graves % 1) 47
R A0% ~55% ,MESEAFEFIL 15% ~30% A DR3 (i
FE ¥ HLA-DR3 S50 3 R A & 2 ATTD (140 X f B &

AN 3 ~4 4%, FE P R IEH HUIR ARSI L 4 i LR
ANF%35 HLA-DR HUJBL, T Graves 95 Hl HT 525 oA 58 5 KB 69
HLA-DR ik, LHJE7E HT 2R35O &, ULHFE Graves
S FlHT (9% % ML o HLA-DR % F 2 AE 00, ki, [
S FSE s, HLA-DR ££ AITD H i1 26 325 7K AR T e )
WAL, I HAF Graves Jg P IR XK FEEF HT, I 5 APC I
REBIFA S HLA F35 328 K U IR F e = A 560

6 CYP27B1 &EH

CYP27BI1 KPS T 0 Ak 12q13. 1 ~ 13.3, 2 1o }2 1L
IR TRE N | B AL 25-( OH) D, I 1,25-( OH), D, 1
PR, 1,25-(0H), - D, 244 E D i RIE B, 7R
HANHE A 2R AN T/B Wk EL AR h T & B 1,25-(0H), -
D, SZARMAEAE , 00 3 815 G 58 41 0% 18 78 AN oAb X e 8 R 5
FEAE R, PRI B AT M A 6 2, R Th 40 A9 76
e R AN F AT o B 1o BALEE R K 5 3 T %
WG AEA 2 D AR, R ECR SRR kA, ENTE
X R EDUEE A CYP27B1-1260 i S 77 1E A/C £k, H.
55 Graves J%5 M HT 5 B&IEAT 5, AITD S5 3L (K C 45R B 8 5
FXF AL, C 7 T BE N By R IE 7 05 % & B Lopez
S5O S R AR N BB BT . Lopez 2511 3 o ot Bl 2k 7%
993 JHT Graves H5 Jz 1 BUME PR 8 35 5 1E 7 % B4 CYP27B1
S B T-1260C/A & 1 6 +2838C/T £ 51 3 4 BUBF 5% %
P, CYP27B1 JE 31 F-1260C/A L4505 F ik PUR G0 58 P 5%
R FEACHE, M T 6 +2838C/T &M H 5 HT /¢, 12
7~ CYP27B1 JE 31F-1260C/A K& F 6 +2838C/T Z454E0]
e AITD A9 5 BRI,

7 STAT4 EE

&S T S SIS T 4 (the signal transducer and acti-
vator of transcription 4 ,STAT4 ) 2 H 7 T ALY Ak 2q32. 3, )&
T STAT %, Tk ik L A0 | B W4l i B 2R A0 it o | 4
TG SR F A A T AiM s o, #% Sk R 18 S Al N5 5,
ALgE IL-12 (1123 (1IL-27 DL J T HE R IFNs 55 40 M B+ 300
BSOS B B R AL, (5 T L 1 B A0 P, #E TL-12
WRHAY Thl AUAELAG AL FNIG R 3 A5 p 2 E E Z/E ], STAT4
FIEfd APC F 5 SR A0 40 Jf0 7 A= 48 5 A 5T (40 1L IFNs 4l g
I T 45 ) , dE 4R i e R I, £ TS i, STAT4
SNPs 5 SLE ZERBM: ST R o B TR EIE R EM:
RERZ M 1 2 | 1 AUBE IR T 4 Bz B 1 R A W R O
PEPO20 ) Park 457 & IR E L STAT4 SNPs 1511889341
& 157574865 5 AITD HYEIRA I, Yan %75 @it %} 1 048 4>
AITD H[E 8 3% (Hrh Graves %5 693 5, HT 355 1) 5 909 4~ 1F
H N STAT4 SNPs 3 & BH, Graves i 5 % STAT4 17574865
SEE R S0 IR LA Gt 22 5, FE T A5 B BRI R R
F T X BB ; Graves i B2 2 110181656 FE [K T 4 K L 35 55
TXFHRZH G 5 R PR U 3 /8 T X B2 5 Graves J il
HT H GC S 700 35 P R 01 Rt 28 1K T BRI TG 25 Y
FE PR UM S A il 3w T R A 3X W] STAT4 SNP 157574865/
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1510181656 FEPR Z2 A PERE N T Hr E N AITD A48 XU .

L5 L RTR  BR T B 22 IR EE R X AITD AR 2 5k, 2
FHELR G AEXT ATTD B9 &AL % 2R, B NS it A
3 AR BRER LR KIR FEH Foxp3 JE£[H K TGF-B1 A
A 5 AITD B A9 G, (A5 3L i 47 78 3, 31X 75 2T R
AHIESE, R AITD LR B BRI R LR AR

8 HESRZE

A RBEE H K 5 AITD MHERIR, #1147 T K& NHE L
AITD #HZ BEE R YRR FE . HETXE T AITD f4H ¢ 5L R 5 Jdk
PERIEST B BUS AR RUEE , 9 AITD &G HLER A BT K I A Va8
STPIFRE T —Fokr i B B 5 07 (B AV 2 I R AT R
R (1) FEART ARG LS AITD KA 5y BRIL A o | o
AFER W ZEAE S AITD 1 & i o %009 WA R 14 58 48 %
A TEREPNAYT T R IL SR R A 5 AR B PR I S AH O
SyRFENECATRIT? (2) EMANE LW HG HLA-IT [ | CTL4
FEF B PTPN-22 JEH 5 ATTD ALl A9 AH &k, (5 E N3 T
MBL-2 \NLRP1 ,STAT4 B & BRI AHEFE R FE AITD 19 &R L
il VR FHAF ST L D ELAL] v AN B A, 3 2 n) L 23R AT

— U ABESE, S AITD By 2 KR 77 48 AL T 1% 57 44 313
Rl
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