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£ JE 95 & 75 & (psoriatic arthritis, PsA ) J& —Ff 5
B JI 9 R O B A& E PR ST e, AR E R R 1 5% ~
T% o PsA J&H7 5AE T8 =X 2 48, DA e 2l G 4y 31 51 )5
KN AR R LSRR S R RS R H R,
Horp B RGBSR, A HEM. PsARREEZE
R R SR EB 43 B B ] R R R B G R
24 PsA AR HLIAN BT, A SCKE 2538 PsA st 4% 2 |
G 24 W)W 5% TE J | 25 042t AR S 6 0GR & i A
AU 4 A B

— HLA - KIR #&#

TEE A S B2, A SR 2% 5 (natural killer,
NK) 4 3 A5 Bl 4% O 40 0 19 B2 9% Bk 8 13 FE 52 4 (killer
cell immunoglobulin - like receptor, KIR) , @ & 2 il &
PR IR (B0 G R 4 M PR i G AR R e, it B AT i3 3l
IR PE SRRE I o E — S B G R, NK 4
FRLA i P 32 458 T A S R AR E B B M. il KIR
(KIR2DLI , KIR2DL2/3) [d] 1% 4k #£ KIR ( KIR2DS1 |
KIR2DS2) %L 5 )5 41 98% A 8l , Ho v KIR2DL 454 F
HLA - Cw BciA, 3f B JL-F Br 5 N &R 4% 47 KIR2DLI |
KIR2DL2/3 , 1ij 43 W4 35% F1 56% 1) N\ (BRI %5 26 [
) #4545 KIR2DS1 il KIR2DS2 ,

Martin PM %5 %} 366 6] PsA g3 K& 299 {5 % i8 34
7 HLA T 2% KIR JE[H 43 AL, R BE 26. 4% ) PsA &
A7 47 KIR2DS1 f1( 5% ) KIR2DS2 , 3t 2 KIR2DLI |
KIR2DL2/3 fig {4 HLA — C % {7 3£ 4, i {2 15% 1 %
W H A I Fh B Nelson GW 48 M4 45 140 7
731 PsA 1Y M 2 S A A M B KTR TS 16 7
(9 KIR PesE 9, F o Al 42 PsA & 5 ) HLA -
KIR BB 156 : PsA (1 55 J8 P I i 0 AL PR 19 KIR 141
il M i KIR 3% 81 2 [R] (9 - i it o 5 1, #5348 4 15 1k
PEE KIR2DST F1 KIR2DS2, PsA % 5 XU 44 w25, 410 451

YE# B AL :200040 |-, 52 H K2 B8 4 1l B g XU R/ 52 BR
SR H i e SO A b CREEE AR ) R BRI R
Al B e b 28 R (R 1) )
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£ KIR2DL ) HLA Fe AR 2% BE IR 1T NK 48 B 35 4k 1)
AR, AT 2L [R] S BT PsA By & 4= o

Williams F 2%t 75 4] PsA (£ EH @ MEAN) 195
4~ KIR #:H {7 45 KIR2DL1, -2DL2, - 2DL3, - 2DSI
Jo -2DS2 EATREIN , & BLHE T KIR2DS1 [ PsA &
W T AR PsA (YR T 0 R8T B A R R T HL 5 2R
HLA - Cw * 06 #f 1) PsA % v #47 KIR2DS1 {195
Bl PsA B4R JE 5 2 W B4 £, SR Chang
YT &5 102 ] [E 575 PsA B F Kl & 31, HLA Cw
% 0602  KIR2DS1/S2 H1 MICA — A9 1] fig A~ J& 5| i
PsA ZEf7 L

A B 5T 45 R IF A —F, IF B B ET{URT PsA #5717
BN HE AT B L JE DA s AT TR R BCA R G
SR ANE L P SN E I S ab i S 2P o N I S D
A i 0 N 0 i B 11

Z.T AR shiE R

PsA 5 2 B AU I A F REA K& T ke
YA, AT R AT B R Bk A 4 Ek T I A L )
RGN ESTE o A R SN o 3R N1 | R SRR 1 2 N
W] BB K AN 2 AR B 8 J2 PsA ¥ 57/ 3R
ME SR, BRAE h EZ N CD4" T ke
Yijfd,CD4 "/ CD8 " T ik B2 40 A b i 2 22 1,17 5¢ 4y
WAL [ A RN DL CD8 T kB A0 o T, R
CD8 T ik 40 M 75 PsA W 2 5 G N 2% BRIk
WA W T LR OPsA A A4 gt )7 (HLA)
T 20 56 s Q7 N 26 B 92 R B s 7 (HITV) JR e 1 1R
FHp R CDA T bk B 4 B 2R B Y B L 5 AT AL
F P MWW R & CD8 Tk I A Y B b B b
A R AR B T Oy R, A) S B R Y AT
B

PsA SB35 W W LAWG 46 (HLA — DR ™) B9 | 24
(CD4SRO ™)y CD8 " T kL 4 fift 5 £ 5, /b PsA &
EL O (R N LG B 7 N = e v N T s e
CDAOL, P14 2 v] W] b 410 il T 4 ffd 3% 18 ) CD4O0L, JA
M f i T

Toannis T 45 % B PsA 5535 AhJAL IfiL | B2 458 S 1 i vh
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() T Az {4k B 4%l ZE X (TCRBV) KA T AR,
X PsA S T 4 i B4R E X 3 (CDR3) 741 43 #t
kPR B v I N 22 v B B T, BROAR R e B AR 1Y
CDR3 # R IF A, HAE 2 5] PsA f8 5 1 2 1t S 1 i
ORI T A — ) g, Frph — S 5 B AR Y 22 R 4
RFAE, #2758 TR TMME 425 T PsA K
Ja , I L 32 3R R JER A9 T v i T 3k B 40 i A ] — R T
(1'%, Curran ZE7E PsA 45 48 4 ¥R 37 S A1 J i o %
BT 12% (P 4 v B B A A I CDR3B i 24 5& 1R
SEARRAE , [R)E T 5 42 ER & CD8 " T bk B 41 it , 2 Y o
W RN B i e e 3 B R ORI B B R
Howm A

CD4 " T Pk [ 240 B AT 43 oh % Bl 4 T 9k 2 28
(Th)1.Th2 . Th17 FI9# 45 ¥ T 408 (regulatory T cell,
Treg) 40 M. H AR —TFLIAN CD4 " T ik 240 i 7T fig
JE PsA FEREREYI M, Gerald P 253 33 43 #1 PsA B
HW WAL Thl R HE (AN R
(IL) =2, MERsE v - B (TNF -B) . TFHL &R - v
(INF =) 71 Th2 > 5 1) 40 o K § (IL -4 [IL - 10) ,
RIER TL -2 Ab, HoA 41 g 57 PsA SB35 W Wb 1
ARIR, BB PE R R BE R T RA B {H$)R Thi
FITh2 4Nl T fES 5 T PsA My R fe .

A HE M VLA -1 27 T — 28 5 5E 41 84U 0
HAE1Z T MR FR &, Goldstein T %53 i X PsA 15
VLA -1 T 400 Ff1 VLA -1~ T 4 g i) CDR3 # 47
I F A3 AT & 3, VLA — 1T 20 M 32 0 48 5 Pk e 3, £
Yo E R A TERE R AR ) Th 20, 1T 8 2 0 £ Pk 4 e 5
PR B

Camilla J 45 % 3 PsA H 3 4 1 Thl F1 Thl7
20 i 5 1 n, FL b Th7 40 i Sk & Ak 2 D RE Y
1042 Th17 441, w] 43 W Z 48 ffg 9 IL — 2 [ TNF -
o L = 17, 4 7% HC AT R HL AT i 20 P 5 0 [ £kt B xo) AR
ML, Treg BB ARG i2r 8 X,

PR, 0 PsA 19 & 95 7T BB 2 R R T 4t i 4l 2%
WM ECRE R, Hrh DL CD8 " T L 4 iy 2 5 ,CD8 " T
Ik L 400 3 5 TCR /Y CDR3 R 4 SR 32 S 4 i 1 5
MHCI 285> F 45 & B LR PR AR, RIS 1L 1 26 — 15
5,38 13 B [R5 F (40 CD4OL - CD40) i 52 BX i
15 TS A5, BAR X A BT i ORI AL TR AL S
) CD8 ™ A= T Husa By 1, S 80 T ) ¥ R AE 1Y &
AL BN AL A E— 2P UESE, CD4T T 40 g b i
Th1 Th2 [ Th17 4 Jfl 5 7] 5838 i A B 53 W6 240 A P+ 46
MUK Z 5T PsA LK.

= .0PG/RANK/RANKL & &

DR AR X FR A 1 B A2 ek, T 5 ) O T ) R 8 4
“EYEEMTAEJE PsA B O AL AR SRR Z —, [F]
IR A B R, Hrh IR A T 8% - A A0 &
55 (RS F 20 A B R AR R AR T A
9 o A S | R o B e i I NS R 1 P E R TR NS
%R T xB ZZ K75 AL IR 7 Bic & (receptor activator of NF
- kB ligand , RANKL) #1 RANK #9155 5 B% 2 0% B 40
IR RS AL OB . Rk T RCE AN | 1) 5T 4 i 5k
T A9 RANKL, 5 i & 40 i 57 14 ( osteoclast precursors,
OCPs) £ 35 1y RANK H % 45, $2 it 73 fL {5 5, fe filf
OCPs 4316 B % B 40 B, & 14 3" & (osteoprotegerin,,
OPG) 72 RANKL By RIRFEHLHM o 53, TNF — o 1] |- 3
/NS OCPs,,

Ritchlin CT 2 & ¥ PsA 2 L HE X Z&FEHE
A B R R B B 6 PR OCPs B fd B X IR B
N, PR AN S5 R I PsA S8 1 S0 A I oA A% 4t
(PBMC) RE S 7L B 40 Jfd , OPG Al HiL TNF - «
TU A BE A0 1 10 B 240 JE O i, PsA S /9 PBMC RE >
WATE Z 1 TNF — o (AN S50 & B PsA #5240 TNF
- o IGYT G, OCPs B 5 AR s X B T B e 1 £y
S AL 23 A, dH 2300 b ] UL I 4 A AT RANK B
P ) A% A0 R R A0 D 9 P RS B R 26 3k RANKL,
1M OPG Jay FR T P4 B2 40 B, B D 47 3% %) 3 V4 ik Wi Wi 1Y
i, RANKL 55 047 31 09 Lo 2 ok e B iRl 5 6
Ky ERENEENE,

HIE 3 PsA 25 1 B SR AL 7 TNF — o A
HF ,PsA JEFR R OCPs B4, ¥ 5 P4 B 200 Jif0 35 Th1 2T 1%
B POE R A Z AR M, 0CPs 3 AR & I8 1Y
TS, 6 B T 942 58 AE X 5 16 A4 A8 DY B 40 L[] i)
PR K 20 1L i 2 35 1 OPG i 1 i 40 B % 434k, il
D HEY OCPs ZF i BUR 1Y S B #1728, — H OCPs
F3k i B 5 - B A AL, OCPs 45 & F 18 [ 41 il %
i1 ) RANKL, #£ TNF — o 1 L W3 41 1 4 9 30 38 19 7
(macrophage colony — stimulating factor, MCSF)/EF T
SR IR, 5 At N B L), OCPs 5 TNF
— o 15 & B IR 440 R 1) J5T 440 Y % T Y RANKL AH 5.
YERD ik — 25 34k g 851 240 M, JHG b il 40 e A
BETEMEE - ESSRENSS T &R E
W, FEE It R, TNF — o /R SCHE: OB T 78
FRrAriy OCPs;@ 1985615 RANKL (9335 "

X—He B — 2Pk . BR T ORCE 40 A TE]
JRA i, RANKL 34 235 T30 AL 9 T 94k EL AL, 7 1L
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T L 40 ffg AT 38 35 TNF — o \RANKL IL - 6, 5 K 21 g
MHEE - Ta(MIP = 1o ) o 1L =7 W] 38 28 P AL
SR v 0 B B B, O, B Ay TL - 7 W] B
P U 44 A A ik, B220 7 Bk 2 240 A i 4 40 1 L JF
A B OCPs 134k, Hoyk  TL =7 ] {3 T ik &2 40 i >
A YR B R 7 \RANKL F1 MCSF, Colucei S %5 % PRI 4
K% TNF — o F1 MCSF JJ 3 ) PBMC i) T ik 22 48
FELFS B B A LT A= LT 5 A B A o R R 8
PO T MR A2 20 S (SFMCs ) FP iy Tk 22 40 il )=
70% B RS - 4 AR S I, PsA R AN A I b Y
T Bk M W T bk EL4i i IL -7 9 mRNA /K
VL PR IVE TL =7 K248 T X B B IL - 7 Hidk
YEFI T PsA H % PBMCs 1 SFMCs , A] B A B & 41
LA A= B, DA B8 T B bk B 40 Jifg 38 i RANKL | TNF
— o S IL =7, 65 BB 40 M0 T B, AT 30T PsA
B R

Ritchlin CT 4 % 3 PsA £ F £ 47 TNF — « 5§97
J& ,0PCs B 5 B#I% ; Colucci S 45 % ¥ RANK — Fe Fl¥
TNF — o« HUAK A] $01) PBMC K SFMC i & 20 Jia i I
A, FF S AR M, Horf RANK - Fe %7 PBMC i 8
4 BT 1 1) B0 AR FH S SR BT TNF - o X SFMC 1y
R

%% OPG/RANK/RANKL % % % & i #5 T35 )7
SR < B0 U A RANKL (1% ¢35, BE W RANKL, +3k
RANKL 454, # il RANK {5 55 S5 fe #f OPG (&
Kk FEHT RANKL - RANK (R0 25, i 76 18 3IE B B .
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Rainer 7 257 56 & IR B 9 B 43 Ak 36 Bz 71 26 1 2
Jig H 37 4R e B Sk R X 3k PSORS6 (1) JunB 3 [A]
FIR TR, TIE R Cre —loxp REcAE/NRU A 2 N
REBR T R A E A4 H JunB A e - Jun 3R PR AR
AR s B ASURT OGS B3, O L U R R AR
YIFn PsA 250l AR T R i A e A 2 T
IR O 4t B B bk O A 3 i TNF A2 AR 5 0 R P ob
I 6 e I i i B PR T AR JE 9 By B IX sk PSORS4 Y
WiFh a4k 11 S100A8 F1 S100A9 7 PsA %95 2 B i i
HR IR R L DR S8 AR 1 B AR D, PR SRR TR AR B
FIZ0 A JunB (62515 5 1 4k X R0 20 B D Y
Feak , WA Fb e 240 6 5 v 400 i SR 4 T 6 iz, e 2k
TR R, 0T HLBE SRR B (AR B AR JE LA
FURRATR (N ) FEZ 5% — 1R i .

MMij Johansen &5 1 /& Bl A 2R 8 0% B & B2 3
JunB F£3A A, M AP -1 A9 H AL W 24 (¢ — Jun.c -
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