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wad g3 ARoA FEaFA-1(caspase-1)2] Hd FFE SAHSIE AAE Edets, FulElaAd H3

(rheumatic disease)® 7214 %39 (ankylsoing spondylitis)S T8t Aslr] 913 A=,
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spondylitis)< T-&3slo] 3 E
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receptor pyrin domain-containing-3, NLRP3) ¢l1Z&ju}lF o] &A13lel 7t2kA]-1(caspase-1)S L Z-QlEF
Z(pro-interleukin) ((IL)-18) 2 ZZ-1L-18(pro-IL-18)& Z}7 19 A& &4 Hefel IL-1 % IL-18
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L, 2 e Ay 2AES ¥ste FrlelaAd A3 (rheumatic disease)¥ A HF<9d (ankylsoing
spondylitis)& THiate] 2eslr] 93 7|EE AlFstes S & Aoz g,

gy B wgo] o]Fmx) sk 7le4 HAE oA AFE Al AdEA gor, AFHA &g F o
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B oadyol AXAld o] glojA, 7] FulElA~A ZE(rheumatic disease)S FF(gout) EX FulElxs #HEY
(rheumatoid arthritis)¥ &
we, B ouge Ay 2AES ¥3stE FrlelaA A (rheumatic disease) I FAA 2 F9 (ankylsoing
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E]2~A] A3k(rheumatic disease)d® & A #F< (ankylsoing spondylitis)S TF&3Fe] etslr] 943 2AE

71 FouleElaA A3 (rheumatic disease) S olo] AFEH= AL olYx|wk, AXA
arthritis), 71%% (tenosynovitis), ¥4 2% (ankylsoing spondylitis), A FwbA F3FE2(Systemic
lupus erythematosus), %% (gout) Hi= FUlEl~ FAH Y (rheumatoid arthritis)¥d 4 o npFA A=

FAA 239 (ankylsoing spondylitis), B3 (gout) T¥ Fulel~A 49 (rheumatoid arthritis)¥ 4 Utt.
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o] &%, A7) 71Ex Y A~EEF (Western blot), ELISA(enzyme linked immunosorbent assay), X dEA
H(Immunoprecipitation Assay), XA A 2% (Complement Fixation Assay), A3 (Fluorecence
Activated Cell Sorter, FACS), T+ w2 X (protein chip) 5 837 Y3t 71EL 4= Qo 7} £
el Age HIHAQl FAS FUMR XEE 4 k. o] B4 WHES Fote, F9-FA 53 FAAH
< A4 =
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AAd 1. A¥FEE] 9 ¥y

AEE f5te] gyl Jde A-YY FAF HA(Keimyung University Dongsan Hospital)old 20173 6€%-E
2018\ 8 Alolell, 1269 A7+ F7FAH(207 o] A HF A}, 23W e BF A (gout), 62 FHbE X T
A9 (rheumatoid arthritis, RA) A R 2199 A4e gjxdo = F44)&E 53t A& APt A+
+ 71% #H EZ=(institutional review board)(IRB; 2017-06-021)°] <& 5<1Eda, &A7](Helsinki)2]
Aol wel Y. Agy #HE Fov BE HARERRH FS5FHMU. FH A5 E AE] A
of zt7te] #AAEFY A MES FHEAT. FrEHAA AERE H B A A5l oig 1984 57
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3 2010 FrbElA A BF 7]F(Arthritis Rheum 20105 62:2569-81)& sl 32 AT, &
3zte el e F4 S5 (acute gout)S ¢ v BAE FSIYTHArthritis Rheum 1977; 20:895-
1k AxAlo] BAAFT TAAE FAEAT. B LEAELS BE FoAERYE dF,
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A 2. FrtElzA Age] ¥4 sashA-l BE $F &9

B2 iy aise ¥4 JtAgA-1 £ 21 (erythrocyte sedimentation rate, ESR), C-Wh%-
g (C-reactive protein, CRP) 1A 3 HFE A3 &4 A 4(the Bath Ankylosing Spondylitis
Disease Activity Index) % 3¢ AW 24 H<=(Ankylosing Spondylitis Disease Activity Score) 7Fe] ¥

479 AaT 2%

ox

AS BA3FY. Jt2=gA4-1, IL-18, IL-18, = NLRP3 <& ELISA 7]E(Quantikine, R&D Systems,
Minneapolis, MN, USA; Aviva Systems Biology, San Diego, CA, USB)E A}&3lo] =Asct. A7) HHS &
3 oz ATE FAY 4S5 ALEste] Fssit.

B A= TS CFES HY (interquartile range)) ¥ WE(frequency, %) ZEA YERRAT. A%

of i3], Mann-Whitney U Bl~EE %2 CRP 1F(FrtE| =4 H3boA (RP7F A4 2d¥E)S A4 (RP 1&
Hlw3h7] 98] AREE LA, Kruskal-Wallis HIZEx= 234 A3, 5%, Frles 329 9 074 o
o] aE vuE el AFEEATE.  FHElaE Wl diél, Fisher's exact testS AFE3le] 1E Alo]¢
Fro® WHsNE JhaviAl-1(125 pg/nl ¥ RIEE BlwEglth. P < 0.05% BAHCE o8 A
Kl SR

o Hf N mu rE
U rlo M :i or

_L4

AAd 3. 8R shashA-l BE 3 He A A3 Ag

71 AAld 28 Fa ol éﬂ%~£1ﬂ YERATH. SAIH R Fog FXE HolE PHe BEAR U
eilen, wpP gt AH=Z 2 (Kruskal-Wallis) Al&8S Algale] AAetATt.

# 1
Feature Ankylosing Gout Rheumatoid Healthy controls |p
spondylitis (N=23) arthritis (N=62) (N=21)
(N=20)
Age (yr) 35.5 (21.0) 56.0 (25.0) 61.5 (9.0) 41.0 (23.0) <0.001
Sex (M/F) 18/2 20/3 24/38 1/20 Sex (M/F)
ESR (mm/hr) 20.0 (41.5) 43.5 (30.0) 40.5 (56.0) NA 0.316
(N=10)
CRP (mg/dL) 0.2 (1.6) 2.41 (8.14) 0.32 (1.75) NA 0.020
(N=10)
WBC (<109/L) |7.1 (2.6) 8.2 (6.0) (N=11) |7.6 (3.8) NA 0.460
Caspase-1 201.1 (109.8) 137.3 (91.7) 144.6 (150.8) 71.5 (72.9) <0.001
(pg/mL)
IL-1 (pg/mL) [2.39 (3.95) 4.1 (1.9) 2.1 (3.5) 6.1 (2.5) <0.001
IL-18 (pg/mL) |1,585 (127) 1,520 (176) 1,572 (118) 1,695 (199) 0.014
NLRP3 (pg/mL) 0.2 (0.3) 0.5 (1.0) 0.6 (1.3) 0.0 (0.1) <0.001
Caspase-1 16 (80.0 %) 15 (65.2 %) 39 (62.9 %) 3 (14.3 %) <0.001
>125 pg/mL
B B ev-l SEe e agdARD 294 A3 BTN fF FEoR ¥ veide @
A& = AAJTH(P<0.001). FFATA-1 75 > 125 pg/mle] W= ES FF, Fulelx~ 389 2 17¢ gix
o R AS el A o Ed).
B agAEe SYAY AE ASNM & (R £F R A RP £E met 97 sasA-l £E22 vws)
Jov I APRE 7] ¥ 20 el

* 2
Featurex High CRP ( Normal CRP |p
>0.8 mg/L) | (<0.8 mg/L)
(N=12) (N=10)
Age (yr) 29.5 (4.0) 30.0 (9.0) 0.205
Sex (M/F) 11/1 10/0 Sex (M/F)
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0.865
<0.001
0.041
0.021
0.002

33.5 (86.0)
4.5 (7.0)
1.9 (3.4)
1.8 (1.8)

5 (50%)

86.7 (130.1) |32.1 (56.2)
Bo]FEs aFHY E& (RP

21.0 (85.5)
42.5 (34.5)
5.1 (2.1)
3.8 (1.0)

4 (33%)

Disease
duration
(months)
ESR (mm/hr)
Caspase-1
(pg/mL)
BASDAI
ASDAS-CRP
Peripheral
arthritis
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