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i &

PR NV RS MARA R E > A KA P PR
(microRNA ; miR)-181a & ¢ & @t ¢+ (central tolerance) * #/F ¥ Midend & o
miR-18la§ & # ¥ % 8 T w2 4&£ < E (T cell receptor; TCR) = & @ vf % & -
FagiEtn T w3 RAR S BARAIRS mMR-18la » €A 0
(interleukin-2;1L)-2 s B> @ IL-277 ¢ 58T wm¥e i f £ 4% (negative selection).
Rm > miR-181a ¥ IL-2 >+ g & #+ % 2 L (ankylosing spondylitis ; AS) % & ¢ 2

+ & d E R G Fp o AP AR KRR miR-181a &7 1L-2 £ TR
A A gl o T pF 2§ R 8 pesdidd &£ & (real-time polymerase chain
reaction) | ¥ 128 & E (£ 4 o Lop B & 128 Lo d (L n| i Edbpe 2 B R
n ;% mMiR-18la # M & > T F MEEZ @ S LA %A 17 (enzyme-linked
immunosorbent assay) = & &k Rl G IL-2 3v PR o S RBRBZIIEE Y 1
CREARRGTHBRE REFRF LG IL2 20 2P FERFRLBRZ L
it MiR-181a 7 IL-2 # 5 § B F it ApH (r=032> P <0.01) > #* # > I ik
+ miR-181a 3 & # R/IL-2 3 & % IEL—‘%,‘ AP T I PE G miR-181a MR % JR/IL-2
MR 4 MY E G 2.87 % (95% Confidence interval = 1.46-5.62) =i © % 41 3 4

4 g o e gt > MiR-181a & IL-2 hE 7 s dA R 8 B4 L g 4 o

Mas o @ hatR s AP pR-18la s A F2 R AR e



#3
EE M4 4a K (ankylosing spondylitis ; AS) Hs jFHE A M & KB 0 T
T 95%:rs B ALA s e sfdR (human leukocyte antigens HLA)-B27 F 14 [1] -

Ha o

|l

PR LORBIHEY AR 2E ARG - A AR FREE T we
B BaeERIB AR REATENZEE AR ENIE P E RKHT A
2 el fs p ML A A< (2 (immunological self-tolerance) » ¢ 7 7 ¢ &
it 14 (central tolerance) £ % # @t 1+ (peripheral tolerance) o ¥ & % f48 4
ERE] ﬂﬁl (thymus) > & 42 ¢ & 42 EE & (positive selection) £ f i # (negative
selection) [2] o I 4% 245 A * 7 CDA"CD8' T tm®e + 1 T e 5% E (T cell
receptor ; TCR) £ 1 & =% 4p % 1247 &£ # (major histocompatibility complex ;
MHC) } e HLAclass oIl &~ F 2723 7% » MiRg a2 pWmie 3 4p & 17
T wie  SEGFERLDT wie T r fEJFHE BT ATELEFRANT
i PG e k= (apoptosis) @ EfE o [ GG AL HHA W L
P E-MByRLa T o a3y T mﬁh—fﬂ\p RT e (naive T cell) [3] o F]t >
FPEREERLY LA LR RY R FLEL AT TP LA
P AH P ARAREL LGN RS EE TR HApROT R
BHBRFRLE G B HCDA Tz 2 CD8 T iwre £ 3 » L B h& 7T &t
AWM T e s v 4, @3 [4,5] -

MicroRNA (miR)-18la &%y *® & 3 3 R & R > T ¥ g o §7 w e

2 MIRABLa & § ML = e s £ fed i § B - MIR-181a o & AT g 4 v



#1 TCR 4 @& R jT cn -9 ft % Bk i fis 22 (protein tyrosine phosphate
non-receptor type 22 ; PTPN22) ~ g4 £ 4 2 gipi s 5 (dual specificity phosphatase
5; DUSP-5) ~ 4+ 8 42 zipifF 6 (dual specificity phosphatase 6 ; DUSP-6) ~ 3-
v fit. 3 femkpap® 2 (Src homology 2-domain-containing tyrosine phosphatase 2 ;
SHP-2) mipe i » B pads TCR M L B /SN @ K > ¥ 2 %3 TCR 4
BB T A LR > # T mee il A S [7] - @ miR-18la @ B £ ¥ i
ERETwreht EHBER > EXRTwwe iR LR [7]° 25 > miR-181a
HEIBFR LT e AR GRS AREF -

w T ? > 4 d & (interleukin; IL)-2 e7& = % 3] TCR - CD28 3 & #@:E
B IL-2 gnn Ly pEfiie (messenger RNA ; mRNA) #7822 58 [8] 5 & IL-2
Toll-2 5% Bap L @ik dr > TV i § ERAMAA AR DF L [9, 10]
B - AT A IL-2 4R B LA IR A R ol e @ BT 8 w2
G 2 o TCR eh AR Akdrdlanig % [11]5 - 5 IL-2 £ 717 ",f ) R g S
B NEF PR M A CEELEN R Fenm g » v B T et
fERL G M (120 IL2 2 T m X ii? ¥ i - BERPAEH o

&2 > miR-18la» MFLFHEIL2 iR [7] 2 &3 T wieen
FER R o Am omiR-18la IL-2 i MAFE M AL EP 243 44 £7
F e A i BT MIR-181a £ MV &k e AR Y IL-2 ek R X

" mR-18la& IL-2 3 R AT dp ¥ E e Al $ 4 o

g

F s s T




ATy RS R LR 3 A7 3 (Declaration of Helsinki) 42 ¥ *
FERFVLEY LFFFRRFIRGELIR PG4 &R Fv 2307 L
FEAEURFRAADL BFCH 128 P EE A LR R 5 p bl f blgd
AR B FEAES A X KER T T iE 74 2 4 2% (finger to floor test)~
EAL G SR (Schober test) ~ 14 2 SR M &R R AZR 2 HeP cE R AL G T IH
Mot () TAREHBEFEAAREZ B (2) EiLEH 4 F1X T (Schober %
A3 ) () HUNERFFL L (FUNEHR )LL) ()X KET T M
G (FRie -t fERY=Z&);AafdesEnt 13 382 28
ﬁj$4%(wM3Nwﬂmmﬁﬁy%@ﬁﬁjggﬁ%ﬁ%@w[Bp%
2 bl g R AR B S 1 L R R AL b2 E# (£ 5&) B
BlATRed REMBRE L 128 L oA HRLEFR VYR - KEFF Y SRFREE

aT? B M S LM ARZEE A O HRFAEERADE - PN 57

=
E

WA ~Z B pES W2 B b e fom ~ a7 2 e B RRH
(Reiter’s syndrome) ~ & st 8 5 s 3 K275 3 5 o (inflammatory bowel disease)
uﬁgkﬁﬁ@ﬁ’mﬂﬂﬁﬁpiﬁ*”°

FEF DR LT BT h R S TR PAAESF ST E N A C F
TR AR FORRHL om BABFH L ¢ 3FB A HE &R E
B r R R RS RS AR B R REL NEARR AL H 2
-~ ERBREL M LBRRAFE A RESDTR I AR OF L Ed A
ek @ gk (axial symptom) ~ ¥ BB & L S dr WA EF B LE S B
FAFFERENTE S Ak 2 BT B R ICEPF L B8 ORI # AP

HTPE T N RE AR P A BT o RAE P RN R B M & L



THE LG - M NIRRT LS A RNTRG S Y

F O WA deip 4~ % W (ulcerarive colitis) £ 5. f & (Crohn’s disease) s
AL e & 5 H R A RIppand g 2N (middle layer) £ % £ hFE g o
$o e Fgeen H RGP AR R F T2 B N G E PR 2R IR A LR A
(non-steroidal anti-inflammatory drugs) # % % # & & (disease modifying

anti-rheumatic drugs) -

Tk i e

AFET R 2R T AR ML A J & £ 4p & (Bath Ankylosing
Spondylitis Disease Activity Index ; BASDAI) ~ = #7i & 4 4 41 X # a0 #2135 e
(Bath Ankylosing Spondylitis Functional Index ; BASFI) ~ = #7ig & (#4423 2 &
= & 3®4 (Bath Ankylosing Spondylitis Global ; BAS-G) » % =5 g & {4+ % & & I
RAnppaitd p ¥ 2880 el v R 1 L WET Ak A RN
it B 24 ap i- k42 (Cronbach’s a) 2 %4 ) 5 & (intraclass

correlation coefficient) [14] -

4 v 4p iR HLA-B27 4 5]

T R 2 Bk A B A7 F s B (heparin) ehdka g T ¥

N
S

AT
w—

Th

PR A - R P AREIL T REF-T0C T o A iR R o Rl E E
T "% i & (erythrocyte sedimentation rate ; ESR) ~C-# J& #-v (C-reactive protein ;

CRP) ~ 12 A4l &k 35 (immunoglobulin A ; IgA) - HLA-B27 2 ] » &
#-50 ul #x j% 22 30 ul 2 FITC (fluorescein isothiocyanate) &7+ < anti-HLA-B27

(clone GS 145.2 [IgG1, Kappa]) ™M # BF R & 346 » R e E > 3R T 1
5



%1504 $0E BR AL e r 2ml e fainis  RERTRE3H) > X7 1
% 10 245 - S§{s 0 12 200 xg A 5 4 4s 0 2 PBS ik a :‘zi’%—i Pk o 28
Bl BT A R R e R o Bts o 4o r 025 ml ¢ 1%= BT pE
(paraformaldehyde) & & 5 125 3% s %2 ik (Becton Dickinson, San Jose, CA, USA)
BlR2 o AP A2 P oy kg R E A TS 4p B0 8 4R e (decision

marker) » T % HLA-B27 1% |+ [15] -

RNA % B~
Bejal R R A4 3 0 o buffy coat ¥ »tAcE dpes E ¢ 0 4o~ 1 ml TRIZoI 23]
(B kD 20 4485 £ 4~ 200 ul DZPC-% iR £ 353 - 4°C T g 12000

rpm 15 4 48 15 #- 1 F iR B AT E s B 5 £ 4~ 500 ul 2 99% isopropanol

R L0315 %3-20°C T 10 A 48 o £ > 4°C T g 12000 rpm 15 A4 ts 0 B2
F ;Fi;fsz » ¥ 9 4e ~ 1 ml 75%z2. RNA-ethanol ;2 & 323 o »* 4°C = g~ 12000 rpm

15 448> # 2 1ik s B RNA T §0% £ > 4e » & RNase 2 4 35 -k #-jwk
i3 f2 - #F &7 RNA L E % RNA 2 DEPC-treated water ##f# 25 % > & *
A kR R 260 nm 2 280 nm ok £ TR E A RNA R R (M EF < 18)

ok @ i RNAER (ug/ul) »

miR-181a 2 F 45 wpF 2 § & fedhg K

TagMan microRNA Assays (Applied Biosystems » CA » USA) # i * ** 2 &
miR-181a - 7 L i {7 £ #4% (reverse transcription ; RT) » 25 ul # Rz miRNA

4v »~ 0.15 ul dNTP ~ 1.0 pl RTase ~ 1.5 pl 10x RT buffer ~ 0.19 ul RNase inhibitor ~ 3



ul 5x RT-313 ~ 12 2 4.16 pl Nuclease free H,O ; miR-181a 51+ 4 %] & forward :

5’-GCC GCT AGC TTATCA GAC TGA TGT-3’~reverse:5’-GTG CAG GGT CCG
AGGT-3"» F gifi4rT™ 1 16°C 30 # 45 -42°C30 » 45 ~85°C5 44 - F =

(5 1835 3-20°C » (T s FenTrpE 2§ B £ prdadl & & (real-time polymerase
chian reaction)e 2~ 5 ul & # 4% {5 ccDNA> 4c » 1 ul 20x 513 ~10 ul 2x Master Mix~
12 % 4 ul Nuclease free H,O % % 96 3443 ¢ T 327 = £4F o 12 RNU6GB § 1T 8
¥ >RNU6GB 351 + 4 %] & forward:5’-CTC GCT TCG GCA GCA CA-3’~reverse :

5’-AAC GCT TCACGA ATT TGC GT-3’-PCR {a i% = & 95 °C 15 4 48~95°C 15
F/~60°C 14>+ 40w & o Trpr 7§ PCR ek BE i * Step One Plus Real-Time
RT-PCR System (Applied Biosystems, Foster City, CA, USA) » 1k &k ¢ T p* & 4=

- i cycle e k:E » k2 E5d PCR A+ A FI* B o a2 & PCR ¢
WAEY 0 F FCRABLAZER B PO RERENAR RS ARRE (cycle
threshold ; Ct) ; @ =3¢ 22T+ #3021 8§ miRNA chip ¥ £ 8 - ACt= Ct (%

BIA F))-Ct (48 A 7)) o

IL-2 B =

o IL-2 & % fE % i g A A% 4 47 (enzyme-linked immunosorbent assay
ELISA) = i % Wil 5 #R4&'T 5 7pg/mle 5 % » 4 » 100 pl sl 3 iz f 100
PLARIEFR & ~ SERRIR & ~ 2 BRI F 21 963 57 > TR TR EA ] P e ik
s o4 200 Wl IL-2 &85 > 3 RTEED )P £ Rgiets o 4o x 200 ul
1% FF TMB (TM blue ; 3,3°-5,5-tetramethylbenzidine) ** 37°C = 35 % 20 4 4 >

B F RtsTV A4S o2 450 nm k& A ELISA & ¢ R EE Bk A gex



K5 PR R Rk T B AR A L2 kR

kit 2

FrOlS ] E 8 TR Bl WA A ER R g

\m:\L

MrEE MR ELA F L REERA N TIHE + £ L L5 > 2 student’s
t-test i (T4 T F S AT IR B F A B IR 307 o -test k RaE (T o
2 Kolmogorov-Smirnov test #& @_miR-181a (P <0.01) £ IL-2 (P <0.01) z £ m
A EF A G F - emiR-181a IL-2 4 ¥ H# % Hikdic® (logio)
KERIEFAT o 5§18 > ¥ ReETMIR-18la g IL-2 232 ¢ +#HK%A 5 8
B g MR AR £ 02 ttest 2 o -test # T MIR-181a £2 IL-2 4 Tty 0] 82
HRez BFani B o 4§ &4ph (Pearson correlation) # T4k * k3;=im E 2 |+
E :\}]%%r? B ¥R miR-181a £2 IL-2 £ 32 4p B o 5 I8 iF 2 BERTHN
(multiple conditional logistic model) 4 & * % f P& B % 38 chip ¥ 5 & &
(relative risk ; RR) 14 % 95%1; #f % ¥ (confidence interval ; CI) » m miR-181a &
IL-2 24 EE B AU g4 2 23 (v {;ﬁd i ¥ 2 (likelihood ratio
testy M3 E B E P B AT ER il o #E 4 4 sk (main effects
terms) N B R PR § A AR e 3 (8% 38 (interaction term) sV iE S
g o t-test # T Ak * k=i BASDAI ~ BASFI - BAS-G ~ ESR ~ CRP ~ IgA
B miR-18la & IL-2 & A4 ez Bend & o {8 % 5 %5 BERTER §F 30
(multiple logistic regression model) 34 FiE %] ~ Edk ~ BBIFFFR - 12 Hp
% 2l 3 H mMiR-18la & IL-2 A A S R B B A B R 2 F N

g~ Brdl il s B S E AR 4 2% B v (odds ratio 3 OR) 12 2 95%f;



4
X

ﬁ‘ﬁ?‘:ﬁ;’,&ohﬁ—ﬁ 1P IE'_ ”b'lﬁé%ﬁijﬁf‘g ;i "1 P<005 = ;“'E;\&Fl:%?:]‘i’ }_u

Hogh 2 SAS 9.2 % A 47 o

&5

FEMFRLUBE M E HR2Z AAFRERHERE TR A - o & 230
THES o TGS TLO% 1 b R SRR NI s E 4 B H 372 + 117 (H
BA) A 3724121 K - EEBA BB PFHELL 2745112 % B p
FAPFE L8983 % A p I B L 12429 & o p b AIEE Y
HABLY 238 & (29.7%) £ F ¥ M &N 31 £ (242%) £ F s~ R
5% (3.9%) £ G % LI g A o ek o 2t b 0 90.6%:h & 46 F HLA-B27 15
H 75.8%:ivps & F PR ZRAE FIM U Lk A 0 46.1%:0s R R T AR E
A a2 R Lp A e0T SR LA 2 A 4 B (BASDAI) ~ T #1IEE
Mo i dpdie (BASFI)~ 12 = 20 B 4 o L ik B F &34 (BAS-G)

WA 4242222424112 44429 A o

i mR-18la & IL-2 4 RAEFE B A R UBE M E EEHBLA G B R
WA e MRIBlAAMEFEMA L BREEEHES v FX ALY
BPHFLE RA KBRS ERHRAL G EFRS SHIL2 LR (P<0.0L
t-test) o i — H 2 > o W[ EEE ¥R E MIR-18la & IL-2 2 E 2 ¢ ik
TSR RAREMAELRS B REN T RL B URHAARCTHRE G M
FRFE 6 Il-2 3 A £ R (81.1% vs. 18.9% ; P < 0.01 » y>-test) « {2 4 &
op AR miR-18la gz IL-2 A RE L L f EFTApM (r=028P<0.01;

—(a) RS EL AGEAEREY AERET (r=0325P<001l; H- (b)) °



BAzZ w2 mR-18la ¥ IL-2 2 MR E Mg d 2 S8k TR
Pz o M I miR-181a MR A /L2 AR ARE 5 5% 2o Rl
miR-181a 3 & # M/IL-2 & & % 3 R,—‘k#p At gy el 287 & (95% CI =
146-5.62° P<0.01) sng e #4824 g% o d > PF3ES miR-18la 3 & £
WSIL-2 MR 4R F RV e A g Flpt o & Bk miR-18la M A £ /IL-2
B R A MY E MR-181a F A 4 W/L-2 A & WY B 4 s S 0 I I
v - 78 miR-181a & IL-2 3 & % IR—%‘#M?U? >4 w23 376 & (95% CI =

1.90-7.47 » P<001) m@_ﬁ o ﬁ“’]“EL N }i % o ,}-j;vvljm ,;}?g:’}; N} % 7@ miR-181a

b

IL-2 % R ARAHTEEL VR Lng 2 2rg Rl { &5 H 4 cnifd (P =
0.003) -

SFE ORI AROBRLE T AR A R 2 4 R
e mR-18la ¥ IL-2 243 a 2F 2 L R TR 4w o AR FER ~ (15~
P Iﬁs#f FEEF S MR RY B2 (s 0 APEEIE G 4% miR-18la B & £
B A B AR MR AR F & 8 o0 ESR i (294 vs. 213
mm/h > P=0.04) - H i %38 &u /% MiR-18la &2 IL-2 £ 2~ 2 fF > pl& A 2 5
B¥ALE -

IR UBAT RYEME LD L2 F Uy a2 B
#HF 7 e miR-181a £2 1L-2 £ 2 B enff (o 4 AL i od7 (27) -
A EEES B BRI R R R B2 oot o HhY IL-2 B R £
Rz EEBA B AR MAE ZRZ B AL 395 % (95% Cl=1.01-14.74 »

P=004) fe &% BM & X595k o

10



i

AP FR FERF R OB EEHRE G B F RS
FIL-2 kA - peig ik mR-18la® A 2 R/IL-2 % A& 2 3H 2 - 5%
i MR-18la § A AR IL-23 RARF S L5 BFRFOEE 2l d
i 2 miR-18la ® & A R4 E IL-2 % B A& Rx A BRI EE A LR
B LF & % B & i 2 o

& T ? > miR-18la ¥ 12 %c} #r 4] SHP-2 ~ DUSP5 ~ DUSP6 ~ fv PTPN22
L 1Y KA e vh 2 438 & kcpe (extracellular signal-regulated kinase ; ERK) »
M TCRA L @i fep@B @ 3 TCRA L @i i n A # T
PEIEREE [1]e A > AP S oy I ABFIRT miR-18la A AR E B F
MLBHLEREHRZFOREFLE > - A7 i SR L mR-18la £ 7 L g2
PAE Ly e T i@ MR 2 RS o gt b b e AT A
2 AR TRFREDRFERARTFE L RY > L F o 2dep > I 7
ZRL S BT R URENPIR S TRRI SR -

IL-2 & 5 2 Tiwre 2 [16] 22 $r| T dwre = [17] 9t ip o BiTen
- IR LR Y BRI PRV HRL G BEFRS O IL-2

BO[18]> A AR S G T FRAPR RS ot o L2 7 dadFe EIL T

wmPe fop ARAE mrz (natural Killer cells) & #p 3 B &2 frd|fmie k= » 3 7 iBiE
B fmre g 4 [19] 5 Flpt o EE AR z\pf;ﬁm IL-2 34 &30 > 7 50 & P ¥ 38

BRFECOLEme ERLAMIPLAFEEE LIRS L o0 R

3

e miR-181a &2 IL-2 $> F 2 B AL F 4 hL Hoggs Y £« BEERIF

P55 4 miR-18la # & % R/IL-2 B & £ R4 AP #OTF S miR-18la A& 4 I

11



N2 MAEZRFERFEFRFAEI LI RAFL 2% 22 85 - B

miR-181a & IL-2 3 & # IFL*‘L‘* FRAKBOEE AT L SR B

Ar

MiR-181a¥? IL-2 & ME T E AL F 2 eI v T A EF HFE-Ra >
Pej £ 5 MR-18last IL-23 RARFHE ORI L L LPFL 2RI 55
B chB S AB % o dopt ch R P FAPERSTF PP E 4 miR-181a fr IL-2 A 4 R
2B TR LG - MR18la & IL-2F R A RAFRT AL FEMFL
FAPR A E G RFERFE T MR18lay IL-23 B F AL P EE 2F
WA PR L ek R o X 5 TR F miR-181a &2 IL-2 ¥
HREIPAFRLDF A A FI AT A b d et o ﬂaf’v’* fe PR 4
B s RERFLAERET T AP I TR o T A 2N o
Frfhidicp oL ais g2/l F ool LG Rtz
B oo
AN E D A u};a&t‘ » miR-181a rﬁ)i%lﬁrﬂ#ﬁﬁi*“ﬁliz\ﬁup#
$ A EFHF HESR i odopt chi % ¥ i £_miR-181la % & AL it CD4'T
e A R A RF L E O ERPULF KA A [20] 0 A Aot B L E o
Facd AAPMATED A KA RER D AL L e Bk DR R e
FHELRE R AT B RL § M B S F B R
Foops A P EME XL LEEI R TR UBRY ¥ Lehi e [21,22] 0 AP
SRR E R o B R M L B E 20.7% ¢ #Fu e E s B
e Rt S 1 AN k/ﬁi%’ ¢ oL-2 3 fiaiﬂ*?}ﬁﬁ&"‘ﬁ)ﬁz\ ‘F}fﬂ”ﬁ By ok
BHE UL Ere o @7 R A L2 § R T we el 4 11 2 4o IFN-y 3 e i

Fendd [23] i a R M@ [24] 0 F1A 0 £ IL-2 3 R ARGES

12



ERS SIS EN ER SRR 1 LR

¥ % miR-18la siplz > AP E U rEEE PCREF- €4 F % 0 ™

I

EHFHRTEFNC B2 £ F & 05 rtp A S 5 F o AP g RPN
AL G - R AP Ap r EH 18 R P hEE Y L

Bk FLLARE R T 2 e T

3
eyt
g

IEE AR R ERA KT
R4 &g B R U%g » 1 F s ¢ miR-181a &2 IL-2 IR R A
Trfieh e ApBi it o gt o AP TR R R A E - FHE Y TR §
514 £ (referral bias) & ZR AR T IEH s R pcd H s A 7R & ke
BN I S LR T i & o

P £ hF AT EH MR-18lafr IL-2 2 REED B F L F 2 2 Ak
AP LR BT 0 R MR-18la & IL-2 2 M EE AL B L H

e TEARM TR E A R O F B E R -

*
AR MR R R T L | ¢ it et (101-2815-C-040-034-B) 1 % 4

DRFEFSIGE AT AT R R DA

\\\?{y
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38 ftl (N=128) #® (n=128)
RTINS 92 (71.9%) 92 (71.9%)
EXRE 37.2+11.7° 37.2+12.1
Tk

o 8 () 27.4+11.2

Ao EET () 8.9+83

ERBEET (&) 12+2.9
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LR 3 AN
IS E VNG
RS R
4 it 3tk
HLA-B27*
o FRCE i 5 (ESR > mm/h)
C F~ & 3#9v (CRP > mg/dl)
AL E 3R F9 (IgA > mg/dl)
Ep
ZLAF PR Ak A A
B P & A
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T R E A L LE 2 dp i (BASDAI)
TATEE 4 48 LA (dp # (BASFI)

ot AL R 5 LA (BAS-G)

38 (29.7%)
31 (24.2%)
5 (3.9%)

116 (90.6%)
25.6 + 20.5
1.0+1.6
308.7 + 118.6

97 (75.8%)
59 (46.1%)
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A2t e miR-18lari s IL-2 2GR E ST OB LB HRLE DL G

T ol ¥R
P&
HIE n=128 n=128
log;o miR-181a (22T 1.81+0.89 1.88 +0.97 0.51°
B R4 59 (46.1%) 64 (50.0%) 0.53¢
MR AR 69 (53.9%) 64 (50.0%)
logio IL-2 (pg/ml)° 1.50 + 0.05 1.47 +0.04 <0.01°
B R4 103 (81.1%) 65 (50.8%) < 0.01
R IR 24 (18.9%) 63 (49.2%)
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15 Fbl (n=127)° #E (n=128) RR (95% CI) P

miR-181a/IL-2
miR-18la % & # M/IL-2 3 & % R 53 (41.7%) 46 (35.9%) 2.87 (1.46-5.62) <0.01
miR-181a % & % M/IL-2 KA % 7 6 (4.7%) 18 (14.1%) 0.83 (0.29-2.44) 0.74
miR-181a ™ & % R/IL-2 3 & %+ R 50 (39.4%) 19 (14.8%) 6.53 (3.06-13.94) <0.01
miR-181a M & % /IL-2 M & % 3R 18 (14.2%) 45 (35.2%) 1.00 (reference)

I R v?=0.969 (1 df) ; P=0.32

P for trend = 0.07

miR-181a & & % #/IL-2 3 B & 53 (41.7%) 46 (35.9%) 2.87 (1.46-5.62) <0.01
miR-181a & & # H/IL-2 M & & B +

_ 56 (44.1%) 37 (28.9%) 3.76 (1.90-7.47) <0.01
miR-181a & & % #./IL-2 3 B &
miR-181a ™ & £ H/IL-2 ® B £ I8 18 (14.2%) 45 (35.2%) 1.00 (reference)

P for trend = 0.003
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fw D AEFHARUBAY 0 T REE R GER RS 2 R AT B miR-18la 2 IL-2 A RS
B2 AR
miR-181a IL-2

%37 e “EEZR PE  PE  BRAR “EZM P@® P&
BASDAI 44+0.3 49+0.3 0.29 0.27 43+0.2 3.8+05 0.34 0.40
BASFI 2.4+0.3 20+0.3 0.32 0.34 2.2+0.3 2.3+05 0.94 0.87
BAS-G 44+04 42+04 0.75 0.77 45+0.3 3.8+0.6 0.32 0.36
ESR (mm/h) 29.4 + 3.3 21.3+1.9 0.03 0.04 25.8+ 2.2 24.2 + 3.8 0.75 0.73
CRP (mg/dl) 1.2+0.3 08+0.1 0.19 0.24 1.0+0.2 1.2+0.3 0.55 0.53
IgA (mg/dl) 299.6+146 3222+184 0.34 0.23 309.2 + 13.5 320.1+22.2 0.74 0.72
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%37 ' xje mR-18la £ IL-2 £ {rE E % & :Uﬁ,,& % R S B W s B “IE'W’;iﬁﬁvﬁ%ii#B i

e
5

STV

L0 R ERSER R
#37 ¥ # ¥ & L &
miR-181a
B R4 21 (55.3%) 38 (42.2%) 13 (41.9%) 46 (47.4%) 3 (60%) 56 (45.5%)
R 4R 17 (44.7%) 52 (57.8%) 18 (58.1%) 51 (52.6%) 2 (40%) 67 (54.5%)

OR (95% CI)*
IL-2°

R AR

iR IR

OR (95% CI)*

1.62 (0.69-3.81)

34 (89.5%) 69 (77.5%)
4 (10.5%) 20 (22.5%)

3.95 (1.01-14.74)°

0.68 (0.28-1.61)

23 (74.2%)
8 (25.8%)

80 (83.3%)
16 (16.7%)

0.54 (0.20-1.48)

1.23 (0.17-9.01)

5(100%) 98 (80.3%)
0 (0%) 24 (19.7%)

1.51 (0.17-13.81)
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