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Disease Course and Prognostic Factors of Juvenile Idiopathic Arthritis

Jae-Il Shin, M.D., Dong-Soo Kim, M.D., Soo-Kon Lee, M.D.*, Hyun-Woo Kim, M.D.**

Departments of Pediatrics, Internal Medicine*, Orthopaedic Surgery**,
Yonsei University College of Medicine, Seoul, Korea

Objective: To assess the disease course and prognostic factors in juvenile idiopathic arthritis
(JIA).

Methods: We performed a retrospective study of 136 patients between 1990 and 2000.
Patients were classified with respect to the International League of Associations for Rhe-
umatology (ILAR) criteria and prognostic factors were evaluated according to the different
subtypes. Poor outcome measures were persistent disease, joint destruction and physical
disability.

Results: There were 73 males and 63 females and the mean follow up period was 5 years
(range 2~25). Predictors of persistent disease in the systemic onset type were polyarticular
involvement, symmetric arthritis, and the presence of active systemic disease at 6 months. A
poor outcome in the oligoarticular onset type correlated with polyarticular extension, joint erosion,
chronic arthritis (duration>6 months), relapse, high antinuclear antibody (ANA) titers (>1 : 160),
persistently high erythrocyte sedimentation rate (ESR) or C-reactive protein (CRP). Polyarticular
extension was associated with chronic arthritis, involvement of small joints at disease onset, and
positive HLA-B27. Predictors of persistent disease in the polyarticular type were chronic arthritis,
relapse, and the presence of anemia at disease onset. The risk of joint destruction correlated
with sex (female >male), polyarticular involvement, polyarticular extension, chronic arthritis, per-
sistently high ESR or CRP, high ANA titers (>1 : 160), relapse, and positive rheumatoid factor.

<HFY 2003 7€ 1529, AAIESTIY 2003 10€ 29¢ >
®SMMK:Z B+

MEEHA M7 AZES 1348

ol MCHSHM o Zpcy st 2ob2batmAl

Tel : 02) 361-5524, Fax : 02) 393-9118, E-mail : dskim6634@yumc.yonsei.ac.kr

— 3714 —



— AL 9 zob] FrbEs AP A% R AF A4 —

Conclusion: Factors predictive of severity in JIA were identified and prognosis was
related more to the disease course than the onset type of JIA. So early diagnosis and
more aggressive treatment of patients with poor prognostic features could improve functional

outcome.

Key Words: Juvenile idiopathic arthritis, Disease course, Prognosis
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ACR (American College of Rheumatology)®} EULAR
(European League Against Rheumatism)ol] ]3] A|A] &
71ZE0] AH?. ACRAA+E  ‘juvenile rheumatoid
arthritis (JRA)'Zt= 8015 AH&3t=d 164 m¥ho]
Aot Al HAT 67 ol A&EHE FAA] Vi
oo #AA et & Aopr] #HAES w
AYES o JAddd 5+ don A eMdre] dy &
ol wet AFAAY, trdAY, MNP E Ys
& Ao EULARYA = arthritis
(JCAyZte &olE AMEsH™ 164 mTHe] AofellA
T FAE A 7)zte] MY oo E 37E o]
of wet AFAAY, FAAY, dNPeE F
ACR #FHT tExde Loby] AN A5
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H #Ego] £gE Y. EULARYA Y ‘juve-
nile rheumatoid arthritis JRA)'E & FHEF7} 570
o FrtElA QATE ¥l AeE vt
ol F kA EFHY Aolr AAHCE T8
F e AR EFHel Zasd =l 19949
ILAR (International League of Associations for Rheu-
matology) $|93lo W& MZE EFHol AAFA
3 olF FAS AA 199799 Durbanol A ‘juvenile

idiopathic arthritis (JIA)'2He &o17} A=y, =
ol o}7] o Ago] that 91N o] REse]

p8s T
28 AW % A2s AP ot A9E A
AFAA 2obr] ForEs BALA dg QAH 1

Fo] QolAw Aol Ty, A )z Aol,
= A%E BAY & de PHel dg Aol F

)

7§l

712k3k Bale] Feojo] tig o] Foz? Aol 7
7 2 o5l AFE Qe g AFE =8 AF
ojth. old Azte Mz EFHd w2 AW A
I 2 dIEES YolRy 7|E9 EHFHI vt
A2k o

dFE AsA FAYE + U=
B

A% e msn

1990 1¥5E 20008 1€97hA AAEgn o7
st MEgdayd Aold, Fulels U, APz
oA &olr] FrlEs FAFo g AGgke Fol F
19979 ILAROIA A& BE 7)|Zd 23sE 136

3

B Wyos san FHY 9% e o]
wage el d Assch By Bote dAt

739 (54%), AA7} 639 (46%) .2 FA7F oFzr wet
om 7 #wF A7Ee 2doAN 259FH T 59+3
Wyel At
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77MAZ BFSAEH 164 vinke] AoldlA 65
ol A&HE APl Ao 5AHR Hdol
I, dubd Fdl, kely Higd, A9 F o
7FA] o]io] = AF M4l (systemic arthritis) & Z

=

gelstltt. ¥4 A (oligoarthritis) o] B-%-ol= 3
4 3 ofe7hA e B-H U ) ol
AL olF AW ABI T ALKHZ 47
A5 A& Y (persistent), 57 o] HHH
¥ (extended) 0.2 AoJstg o AXAM, 7}
HLA-B27°] ¥4 A%, Frtels A7t
3%, 84 o]/Fe] Aol A HLA-B27°] 473
A €] 8}%1 o} o2 A (polyarthritis) ]
TE 5 ezt e 8 -r7]' 5
¥R AT Holx 34 ot 1A
o7 FrtElL JAAE HAbste] 2™ o] ¥l
< AFE FutE: A FAHIRFH, FrHEX
vl U BeE FrutHz A 543
(RF)S.2 @q*a}gal:}. 7% #7 A (psoriatic  arthri-
A A A (psoriasis)©] YA #
Aol 317 A A (dactylitis), =2Fo] o]/, A9
g F 2HA oS wEY I Py F

e A7 P ASE Adsd 33y

o o

ox, I Ho O& Jo

rr i o ox du o

o ol fr
ox

0% N o

0.

@@ 34 9 (enthesitis related arthritis) 2] 72 -$-ol= &
HAAY FHAo] A AAY #HAD F2 FHY
o] I M= dFTHFL) HF 54 55,
HLA-B27 %4, HLA-B27 #d A3 7152 o] g)
€ A, 84 o3 A, AW 2xgde] e A
T Holx wIAE WEE gz FosAa HA
o] 71EEo] e A= AY3Ant. ode EF
T ol= @ I VT WEIA GAY 271A] o
g e Adde 718 B A other arthritis) 2
2 AosAtt

8 FAe 7hd Wl W oT FLUORO HEP-

ANA TEST (Medical and Biological Lab. Co, Nagoya,
Japan)E AHE-Sto] ARSI FPHElZ 1A= nephe-
lometry' © 2 Immage (Beckman Coulter, CA, U.S.A.)
2 AMgste] AZEgoem 20 IUmL ©]4d o %
oz FAHIHTE. HLA-B272 A Z G543 H(mic-
rolymphocytotoxicity) © = Lymphotype HLA-B27 Co-
mmon (Biotest AG, Dereieich, Germany)< ©]-&3}4]
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ankylosis), %39 & (subluxation))”} U+ A5

29HA| = A=

2 EF
4. X7 & A}

& AREZE ofATWaspiing B HI 2B ROl =
/d & Al (nonsteroidal antiinflammatory drugs), 2~HZ
o]= A A, methotrexate (MTX), T4 % FFvlg

2> A A (disease modifying antirheumatic drugs)E A&
st HS #FE AlFCAY AW A4z e=
EULARY| we} 471A]2 FESHTH 4FE X Fox
ETsta AHE #E U Fkske ASE €54
(active), FHE #E F= F7EIA AT A3
FEXNFE7 o3 HE A& A(stable), FEXF
g TS A 2d o2 &34 9oy #A
ol =49 ZA7 g A$ES v 5 A (inactive),
SFES TS F 2d o) 54 Aoy #4
9 349 FA7 g A5 Fdl(temission)E
o)ttt

5. o= €7t
A WF o F F7E s A Ad FA%)

A2 BF AN 7
AHgEle] B 7)%5H ERE AWSAHE DY,

A% Steinbrocker

6. 7 EA

7 QAAE Alolel BAA v BAs] 9
ABSHAIL p-k
o] 005 TI¥ AT BAFHOR folsrin B
33k

chi-square test, Fisher’s exact testS
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Table 1. Modifications of Steinbrocker’s criteria for functional classes

Class 1 Recovery without sequela
Class 1I Recovery with slightly restricted function
- Complaints of stiffness in knee, wrist, or spine
- Short morning stiffness
- Intermittent hydrops of knee
Class III Recovery with moderately restricted functional capacity
- Needs assistance for dressing and washing
- Flexion contractures of knee, ankylosing of wrist
- Ulnar deviation of fingers and extension deficit
Class IV Needs assistance for activities of daily living
- Had a major orthopaedic intervention as total hip prosthesis,
osteotomy or total knee prosthesis

Table 2. Patient characteristics

Median age, Duration until Median disease duration,
M:F . .

yrs (range) diagnosis, yrs (range) yrs (range)
Systemic 26 : 23 6.7 (0.8~14.8) 0.2 (0.1~5) 3.2 (0.4~10)
Oligoarthritis (P)* 20 011 7.2 (1.5~13.8) 0.3 (0.2~6) 4 (0.6~20)
Oligoarthritis (E)** 1:5 9.8 2.5~15.9) 0.5 (0.2~2) 9.8 (3~25)
Polyarthritis RF+*** :8 9.5 (3~13.5) 1.4 (0.2~9) 9.1 (1~25)
Polyarthritis RE-' 3:8 7.3 (2.8~12.7) 0.5 (0.2~3) 34 (0.3~7)
ErA’ 15:0 11.3 (8~15.9) 0.3 (0.2~0.8) 4.1 (1~10)
Other arthritis (N);' ' 3:7 7.0 (1.5~13.8) 1.3 (0.2~06) 2.8 (1~10)
Other arthritis (M)* i 4:1 12.3 (9.1~15) 0.2 (0.2~0.4) 32 (1~95)
Total 73 1 63 7.9 (0.8~15.9) 0.5 (0.2~9) 4.2 (0.3~25)

*Persistent oligoarthritis, **Extended oligoarthritis, ***Positive rheumatoid factor, ! Negative rheumatoid factor, ¥ Enthe-
sitis related arthritis, ' ' Not fit any other category, ** Fit more than one category

169 --&- Male
gotse] Ao 53 E 29 Pk AA @

Y Hle 1.2: 101903 ool A 349 8AlA
o] oy} ol Aol 8~104 Alo]o
o

No. of patients

T T
1 3 5 7 9 1 13 15
Age of onset (years)

Aok . D AEAHQ Aole HolA &9
on112% T B 25%, 4§ 299, 7S 299, AL
20), AA v AHL HAE 794404 Jx FR Fig. 1. Age distribution of juvenile idiopathic arthritis.

— 377 —



— HEFrE]| =83 %] A 10@ A 435 2003 —

A BAAY F A ol AR NES U3} 3. 2 2ol okt
£ 718 3E gy ASole 25 84 o]l 24

sk 4 2d F AdAx Z2d 7170e 5£15 AW e g, wH A AW B g )
Mol H FH 7]7He 424390 At A AFE ® 49 2ok "AHoz BH gHFH
2. olAb ZA AW 61%@7%), HldAA A 69“3(53%)<f191
o AHE #E o w2 BEXE 2d HAAg9Y
Sol5e] WMo A TE o YA TS EW AN A 6W22%)AME SR #H FFo] e
P S EAFA I8 FFe 100%004 #FEEH A GFUa 349(69.3%) A 47 ot A #A
AL v g Aedde AAHLZ 28HQ1BANA U o HAWolAen 995183%) M= 5/ ol v
itk 33 dze ALY A 26W(53%) o2 = Bl IWHAL AAFHo= e #Hol W
A Yehgy 2530 geadgdys I8 = AU 23%(16.9%), 2719 B AWE Bt
AEEATY. AAFe A EAFHQA I e 33843%), 309 BHo] AMHE BEU} 149%(103%),

At Fol 198 39%), HEW 18 (37%), HIET 4719 #do] HAHdE AUt 2798(19.9%), 5~9719]
127 (25%), A=9 5% 10%), 59 386%), 5= #AHo] AHE A7}t 217 (15.4%), 10~14709] #A

1 A
A 2W@%), 3 88 Wl S5 28Eme £ o IWE AUt 5MEI%), 157] e #Hol A
2 YER TG 3). HE B97 T GA1%) 1A WAV AARE 1047

CHEEIREETEE IR E RS R R

Table 3. Clinical manifestations of the patients at diagnosis

Systemic ~ Oligo (P) Oligo (E) Poly RF+ Poly RF- ErA  Other (N) Other (M) Total

(n=49) (n=31) (n=6) (n=9) (n=11) (@=15) (@©=10) (n=5) (n=136)
Mild fever 0 4 3 6 5 5 4 1 28
(13%) (50%) (67%) 46%) (33%) (40%) (20%) 21%)
High spiking 49 0 0 0 0 0 0 0 49
fever (100%) 36%)
Rash 26 2 2 1 2 0 0 0 33
(53%) (7%) 33%) (11%) (18%) (24%)
Lymphadenopathy 19 3 0 0 1 0 0 0 23
(39%) (10%) %) 17%)
Hepatomegaly 18 1 0 0 0 0 0 0 19
(37%) 3%) (14%)
Splenomegaly 12 1 0 0 0 0 0 0 13
25%) 3%) (10%)
Pleuritis 3 0 0 0 0 0 0 0 3
6%) 0.2%)
Pericarditis 5 0 0 0 0 0 0 0 5
(10%) 4%)
Peritonitis 2 0 0 0 0 0 0 0 2
4%) (1.5%)
DIC* 2 0 0 0 0 0 0 0 2
4%) (1.5%)

*DIC: disseminated intravascular coagulation
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Table 4. Involved joints and radiologic stage at onset

Systemic Oligo (P) Oligo (E) Poly RF+ Poly RF- ErA Other (N) Other (M) Total
(n=49) (n=31) (n=6) (n=9) (m=11) (@=15) @=10) (n=5) (n=136)
Patterns
Symmetric 21/43 14 4 3 7 2 8 2 61
(48%) (45%) (67%) 33%) (64%) (13%) (80%) (40%) (47%)
Asymmetric ~ 22/43 17 2 6 4 13 2 3 69
(52%) (55%) (33%) 67%) (36%) 87%) (20%) (60%) (53%)
No. of involved joint
0 6 - - - - - - - 6
(12.2%) 4.4%)
1 8 5 3 - - 6 - 1 23
(16.3%) (16.1%) (50%) (40%) (20%) (16.9%)
2 12 15 - - - 2 4 - 33
(24.5%) (48.4%) (13%) (40%) (24.3%)
3 6 6 - - - 2 - - 14
(12.2%) (19.4%) (13%) (10.3%)
4 8 5 3 - - 5 6 - 27
(16.3%) (16.1%) (50%) (34%) (60%) (19.9%)
5~9 7 - - 6 7 - - 1 21
(14.3%) (66.7%) (63.6%) (20%) (15.4%)
10~14 1 - - 1 1 - - 2 5
2%) (11.1%) 9.1%) (40%) 3.7%)
15~20 1 - - 1 - - - 1 3
2%) (11.1%) (20%) 2.2%)
>21 - - - 1 3 - - - 4
(11.1%) (27.3%) 2.9%)
Radiologic stage
Normal 14/38 9/21 1/5 2/8 2/9 3/10 1/8 2/5 34/104
37%) (43%) (20%) 25%) (22%) B0%) (12.5%) (40%) 33%)
Stage I 20/38 9/21 2/5 1/8 4/9 5/10 6/8 2/5 49/104
(53%) (43%) (40%) (13%) (45%) (50%) (75%) (40%) 47%)
Stage II 4/38 3/21 2/5 5/8 3/9 2/10 1/8 1/5 21/104
(10%) (14%) (40%) (63%) (33%) 20%) (12.5%) (20%) (20%)

7} 33% (34/104), 1A 7} 47% (49/104), 29HA 7+
20% (21/100)R 31, #Ae] g7t Ag 29A Y W
€ FrtE 2 1A FA vEBE ol 63% (5/8), &
¥ aFddEdol 40% (2/5, FrtElE 9 4
HAYo] 33% (3/9)¢ o2 YERTh

3 Al o]BkE BHo £5 BHYE MAAHo=E Ut
o] HWE PHEL &FAZ 81 (60%) A
ggog 84 5440%), 584 329 024%),
4= ¥ (metacarpophalangeal joint) 2478 (18%),

Lo

P
=
Z

T

o e
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YA =73 (proximal interphalangeal joint) 2478 (18%),
B 24 (18%) otk A&E AFHHEILE &
HAB1%), TEBHE35%), LBHA(1I%)E 55%°0 4 H]

WAHeR s FRES PPsgy Y &5

2T
wHAde =REE®3%), TFALAEEG0%), Lad
B3BE FABAL] AWM= WA Ueist #
Pl Q1A 54 terRE oM e SAASRE
o AWl 3% Frbe s Q1A A o d
e WEAAT%), HHOG7%) T FAIE

3
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Table 5. Sites of affected joints at onset
Systemic Oligo (P) Oligo (E) Poly RF+ Poly RF- ErA Other (N)  Other (M) Total
(=49)  (n=31) (n=6) (n=9) (m=11) (=15  (n=10) (n=5) (n=136)
Knee 23 (47%) 25 81%) 5 (83%) 6 (67%) 5 (45%) 9 (60%) 3 (30%) 5 (100%) 81 (60%)
Ankle 16 32%) 11 (35%) O 7 (78%) 4 (36%) T (47%) 6 (60%) 3 (60%) 54 (40%)
Wrist 12 24%) 2 (6%) 1 (17%) 5 (56%) 5 45%) 1 (7%) 4 (40%) 2 (40%) 32 (24%)
MCP 8 (16%) O 3 (50%) 4 (44%) 4 (36%) 3 (20%) O 2 (40%) 24 (18%)
*
P;il;g,er 3 (6%) 3(10%) 1 (17%) 6 (67%) 8 (73%) 1 (7%) 1 (10%) 1 (20%) 24 (18%)
Hip 5 (10%) 6 (19%) 2 (33%) 3 (33%) 2 (18%) 3 20%) 1 (10%) 2 (40%) 24 (18%)
Elbow 10 20%) O 0 4 (44%) 4 (36%) O 0 1 (20%) 19 (14%)
Shoulder 7 (14%) O 0 2 (22%) 2 (18%) O 1 (10%) 2 (40%) 14 (10%)
Neck 7 (14%) O 1 (17%) 1 (11%) 1 9%) 0 0 0 10 (7%)
Spine 5 (10%) O 0 0 0 0 0 2 (40%) 7 (5%)
DIP**,
. 1 2%) 0 1 (17%) 2 22%) 2 (18%) O 0 1 (20%) 7 (5%)
finger
IP***
toe ’ 2 (4%) 0 0 0 327%) 1 (T%) 0 1 (20%) 7 (5%)
+
hf:: ’ 3 (6%) 0 0 0 0 2 (13%) 1 (10%) O 6 (4%)
Sacroiliac 0 0 1 (17%) O 0 2 (13%) O 1 (20%) 4 3%)
Achilles 0 0 0 0 0 1 (7%) 0 0 1 (0.7%)
Rib 1 2%) 0 0 0 0 0 1 (10%) O 2 (1.5%)
™' 0 1 (3% 0 0 0 0 0 0 1 (0.7%)

*Proximal interphalangeal, **Distal interphalangeal, ***Interphalangeal,

YYD 2AABVVAGTE), FHADBA
@i FABAS Yol WASNALCE 5)

4. ZAR 27

< X 6% o wydF F
W 208 (41%) 0.2 BEHEY
7998 (58%)°1 A UE e
38Y(18%) L8 ES HEZ
AR Z o2 497 (36%)°N 4
#AHAT, o] F AAFAA 27H(5%)o.2 71
=2 ¥ 2 eyt AST/ALTY Z71E AAE )
A 21843922 718 A JElR I A Fa e
AHEE Potry] flstd ASOHALE A=

EEat %7}%

d), ASOE ZAHoZ 37H@1%)ANA ZE71EHol
Aot 8H £EE 100%2] FoloA EF FIhE o
Z7FE9 A

A C-HES T2 957 (70%) 9l A
].

717k F 2.190% .

' Metatarsophalangeal, ¥ Temporomandibular

Y AFBEPEL 58459,
AHF LS 466430000 HAHCFE 108
(79%)°14 B33 AT c-H-g @l 71 7
BT 13902 A8 Ao &R
4 Ax UA ZAstEe 23S BAh
o HA AFAA 1168 B5%) A G %
o 8 (6%)N e BREETE A3 27}5101
 AHad. 38 FAEe AAZHCZ 459 (33%)°l
Al SR AES Y UHAIRE FE< %‘Tﬂ
317(69%)°1 AL 53 713F % FHoE Yed
7} 149 (31%)°l At 33 1 :400] 31‘11(69%)
o2 M By #3 2 3 (homogenous)
zzvﬂ(49%)°i 7 Bt 28 #F S o
Pog v A5t 14Eﬂ(31%)°l‘2:1 AR F
ol °47}7P B A7) 379 F 257 (68%), =43
o7 HEE AUt 378 F 208 G4%) ol ATt &
A= oolp<0.0001), HLA-B27 <A1 (p=0.007)% &

A EE

n

o

Q

IRy

ooz Ml
3o o oo 4 A R &

[e

o X ore

01

rlm S
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Table 6. Laboratory findings of the patients

Systemic Oligo (P) Oligo (E) Poly RF+ Poly RF- ErA Other (N) Other (M) Total
(=49) (@=31) (=6)  (n=9) m=11) (=15 (@=10)  (n=5) (n=136)
. 20 0 0 0 0 0 0 0 20
Leukocytosis @1%) (15%)
Anemia 38 11 4 5 5 9 3 4 79
18%)  (36%) (67%)  (56%)  (46%)  (60%)  (30%)  (80%)  (58%)
Microcytic & 26 7 2 1 4 5 2 3 50
hypochromic (3%)  23%)  (33%) (1%  (36%) (3% (0%  (60%)  (37%)
Thrombocytosis 27 6 ! 2 3 3 > 2 49
(5%  (19%) (7% (2% Q1%  (0%)  (50%)  (40%)  (36%)
AST/ALT 21 1 0 0 2 2 0 1 27
elevation 43%) (%) 18%)  (13%) 20%)  (20%)
Increased ASO* 13/34 4/18 24 25 47 7/10 4/9 13 37/90
(B8%)  (22%)  (50%)  (40%)  (57%)  (10%)  (44%)  (33%)  (41%)
ESR (mm/hr)** 54423 3325 52418 4927  46+19 49428  30+16  60+15  46%25
Duration of
increased ESR  1.841.9 12415 5.8%59 4.6+64 1713 24424 14420 23%16 2.1+29
(yrs)
Normalized ESR 40 28 4 4 10 11 8 3 108
®2%)  (90%) (67%)  (44%)  O1%)  (13%)  (80%)  (60%)  (19%)
45 12 5 7 7 1 3 5 95
Increased CRP*™ ooy 39%)  (83%)  (18%)  (64%)  (T3%)  (30%)  (100%)  (70%)
CRP (mg/dL) 80482 12423 3628 20429 53+117 37439 4497 24+10 50+73
Duration of
increased 13£19  03$09 33258 33168 0.6+1.0 14:24 06+13 2019 13%27
CRP (yrs)
Normalized 42 29 5 6 10 12 9 3 116
CRP @6%)  (94%) (83%)  (67%)  (O1%)  (80%)  (90%)  (60%)  (85%)
. 15 11 3 5 4 1 4 2 45
ANA (+)
G1%) (6% (50%)  (56%)  (36%) (1%  (40%)  (40%)  (33%)
RF ()} 2 (4%) 0 0  9(100%) 0 2 (13%) 10 (100%) 0 23 (17%)
, 22 0 0 2/9 0 12 7/10 0 12/23
Normalized RE (100%) 22%) (50%)  (70%) (52%)
317 213 02 - 02 13/13 1/6 44 2357
HLA-B27 (+) 18%)  (15%)  (0%) 0%  (100%) (17%)  (100%)  (40%)

*Anti-streptococcal O titer, **Erythrocyte sedimentation rate, ***C-reactive protein, ~Antinuclear antibody, ¥ Rheumatoid

factor

Y&k A&Hog FrHel e Bob Fe=00) oW /FE FAHA BE F§ 1080 BF Frt

X FdEC] FASA E=THE 7) H& Q1zt el R #d #AHFdAME 2
FrlEls e AAFeNM 29@nN FHol B3N FH 2AL Rtk FriEs age

AeH, ILAR &E/FA Futel2 AA7F FAY 3 FAHSZ 52% (12/23)004 AAStEH AL H41E 9

Folle &FBEYNA AddHez ZEddd T AF 100% (2/2), FrHEE QA 4 vgeaEF
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Rew oy BEde AW B (=
g HEFHo R HEEE H&o Zi% 75‘??}—%

Aok FHE A X} b1 oA ofolrt ®Bek Thp=0.067)(E 8).
I (p=0.014), = W] Z(erosion)S X33 #H 1t HLA-B272 579 42%)9] Zrolell A Aldstdla, o]
A WIS BATp=0.046). E3 FJAEZ(p=0016) F 40% (23/57)2] FrojdlA FAo]J: ILAR EF
g C-REE @l (p=0.019)¢] A&H o2 FrtEo] o TVIEAL 84 ©]4e] HLA-B27 ¥4 Aol R4
#d wdgel H1, =3 ARy By BHL 2
® J)EY 0E E sy e BES 49
Table 7. Antinuclear antibody & 71E o shutel 71 =% 5 71
BAAE A olBY AWANFEL BEAE Ao
ANA ) ANA O puaie 2 RS o1& F b4 AgeE 100%el4
n= n=
HLA-B27 %4 4£7& H3th. HLA-B2T YAHES
Male:Female 14 : 31 59 :32 < 0.0001 10A4] ©]%H(p=0.009), FAHp=0.038), &3 A AT+
HLA-B27 (+) 2/14 (14%) 21/37 (57%) 0.007 (p=0.007)o1 A 2844 =Sk, HLA-B27°0] ¥4 Y
Pefiiste';gyESR s 15 ool 4% o) 2 MBEHo2 ABHE wgo] He
elevat . } —
’ ’ AFE A (p=0.056)3E 9).
at F/U
5. ofnbe BHE
Table 8. Rheumatoid factor QtA T2 6B @ER)CIAM EAsA N =i
o 19, F4 E=wgel sgolAtk. F4 TETY
RF (+) RF () -value
n=23) (@=113) P
Male : Female 7:16 66:47 0014 Table 9. HLA-B27
Jomt' destlruction ; 7/19 (37%) 14/85 (16%) 0.046 HLA-B27 (+) HLA-B27 (-) o value
Persistently elevate: 90 (39%) 19 (17%) 0016 (n=23) (n=34)
ESR at F/U
Persistently elevated Age>
7 (30 13 (11 0.019 15 (65 10 (29 0.009
CRP at F/U (30%) (11%) 10 years (65%) 29%)
Polyarticular 90 (9% 24 1%) 0,068 Male: : Female 20 :3 21:13 0.038
involvement ? ? ' ANA (+) 2 (9%) 14 (41%) 0.007
Remission+ Remission+
ermission 12 52%) 81 (12%)  0.067 CIISSION 12 (52%) 26 (76%)  0.056
1nactive 1nactive
Table 10. Ocular manifestations of the patients
Case ILAR Onset Sex chlar' Uveitis ANA RF HLA- Ocular
age manifestation onset (yrs) B27 outcome
1 Systemic 6.8 F Glaucoma - ) -) ) Death
2 Oligoarthritis (P) 2.8 F Acute uveitis 3 +) ) - Improved
3 Oligoarthritis (P) 6.9 M Acute uveitis 0.3 ) ) - Improved
4 Oligoarthritis (E) 2.5 F Acute uveitis 35 ) ) - Improved
5 Polyarthritis RF+ 12 F Acute uveitis 2 (+) (+) - Improved
6 Other arthritis (M) 12 M Acute uveitis 0.6 +) ) - Improved
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Table 11. Treatment

— AL ¢

Zob7] frhelz BAgY 4% R A% AA—

2ol AHgd

A7 229 (16%),

& Foly} 27, ooyl 3mow Aol ole A . xiz
Tp=0.53), T FAe] B fEGE FAHo=

frolahA egkthp=0.33). ¥ WA & ARF A8E E 1% 2o vzERo=y
A 2 F el 35 ‘:}%3}5\’10‘1] 5  dAwew 83 AU} 379QI%), HlAH 2=
‘§E$5¥%ﬁ]iﬂEzWﬂ4%:§%ﬂg A A} ~E o= o] AL AT} 267
el AW Fobs AMEE A9 AtkTable 10 (19%), Hl=H 2ol =4 FUA9h methotrexate (MTX)E

HZ~H 2ol =4 &9

Systemic Oligo (P) Oligo (E) Poly RF+ Poly RF- ErA Other (N) Other (M) Total
0=49)  (n=31) (n=6) (n=9) (n=11) (@=15) (n=10) 0=5)  (n=136)
NSAID* 7 (14%) 17 (55%) 0 1 (11%) 2(18%) 5 (33%) 4 40%) 1 20%) 37 27%)
NSAID
TPL* 19 (39%) 5 (16%) 0 0 0 2 (13%) 0 0 26 (19%)
NSAID
R ke 2 (4%) 6 (19%) 1 (17%) 2 (22%) 327%) 3 20%) 4 40%) 1 20%) 22 (16%)
NSAID 19 39%) 2 (7%) 2 (33%) 4 (44%) 6 55%) 2 (13%) 2 20%) 2 (40%) 39 (29%)
+PL+MTX 0 0 0 0 0 ‘0 0 0 0
NSAID
+DMARD' 0 1 3%) 2 (33%) 0 0 2 (13%) 0 1 (20%) 6 (4%)
NSAID
+DMARD 0 0 0 1 (11%) 0 0 0 0 1 (0.7%)
+MTX
NSAID
+DMARD 2 (4%) 0 1 (17%) 1 (11%) 0 1 (7%) 0 0 5 (4%)
+PL+MTX
i f

D,}“?“orylmo 22422 29440  7.1+47 51459  33+18 36425 1410 26+14  3.0+34

X,
NSAID

Naproxen 37 23 4 7 10 9 10 3 103 (76%)
Aspirin 14 4 0 3 1 3 0 0 25 (18%)
Piroxicam 5 4 1 2 2 3 0 3 20 (15%)
Indomethacin 8 0 1 0 1 4 0 0 14 (10%)
Trimax 0 5 1 0 1 1 0 0 8 (6%)
Pontal 3 0 0 1 0 0 0 0 4 3%)
Relafen 0 1 0 0 0 1 0 1 3 2%)
Brufen 2 0 0 0 0 0 0 0 2 (1.5%)
No. of NSAID

1 34 (70%) 27 87%) 5 (83%) 5 (56%) 8 (73%) 10 (67%) 10 (100%) 2 (40%) 101 (74%)

2 10 20%) 2 (6.5%) 1 (17%) 4 (44%) 2 (18%) 4 (27%) 0 3 (60%) 26 (19%)

3 5 (10%) 2 (6.5%) 0 0 1 9%) 1 (6%) 0 0 9 (7%)

*Nonsteroid anti-inflammatory drug, **Prednisolone, ***Methotrexate,

atment

— 383 —

L e . .
Disease modifying antirheumatic drug,#

Tre-



— W &FrtEl =335 =] A 10 A

Ao} 2z ZolE, MTXE o] AME-3 497} 399
29%)°19N 1 FTAFE FFrE A AAE 128 9%)
oA A8 .

H | 2ol=4 F

A= naproxen®] 1039 (76%)>

2 718 wo] AFREMSI L, aspirine FAC 2578 (18%)
AREEIE oY o] % T2 BlzEZo|=A FFAZE o
A= 3L, piroxicam (COX-2 AAANE 207 (15%)°l A
gaA e FE
AAAHoZ 17FA W ARESE A-9-7F 10198 (74%) 1,

A& AT,

2747 o) AHER

S

7.

=

golse] XNe4dRE EY £

21

PPN EB IR

7357} 35%8(26%)°1 A+

129} 2t}

Table 12. Treatment outcome of 136 patients

BEE

© 2 P& (remission) ¥ HZF
68% (937)A1, &5
32% @3"HRer AALFS A
=1 -Er%“:‘ TF L BH =]

ol

N owA

stalth A7 2

A 43 2003 —

A8 76% (37/49), X

oo 34y ArwEd
B2 x4 heRage)

gt @7t 4 7

LsLadoldz, Q8 A

#AF NN 33% (2/6),

oA 33%

AR BEe 7%

BE =

)

A (active) 2

A (inactive)?] gHol=

R <5 A (stable) 91
3 @ fojol

SoE A

wRE AR A3t 247

Systemic  Oligo (P) Oligo (E) Poly RF+ Poly RF- ErA Other (N) Other (M) Total
(n=49) (n=31) (n=6) (n=9) (m=11) @=15 (n=10) m=5)  (n=136)
1. Active 4 (8%) 1 3%) 1 17%) 4 45%) O 1 (7%) 1 (10%) O 12 9%)
2. Stable 7 (14%) 3 (10%) 3 (50%) 2 22%) 6 (55%) 5 (33%) 1 (10%) 3 (60%) 30 (22%)
3. Inactive 9 (18%) 11 35%) 2 (33%) 2 22%) 2 (18%) 3 (20%) 2 20%) 1 (20%) 32 (23%)
4. Remission 28 (58%) 16 (52%) O 1 (11%) 3 27%) 6 40%) 6 (60%) 1 (20%) 61 (45%)
5. Death 1 2%) 0 0 0 0 0 0 0 1 (0.7%)
Duration wnfil ', 0y 5 j4s11 32417 1211 24517 25516  10£10 20807 1614
3+4, yrs
Severe
1 2%) 1 3% 233%) 3@33% 2 (18%) 2 (13%) 1 (10%) O 12 (8.8%)
contracture
Table 13. Functional classes for 136 patients at onset and present
Systemic  Oligo (P) Oligo (E) Poly RF+ Poly RF- ErA Other (N) Other (M)  Total
(n=49) (n=31) (n=6) (n=9) (m=11) (n=15) (n=10) (n=5) (n=136)
At onset
Class I 10 20%) 1 (3%) 0 0 0 0 0 0 11 (8%)
Class 11 32 (65%) 25 (81%) 3 (50%) 4 (44%) 3 27%) 10 (67%) 8 (80%) 4 (80%) 89 (66%)
Class III 7 (15%) 4 (13%) 3 (50%) 4 (44%) 7 64%) 5 (33%) 2 20%) 1 (20%) 33 (24%)
Class IV 0 1 3%) 0 1 (12%) 1 9%) 0 0 0 3 2%)
At present
Class 1 39 80%) 27 (87%) 4 (67%) 3 (33%) 7 (64%) 10 (67%) 8 (80%) 2 (40%) 100 (73.5%)
Class I 8 (16%) 3 (10%) O 3 (33%) 2 (18%) 3 20%) 1 (10%) 2 (40%) 22 (16%)
Class 1II 1 2%)* 1 (3%) 2 33%) 2 (22%) 2 (18%) 2 (13%) 1 (10%) 1 20%) 12 (9%)
Class IV 1 2%) 0 0 1 (11%) 0 0 0 0 2 (1.5%)
*On death
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(22%) Wb 9% (129), IV7F 1.5% QH)I
B OIL IVE 33 2534394 33% (2/6), 7
el Q12 FA TEBAEF A A 33% GIHE =2
THE 13).

7154 I°] 73.5% (100%), 7} 16%

7]&:.7(—1

o] ARESIAR 16%1A HA Fde] uEmer
naproxens AMESF 1039 F 19H1%)°1AH ©d Tt
o] Yetytth. ZHZol= AA= 7078 ol A A&t

12 17%)NA F4 SFTo] T} L FH3TTF
o] 9%(13%), 1A% 5H(T%), AFAA 48(6%), T

a4 A 298 E%)CIUE. MTX= 678 1AM ARS-
A= 3WER) MM AW Aol TS
ZH 2o]= AAY MTXE AHE3F 2% 939 & 14
H(14%)0 A Aol AL A Aol 5,

Aado] 31, FotA 9ol 39, HIFo] 1%,
1%, Al A 170l

Table 14. Prognostic factors of JIA

Zob7] frhelz BAgY 4% R A% AA—

9. 0| %
1) 22 of|F CIXL: #3) (remission) 2

T 937(68%) 5 (active)

H 25743

(inactive)?l &o}

A 44 (stable)$] Fko} o 43 (32%) Alelel FFA
T8 A&HA] AHzE 7 F e APAAE 24
& A7 104 o]l A -$(p=0.033), A=(p=0.003), &
WA OgeEs AEe A9p<0.000]), AFHER
st taedda Ed 73F-(p=0.001), HFWH
ol A= B (p=0.009), AZAIZ F 674d o]F #
A S0l A%HE Av(p<0.0000), WA HAME
N W3yl Bole A$-(p<0.0001), A

o] 34
e A9(p<0.0001), WHAA 735
(p=0.024), WA C-¥k-g o] Zrtsf Ue A5
(©=0.001), 3 &xo} CNE Tilo] A&KHoZ
7k JE A-(P<0.0001), 3 FA Iyt
1:160 ©]%4<% A-9(p=0.015), &3] FA7} F7d0]
X A9 (=0.015A1 FrlElZ ARV S
o1 7Z%-(p=0.067)S} HLA-B27°] 44l 7$-(p=0.056)
A= 54 2 AHKAA FololA B A

Beth SABEL BB ASelE

Mol Qe

or.
\;6\__

Remission +

Active +

inactive (n=93) stable (n=43) p-value
Age > 10 years 26 (28%) 20 (47%) 0.033
Male : Female 58 : 35 15 : 28 0.003
Polyarticular involvement 14 (15%) 19 (44%) < 0.0001
Polyarticular extension 4/73 (5%) 8/24 (33%) 0.001
Sacroiliac joint involvement 0 4 9%) 0.009
Chronic course (> 6mo) 33 (35%) 41 (95%) < 0.0001
Joint destruction 3 3%) 18 (42%) < 0.0001
Relapse 24 (26%) 35 81%) < 0.0001
Anemia 48 (52%) 31 (72%) 0.024
Increased CRP at onset 57 (61%) 38 (88%) 0.001
Persistently elevated ESR at F/U 3 3%) 25 (58%) < 0.0001
Persistently elevated CRP at F/U 2 2%) 18 (42%) < 0.0001
ANA titer > 1:160 5/90 (6%) 8/42 (19%) 0.015
Persistently elevated ANA titer 6/21 (29%) 11/16 (69%) 0.015
RF (+) 12 (13%) 11 26%) 0.067
HLA-B27 (+) 12/38 (34%) 11/19 (58%) 0.056
Small joint involvement 29 (31%) 16 (37%) 0.487
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93 zpo]lE Holx LThp=0.487)(F 14).

2) BE9| mzM sk WA AAe 104%
@2%)NA A FsAEE 20% (21/104)2]  Frolol A
FHe w4 WeEs 2x, #E9 4 Ha}

E odp=0036), WH A OrEAe JUR P9

(p=0.005), 2F#d=Z THY3le gFepdz g
A5-(p=0.003), A &3A12Z F 671Y o) #HH S

A& EE 735 <0.0001), Ast= Z-(p=0.003), &
3 SE9 cwrg Bue] A&How Srbd e

Table 15. Factors associated with articular destruction

Destruction (+) Destruction (-)

(n=21) (n=83) p-value

Male : Female 6 : 15 45 : 38 0.036
Polyarticul

OVAICWAr ) sp%) 18 (22%)  0.005
involvement

Polyarticul

OVAHEWAT 510 (50%)  5/63 (8%)  0.003
extension

Chronic course

Comey | 1900% 39 @7% < 00001
Relapse 16 (76%) 33 (40%)  0.003
Persistently

elevated ESR 12 (57%) 13 (16%) < 0.0001
at FJU

Persistently

clevated CRP 11 (52%) 7 (8%) < 0.0001
at FJU

’;I\iA: I‘;gr 620 (30%) 5/81 (6%)  0.002
RF (+) 7 (33%) 12 (14%)  0.046
HLA-B27 (+) 5/10 (50%) 11/34 (32%) 0.308

Table 16. Polyarticular extension in oligoarticular involve-

ment
Polyarticular ~ Polyarticular
extension (+) extension (-)  p-value
(n=12) (n=85)
Small joint
mmatl Jom 6 (50%) 14 (16%)  0.007
involvement
Chronic course
12 (100%) 36 (42%) < 0.0001
(>6 mo)
HLA-B27 (+) 6/8 (715%) 14/40 (35%) 0.053

A 43 2003 —

$(p<0.0001), &3 FA2] A77} 1:160 ©]4F<]
$(p=0.002), FPFEIZ A7 30 7 -$-(p=0.046)
ANA FostA E2 AL BT HLA-B27 YA E
L F F o 9% 2olE HolX 2kth(p=0.308)

73
7

3) ATBEON CHBEEel g B F A 6

NEE | 1gelgeh. ¥ # 2
o hrudz AYse ABAAS BN A9 5
A pAE

A F5(p=0.007), AEAZ F 6744
1 AL&s= 45-(p<0.0001)1 3L,

Table 17. Prognostic factors of systemic JIA

Remission+ Active+

inactive stable p-value

(0=37) (n=12)
Polyarticular 4 (11%) 5 @2% 0029
involvement
Symmetric 1231 39%) 912 (75%)  0.045
involvement
Fever >6 mo 0 7 (58%) <0.0001
Persistently
clevated ESR 1 3%) 8 (67%) <0.0001
at F/U
Persistently
elevated CRP 1 3%) 6 (50%) <0.0001
at F/U
Relapse 11 30%) 10 83%)  0.002
Steroid use 20 (54%) 12 (100%)  0.004
at 6 mo
Joint destruction 1/27 4%) 3/11 27%) 0.065
Hip joint involvement 2 (5%) 3 (25%) 0.087
Persistently elevated
ANA titer /8 (13%)  3/4 (75%)  0.067
Age <8 years 21 (57%) 8 (67%) 0.544
Lymphadenopathy 13 (35%) 6 (50%) 0.358
Small joint 6 (16%) 4 (33%) 0201
involvement

Normalized platelet

712 (58%) 2/8 (25%)  0.142

at 6 mo
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ACROI A 4438 & (pauciarticular
FolEL 3oz B 2 uTdF

(V)]
JRA) .2 BHH
490 #hol 46 (73%), BB 2 AEHAA Fol 17
H(27%)°1 3 ILARN A 4434 & (oligoarticular JIA)
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B\ =
RSN

42 AWH AP, A2 F
£ 7

(p=0.008)F W A Crg ghulo]
A9 (p-0004% BE4 P A3l Folol
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Al C-REE Ejo] F7ta]
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Table 18. Comparison of prognostic factors between ACR and ILAR in oligoarticular type

Pauciarticular JRA in ACR

Oligoarticular JIA in ILAR

p-value p-value
Remission+ Active+ Remission+ Active+
inactive (n=46) stable (n=17) inactive (n=29) stable (n=8)
Polyarticular extension 4 9%) 7 (41%) 0.006 2 (7%) 4 (50%) 0.013
Chronic course (>6 mo) 20 (43%) 17 (100%) <0.0001 12 (41%) 8 (100%) 0.004
Joint destruction 2/32 (6%) 4/11 (36%) 0.029 1/20 (5%) 3/6 (50%) 0.028
Relapse 12 (26%) 15 (88%) <0.0001 10 (35%) 7 (88%) 0.014
Persistently clevated ESR 1 Q%) 10 (59%) <0.0001 0 5 (63%)  <0.0001
at F/U
Persistently elevated CRP
0 7 (41%) <0.0001 0 3 (38%) 0.007
at F/U
Age >10 years 12 (26%) 11 (65%) 0.008 5 (17%) 4 (50%) 0.078
Increased CRP at onset 18 (39%) 14 (82%) 0.004 11 (38%) 6 (75%) 0.109
ANA titer >1 : 160 1/45 (2%) 3/16 (19%) 0.052 1/28 (4%) 3/7 (43%) 0.019
Male : Female 31:15 8:9 0.140 19:10 2:6 0.055
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Table 19. Comparison of prognostic factors between ACR and ILAR in polyarticular type

Polyarticular JRA in ACR

Remission+ Active+
Inactive (n=10) Stable (n=14)

Polyarticular JIA in ILAR
p-value p-value
Remission+ Active+
Inactive (n=8) Stable (n=12)

Chronic course (> 6mo) 5 (50%) 14 (100%)
Anemia 2 (20%) 11 (79%)
Relapse 1 (10%) 10 (71%)
Joint destruction 1/6 (17%) 5/12 (42%)
Persistently elevated ESR

at FJU 1 (10%) 7 (50%)
Thrombocytosis at onset 1 (10%) 6 (43%)

0.006 3 (38%) 12 (100%) 0.004
0.011 1 (13%) 9 (75%) 0.020
0.005 1 (13%) 8 (67%) 0.028
0.600 1/6 (17%) 7/11 (64%) 0.131
0.079 1 (13%) 5 (42%) 0325
0.172 0 5 (42%) 0.055

JRA)S.Z BHE Fols2 4y #Ha ¥ =
TAYU Fol 108 42%), 58 L A&KAHQ 3ot 14
8 (58%)°1 AL ILARO A Tk & (polyarticular JIA)
5 o5& ACR 27014 84 o]+ HLA-B27
FAEQ1 Folrt AE o] 20802 Ha P HFFA
{1 kol 8 (40%), A4 H A&HF Fo} 129
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