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Chronic Arthritis in Childhood

Kwang Nam Kim

Department of Pediatrics, College of Medicine, Hallym University Sacred Heart Hospital, Anyang, Korea

Chronic arthritis, the most common chronic rheumatic
disease of childhood, is one of the most frequent chronic
illness of children and an important cause of short and
long term disability. It is not a single disease, but a group
of related, genetically heterogeneous, phenotypically di-
verse immunoinflammatory disorders that affect the joints
and other structures, possibly activated by contact with ex-
ternal antigens. Since its introduction in 1994, the term

3t v o g = A HF-g-(immunoinflammatory response)S %3
x o] A3} sot 54 A I (Juvenile Idio-
pathic Arthritis, JIA)o|2hE £o]& 199410l £]F o] &
Z-o} wkA A eI (Juvenile Chronic Arthritis, JCA)T} Z-o}
Fube] 234 o (Juvenile Rheumatoid Arthritis, JRA)Z} 22
ol &5 tAlste] A= glek 2y o] FAoll gt
A5 a7 AAAE o] RRES olalE 2
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Juvenile Idiopathic Arthritis (JIA) has largely supplanted
the terms Juvenile Chronic Arthritis and Juvenile
Rheumatoid Arthritis. However, it is necessary to under-
stand the older classifications in order to interpret the lit-
erature on the subject. Each subtype of JIA is to provide
a general introduction
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ke 0P| ZHEYO 2R
(Classifications of Chronic Childhood Arthritis)
gmob7] 9] RHA PR 53] A oleh &olo B ulEoll
3 Q7 golct 19700 d el 4-ob7] 9] vHA A&
Eet7] A8l 7 E5rel 71E (criteria)o] A|FE QAT JRA
ol gt 7|F vl Fulelx 8k%](American College of
Rheumatology, ACR)2] $]d3]ol| o3l 7ut=]s 559
o, JCAd tIg 7|F2 58 FvlelX €3] (Buropean
League Against Rheumatism, EULAR)7} &% 3t} o] F &
ol Eee Eakesivh 2HA T4l Futel s g3
(International League of Associations for Rheumatology)2] 4=
olz} o2 9] 3] (Pediatric Task Force)7} Ak B7v &
ob7] A AFE FAs17] A FAHew g A
9] (definition) A& AAstarzl ek, o] 3712 FAEH
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Table 1. Comparison of EULAR, ACR, and ILAR criteria for classification of chronic arthritis of childhood

Characteristic ACR EULAR ILAR
Onset types 3 6 6
Course subtypes 9 None 1
Age at onset of arthritis <16 yr <16 yr <16 yr
Duration of arthritis =6 wk =3 mo =6 wk
Includes JAS No Yes Yes
Includes JPsA No Yes Yes
Includes inflammatory bowel disease No Yes Yes
Other diseases excluded Yes Yes Yes

ACR: American College of Rheumatology, EULAR: European League Against Rheumatism, ILAR: International League of Associations
for Rheumatology, JAS: juvenile ankylosing spondylitis, JPsA: juvenile psoriatic arthritis

Table 2. Criteria for the classification of juvenile rheumatoid
arthritis (JRA)

1. Age at onset <16 yr

2. Arthritis (swelling or effusion, or presence of two or more
of the following signs: limitation of range of motion,
tenderness or pain on motion, and increased heat) in one or
more joints

3. Duration of disease 6 wk or longer

4. Onset type defined by type of disease in first 6 mo:
a. Polyarthritis: >5 inflamed joints
b. Oligoarthritis (pauciarticular disease): <5 inflamed joints
c. Systemic onset: arthritis with characteristic fever

5. Exclusion of other forms of juvenile arthritis

Modified from Cassidy JT, Levinson JE, Bass JC. A study of
classification criteria for a diagnosis of juvenile rheumatoid
arthritis. Arthritis Rheum 1986;29:274-81

= Table 1ol] Ml H o] Gk o] NFEES BF A8 )
A FAAS Zolol thall 9FH vHE AYES W)
Aok ek A3t Al A AFE BT S5 ATl

7Mkskar gleke Aol

A0t FOIEIAZEY 2RF0l S ACR 7|E

ACR 7152 & S1skAl A8 3, 7145 A 2k(Table
2), 1] W]l Zolel] F2 ). o] 7]E2 Lotel W
g A% Ak, Rgkel] A3k Aol A E7)7, B
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ojstete o712 AP AAH Aol AESHH HAH
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67 & st ol e PAollA fA o] AFE ] FE
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Table 3. Criteria for a diagnosis of juvenile chronic arthritis (JCA)

1. Age at onset <16 yr

2. Arthritis in one or more joints

3. Duration of disease 3 mo or longer

4. Type defined by characteristics at onset:
a. Pauciarticular: <5 joints

. Polyarticular: joints, rheumatoid factor negative

. Systemic: arthritis with characteristic fever

. Juvenile rheumatoid arthritis: >4 joints, theumatoid factor
positive

e. Juvenile ankylosing spondylitis

f. Juvenile psoriatic arthritis

a0 o

From EULAR Bulletin 4: Nomenclature and Classification of
arthritis in children, 1977, Basel, National Zeitung AG

(cervical spine), $=%-(carpus), = (tarsus)> A& =} 22
9] Fz& st FAE Al A 413 (systemic onset)
JRAS] EA L 3 o] AT A 4 25 B3¢ Y
39°C o]&e] ALY, quotidian 2 7+, inter-
mittent)o] A|EE k= Zlolct A A3 Aol 9l Lol
Ale S5 YA (ash)e] o, FZA ulvy, 7]
(hepatosplenomegaly), A7F2Hed (pericarditis) ¥} 742 FA 2]
F7&o] FHtE

20 2hd BEQO| ER0| CHEt EULAR J|E
19771 2204 MH = 4o} FrlelL X H st
EULAR Z#HF 20l 4] Zol7]ef] whA] A d o & el
= o] AHQ Htell tHal| Lof RHA A dolEt= dof7t
A|k=] A ch(Table 3). ©] 7]¥2 ACR 7|& 2= vhE 3714
Aol o] gk AA|, HAAL 24 WY 5 EANS}
= A, 4, &4 72% 3 (juvenile ankylosing spondy-
litis, JAS), 714 Z+Z = (psoriatic arthropathy), T4 A4
ZZA 3k (inflammatory bowel disease)¥} <13%] FAH ZFo]
235w, A, EULAR £l JRAZHE S0l 3o
1}, od 714 JIRAE FvlEl & A} (theumatoid factor, RF) %
4o Zololit 4 §HTHE Holch. 3 RATHE Folsl Al
@4 A8e] ACR 71238l Aol et
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Table 4. Proposed classification criteria for juvenile idiopathic
arthritis (JIA): Durban, 1997

1. Systemic
2. Oligoarthritis
a. Persistent
b. Extended
3. Polyarthritis (theumatoid factor negative)
4. Polyarthritis (theumatoid factor positive)
5. Psoriatic arthritis
6. Enthesitis--related arthritis
7. Undifferentiated arthritis
a. Fits no other category
b. Fits more than one category

From Petty RE, Southvvood TR, Baum J. Revision of the
classification criteria for juvenile idiopathic arthritis: Durban,
1997. T Rheumatol 1988;25:1991-4

20 E2M ZEHO| 2RO HE ILAR 7|E

19931 ILARS| Aoz} IS U3] = Lolr]e] EuA
BRG] E7E ALZck(Table 4). o] 579 o] F 73
A Ere AW HFE e F2A (homogeneity) & A S
FH o7 NE et 4). v]E3kA 9 (undifferentiated ar-
thritis) > o] o] FE & o} WFe] V|E& TF5A X
A7, Bk olgel WA AEE FHANE 2ol
Z3lo] Yt ol e A EL ke A|E3) vl st %
W 7] A (pathogenesis) 2] MZL ZAE AL F S
TAE 5HE 43 9l ).

JRA, ICA, JIAS} 2 &ol 52 TF AZ 3A 7Hsdh
FoolAY FABA AEEE kel ek weEbA, &
o} Fule] 2ol YIEAEL o2t ™ H (nomenclature)
o Rol & Aetel ofals}a 4 al4loll Folg Bart 9l
= Aoz A7

Ht M = (Incidence) & 724 = (Prevalence)
Zopr] W VAR ZdzellA= 100,000 T 107
olslE] e xEd Yo} ATl A E 100,000% @ 4007

o vhopt SWES Washn gle o Bl A5k

o

5o 8l Aol 2R glom, Qe weh thE Bh
NEL ASS7) wlEoz A2k 49l £ Ask 7]

o Z &} Danner 59| &1l wlE2H ILAR 7|2 & 164
o]s} o}% 100,000% @ 19.8% 2] FHES Kt (6).

JIA O}&(Subtype)| H|E
TR FulollA] £54 ZAde] A GHEEQl o}¥ o]
], o] 3ka}o] oF 50%0)| st RE-%A o 3|
L 74 B2 ke ofgolnt. 7]El Fo] Hawl
2 A3tk Zol7} 9k &4 WHEAL FRol) Hu A
o] vzl Q1% o}AJolellA] B HlME Ao & kel g}
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gy o124 (Age at Onset)
WAL 164 o] Aol Al#Fsl= Aoz qlelz AolF
ok A% o/l olx o] g2 wlg Solslrh et iy
AR TF As] webA 7 Rie A AE 2 14

oA 341 Aololtt.

MY H|Z(Sex Ratio)
a9 g, §8, S = dolkErl ofolrt 2v H
wo| wgtc}. o]t ulgo| FE Kol thE U
oA E FalslA vehdel e} opAjol dRe] B
3of] whEH dolrl FE&Z -5 gt oAl A=
=
A

o B AolF wedeliA o ¥k wudtsiet,

RIQl(Etiology) 2! BrH 7| (Pathogenesis)

o] Awjeol A3 AN dHA YA FAE A
(multifactorial)o]™ ¥ F3o] A& & Zleg Ud#HA
Sich. A4 BAele] 54e 54 A7FAl autoantibody)
7t EASAY oWl ZEe §3A 49l (genetic predis-
positionyel S K opiek. webAl ArlREA A
(autoinflammatory disease)®| &= Zo| T HAE Z o o
AR5 gl AR 24 AR R B R
AlgMHA)oll FFHoE EANSH, o]dl o] -2 AN W
AAAE A WARANA WAHY AL B Aoz
o] AR} qhHell A 1gA ARTH A ERNEF
I 22 WA oA Lduk dE e v 3ol
Sl gl T Bl LAk @A) AT A 3)

048] 7| (Immunopathogenic Mechanisms)
thro] kol 2] WA AI7E Wl Eoll AR H o' o]
3} Z1o g2 o AAY I FAZRE AA, W wk-s3 3=
= W Jo] A (altered immunity), "1 24 2] o]/ (abnormal
immunoregulation), AFo] E7}21 En], G2} o} A 5o
SA7Y ek A4, MAAZH I} A FEA 59 FotE
2= A3k Arolol] ARTAIZE EAZIC A, BAGe &
Ao g, wWA yh-3-3 A5 Aolole 713t JAI7L EAsE
th ade® Eela, WA Hos HAAE A3

A, G- EA g AA o= Bl

“

3)
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MA 02 (Innate Immunity)

A AAL] FeAle]l AT AAbstHA T
7 Seped synovitis)oll A 83k S ek AU =
$ A& oheh si%e] A7 ool EFTF} Fheke)
Bolse, 557 Aol TekE wsw e Ax =
Tzoll ARAY £4S b (). S WET =
HA g3 BA%E = A DAl ol AEEa 9l
= Roleh. ekl 2A¥A ok BRI [dysre-
gulated interleukin-1, IL—I)% A (systemic type)-‘l] H o]
23} B2lo] glek. TSl A} AN 15 7
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Aol §774 hA L o AWl WAl Tlelel Ao
= BQleh w3 AW 2 g WA AolollE i1
FERATL EANGE,

X A (Adaptive Immunity)
H2(ZHAA) W2 B HZF3e ¢t AAHow =7}
= Zo]H, B A|E 24 (polyclonal B-cell activation)<
Ado] v &ote v EEINEZF o o F YUtk
o] wh {3 (onset type)oll F-$%w, F L3k HEHo
2+ H]5o|3 <% Mk-S(nonspecific inflammatory re-

sponse)& LHERHTE.

e

X}t (Autoantibody)
gellekd, S 257 3, 7et & Foll sk A7t
& A do] v Lot Ao At 22 2
7VA7E Av HRl el AHH o g ot AF W =
Z £l Aztg EulE of| 3] B Z(epitope)ol] tHak HE-3-oll
Al 7108k = FAE gl o2l st Ay ol 3]
2=E (histone)ol] tHat 2}7}&kA], ANCA (antineutrophil cyto-

plasmic antibodies), 4=

ook

H (antiperinuclear) $}4|, ¥keratin
ghA), ¥RA-33 A, Slcardiolipin 4|, DEK oncoprotein
(IFN-7 2} 93 S°] 9t} HMG (High Mobility Group)
proteinol] thEk &A= JRAGA HMG-1791] thall, &4 &
gl A= HMG-2 proteinol] sl o] EZ (gL 72 A <l
ZH7t Z7skek. Febal 1, 10, 1vVell gk A7hd oo “;‘i'ﬂ
Ao A d=x gt oAdFod At 3l o] F

Wy glow, 1 73} gliadin YAV LAF] g o JCAO]
celic disease®}o] AFAIS &Ql=|A] ok} FCCP (anti-
cyclic citrullinated peptide) &#i= 53] RE-EAuH-S kA
Aol A] BEI9on), Aolol At 411 Fube] ABAel
QA AL oo @),

S22 2092l(Hormonal Factors)

gzob7] PR el Agul el AR 3 Aolof WhAE ] AT
o]A ZL AJE7] o]l AAHL AT 2 o] Bl R

F238 g drh= 218 A AR} Khalkhali-Ellis 59
Aol A THA BA o] Q= 4ol &7 (aged-matched
control)9] A & =2 F(androgen) |7} progesteroneT} de-
hydroepiandrosterone (DHEA)°l] tisl] v]sslch= Zlo] ¢
Z5 Ak 9). 2B AE7] AL 3R}l A 17 B -estradiol
o BAY & 9 U A%sIRev], DHEAS] 2413}
73k (sulfated conjugate)?] FEE NZTH ol 433 ok
o} HlAE 2| Z (testosterone)> FX G| H e} ool A
o sl BlsEsalEe] Sl A7) 7 e 2
= Aol b 2 A%3E e B, e nE
4% ol oo 28 BT A YAEEE
7b g A2 WAES oldliste dl =l "t (10).

A
A G HEF3F 2 (syste-

£e) oaq—ow g B
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mic lupus erythematosus, SLE)ol]4] &%
deEol glen ol AWite] A4
Ak Zzel R skrA] A9 2 %

T o
ell A E"Hl&l dl, ol= HEgn] aIHETk ofyet Al 4
8l AES FA. 222 7hg A 8l E

AANA) BAS A Zololl2] F7k510] ATk o &
S L6 X5k Al WA st ABAA} 9o

A& opAQl FFAAEE 0| £} so] EFA TR 2T
HCQS Zzetel ¥ulE oAlehe EohE B (1.

A (Infectlon)

Zhedo] ZmotollAl A A
7} §ck. wlolE] s FHedo i A3k FAFL YF o=
self-limited Z+A o4 o]},

718 AAE F B wAle] B Hde dl, &
AT FomARER WAl o], kA A do] of
Aol A Ho| whABs A& B

ool JAA L AEFNA} vlo]# 22 AZH2N2E QIgH
A7) ZAd@t o] Q. o] FE3 fw st A= A
% W(intrauterine) 3 414Jo}o] wlolg)x oo 2 QI3
Aol A& Al7|star ok vk #A337} parvovi-
rus B19 Aol 9] adtAlol #gk odt7} Q) ). Parvovirus
B19 1gG A7} doF ;4] Zholo] 48%l A WA= o
u, 2Tl = A=A ¢Skt o= B WS
ol A AEA nlole] 9] A & HAZ ) B o
Aol A] parvovirus B19ol] th3l 1gM A7} A7EEE =
Tt B2 o FAdo] Y= LolellA ¥ gl Aol
A E At i FAd 53 RF-54 oA B4, A
#3174 ¢ (spondyloarthritis), &4 #HAGLS AZPHAA
H vlolH2HIV) A A7} Ak Oen 52 19794
oll 4] 1992d7}A] Manitoba A ol A 7] &= ubA I3
o] W g F713 slrlo] wlo]zEetsvl #HFH Myco-
plasma pneumonia)®] 7+ ¥HA¥ ATJAAT} QS-S B
skl (13).

Alg|H 2 9l(Psychological Factor)

TAJo] Y= Lol 1A Es] Ae|F AEH AV} &
sithe Zlo] & A Sk 7453 obgell Alsl= Al

< AWE el dl, AR IS A &
Auk ukAl A o] Hgof] AdgE v Xe Ao dHA gl
ot 2% AT WAl i3t WA A FAsk vk3- A
ol & op7lele A& AAAlIl AR} AfEo] o
], o]= AZFWEH FA A t}¥ Al (neuroendocrine gene
polymorphisms)oll 93l %333 Rb=vha FAsldvt (14).

=2|F 2|AN(Physical Trauma)
Zooto] vk HA 2 R Rl ol Haxn, 22 4
AA ) AE FHsHA ol a8k o4 T4%] 9]l
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2 2Agsh, olu] dFo] WrARAL oF3tEl Aol ozl

A Fo 8 & "de 7t r). kA 78

mobility)Z} 57 (congenital insensitivity to pain)< 25

9443} Axtx]o] glom PAdell Hel7] fvk. 548 #A
Tl TF TAE doqvke AL Lok AFAA

9? Ads FelF ool A dF5e e #AE

o)

4] (Benign hyper-

i

TX& RI2l(Genetic Background)

aole] 7154 WY TE4E

AsolollA HHA A o] wE 2 FH s Al A=A
tl. AFTA A-FolollAE 44%, o]TA AFolollAE 4%<]
A go] RuE ) 2,000 8] JCA Zolol] thdl ol ol
Al G AR Aol o] Awdo] Wbt At 1l gl A ol
ol FekE LA ES HoFdek (15). AR 1245
o] F, W f3¥o] ¥xsl= 10445°]7}F 2719 HLA-DR
*o%i% TRk dRew, A 24Fol= 1H9]

Class I 97}te] ATTA

Zeo} ukAl IHAedol|A] HLA 3+ A2, B27, B35 g3 A
@allele)®] ®IE=7} F7hskeka e Qlck A2& & ofo}
9] 44 Awle] 7] vt Qddks]o] 9l HLA-B27-
wolo] &4 B3 AF(7.3400l 50%, 11.94]1 80%)
7} F-25-ed (enthesitis) 2 FFEI3E HAAE KAt

o)

Class 11 3-¢13}9] AATAA

Class I 473 AFJP{A = 54 9 58 4 23 oy
3} BAEsto], Class I S5A Kl B8 Sgtslch 27] v
&4 HAGDR 5 8 8)F RE-FA o4 FHE A DR

4)0114 71 FEsk ARPAIE Bk Class T 4% <
7;]]‘— RF—*“‘] (;]_TM _14-14 Oﬂd/]. X{xﬂk] Xh:lﬂ o]] 1 _‘,:.5

EMX] oot

oof] 27}l EA Class I MHC §-42}9] W% Z71=

el 2Rcke] wizkAdell 7]efslit, vhE EAgtoll= A

BAE HolA ¢kgiel.

2lAF S Ak(Clinical Manifestations)

A A0 SN BE

AL JAAL aoprldll 7 B3taey AW ol

uheglo} &2 wlo|# & 7, ¢k

el 5 ol IAE o/|AA = vk A= o] AH
04 QlAbA o 2wkt ATk ule)A

3, QF o] A3LL George Frederic Stille] %

WS ¢l Aslo] AEM(Stll’s disease)o] B MY S 2w

&

= l"UN

N
A N oF
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39 2 &R
o] M - FAIFuE| 8B ALAR)S] Lo} SuPA 3
(JIA)~°4 7| A= AAA BAG o7 vl Fule] A3
of ol wheml A4 Lol FulelsaA o, 47
Fulelstts] ERoIAE AW o} WAl el
A2 & Zoblel Wby e FANE ofel el 5
Eel). DA 4% Zakal tiRo] WA 9] Zabo] The
Al A7HE WAool 2o cheratAl heh e
A4 Aoz FRAT ILAR 71Eo A AL
Ao Ao 71E3} Ale] 7155 Table 500 A 2lsk3h

F

Molutt] AEIB{(Adult-onset Still’s Disease)
Qg e 10420 H 22 Wik o]k 4
FHA A 2 EHEE vehdel Ay ~EH
Zol7)ol Whel g A A AE
& 7-(macrophage activation syndrome, MAS) 3 31
¥ (hyperferritinemia)Zt HHg QAJAATL do
Aoy s9ys AYFENYYLEA TS

H

(hemophagocytic lymphohistiocytosis HLH)ol 4] glycosylated
ferrltm«] v]-go] mj$ J& 7oz A4z 9lr} Bywaters
© 4, A, v A, ESR A5 5 SEH e 557
70‘ A 1499 F2 45 Ryt (16). HAA
Foll A RE BASLS GAol9lm, A AAZ o}
7] oﬂ A AR Aol A7 el o] ol AU o]
ol A ARt wa SAH HAY AA) 1

SH(pericapitate involvement)”} ZHEE] T} (17).

[‘_u.. .llm r

Table 5. Systemic juvenile idiopathic arthritis: International
League of Associations for Rheumatology (ILAR) diagnostic
criteria

Arthritis in any number of joints together with a fever of at least
2 weeks duration that is documented to be daily (quotidian) for
at least 3 days and is accompanied by one or more of the
following:

Evanescent rash

Generalized lymphadenopathy
Enlargement of liver or spleen
Serositis

Exclusions:

Psoriasis or a history of psoriasis in the patient or a
first-degree relative

Arthritis in an HLA B27-positive male beginning after the
sixth birthday

Ankylosing spondylitis, enthesitis-related arthritis, sacroilitis
with inflammatory bowel disease, Reiter syndrome, or acute
anterior uveitis-or a history of one of these disorders in a
first-degree relative

The presence of IgM RF on at least two occasions at least
3 mo apart

From Petty RE, Southvvood TR, Baum J. Revision of the
classification criteria for juvenile idiopathic arthritis: Durban,
1997. J Rheumatol 1988;25:1991-4
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CHAIMI . M st S22
(Macrophage Activation Syndrome)
JIAS] 7} Azbsk g=zol A E A8 =
© 244 HLHZ} o) $ §Abele], Aol o] & AR
& glek o] ZHPe) 54 T AT A
AA GAElo] A2k AAA AF g o]
+ Zolth MASE WobellAl ¥ UrbHow, A1

o i mx ok
1‘~f‘-‘rlr2:
¢ oot rlo ot

Lo d
p

TIASH ZstA| Aatkslo] glow, AH A3t F Hol = 7%l
A ubAgke} (18). o] ZEAN oA BAS], Auhy

g, AAZREEF 20 7HATIY 5 71 vl
Bl Adol|A] HuE At (19).

MASE E£3] Epstein-Barr vlo]#] A~ 5 & 23|~ nlo]g]
28] 7] Foll AT = sGlct 27l & ke
(gold compound), sulfasalazine, H|Z~E|Zo]=A ¥1ed |
(NSAID), HCQ, D-#Y4 &4l (D-penicillamine), #EE 2]
A o] E (methotrexate)2} etanercept 52| X & FFo] MAS
E 4o F Advke Tl AZIE A 20). e MAS
of A=l rkar 53151 oFF 9] ofelehd SAS Y
S91€ ul, ol MASOl W17k AT JIA Zeololl Al A
o] 25 ot A4 e Aoz ofAAL 9

MASE A8 o] AT} =9 w) 714 ol ul—xﬂ*}x]u]—
2A Aol Bl 7170 Edksto] el A3t Sl
WAl al HoarE gt MASY] AHE EAL 247
2, A, YET, 0 L e 4
H(liver failure), W= (encephalopathy), A (pur-
pura), ™ (bruise), 4 2+2S (mucosal bleeding) 5-©| wl-ZA]|
vebdel 7ha A 4 $E 7] S multi-organ) o 2 HE
ZElo] &5 Aoll(respiratory stress), Al5-7 (renal failure),

"3‘:7L7"7‘]—°H(disorientation), !:"—Z]— 4“ AZ z.]s—]_ z.]oﬂoHL
(hypotension), shock &2 2 #13h= 4 Qlr},

AA &7 8374 F (hematocytopenia), 53| H4&3
A4S HolZt) AA 3L Aen] 32 £ x2y] o
Aol A £ 4= gt} Uutd oz 7+ &4, LDH, 24 A4},

5

r:i o 1

el el T"] e =, dul = Fds| —;-% A dEF
(>10,000 ug/Lyo] vep}7] = gtel PT9F PTT %HE of
dow, e K-9oE $3 Ao FX= FaE

D-dimer7} d#]s] Z7}gtc}. AG T A7}<E S (ESR)©= &

oAl ehebed), ol ddMen 24 Walgui
°H(consumptive coagulopathy)ﬂ- s}EA *‘éﬂ'LH%l(disse—
minated intravascular coagulation)Z 213l
brinogenemia®2} A= Aoz A=} v
2 C-HES iz (CRP)—O— AAZ=Eh i
Yzt 54 (dialysis)e] Haz3gt FA AFA S
Ao} HH] gl A FE =7} (pleocytosis) T}
o 279 L 4AS Hol AR, Lol
el 98 wlFol AT A7 oAk, B4
7, v FollA A A 'hAARgo] B
N g aE 159 SAelAE Brery
cytosis) §1o]E MAS7| whAlel 4= 9l Table 6= MAS9]
F9 oA 1l AA EAS eI 9
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Table 6. The main clinical and laboratory features of macrophage activation syndrome

Clinical

Laboratory

Unremitting fever

Bruising, purpura, and mucosal bleeding
Enlarged lymph nodes, liver, spleen
Liver dysfunction (jaundice, liver failure)
CNS involvement (disorientation, seizures)
Multiple organ failure

Fall in ESR

Fall in WBC and platelet counts
Elevated ferritin

Elevated liver enzymes and LDH
Elevated triglycerides

Fall in fibrinogen and elevated D-dimers
Prolonged PT and PTT

Bone marrow hemophagocytosis
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Table 7. ILAR criteria for the classification of the polyarthritis JIA subtype

RF-negative polyarthritis
Arthritis affecting five or more joints during the first 6 months of disease; a test for RF is negative
Exclusions:
Psoriasis or a history of psoriasis in the patient or first-degree relative
Arthritis in an HLA-B27-positive male beginning after the sixth birthday
Ankylosing spondylitis, enthesitis-related arthritis, sacroiliitis with inflammatory bowel disease, Reiter syndrome, acute anterior
uveitis, or a history of one of these disorders in a first-degree relative
IgM RF on at least two occasions at least 3 months apart
The presence of systemic JIA in the patient
RF-positive polyarthritis
Arthritis affecting five or more joints during the first 6 months of disease; two or more tests for RF at least 3 months apart during
the first 6 months of disease are positive
Psoriasis or a history of psoriasis in the patient or first-degree relative
Arthritis in an HLA-B27-positive male beginning after the sixth birthday
Ankylosing spondylitis, enthesitis--related arthritis, sacroiliitis with inflammatory bowel disease, Reiter syndrome, acute anterior
uveitis, or a history of one of these disorders in a first-degree relative
The presence of systemic JIA in the patient

From Petty RE, Southvvood TR, Baum J. Revision of the classification criteria for juvenile idiopathic arthritis: Durban, 1997. J Rheumatol
1988;25:1991-4

Table 8. Classification of oligoarthritis (ILAR criteria)

Arthritis in four or fewer joints during the first 6 mo of disease
Persistent oligoarthritis: Never more than four joints affected
Extended oligoarthritis: More than four joints affected after the first 6 mo of disease
Exclusions:
Psoriasis or a history of psoriasis in the patient or a first-degree relative
Arthritis in an HLA-B27 positive male beginning after the sixth birthday
Ankylosing spondyiitis, enthesitis-related arthritis, sacroilitis with inflammatory bowel disease, Reiter syndrome, or acute anterior
uveitis or a history of one of these disorders in a first-degree relative.
Presence of IgM RF on at least two occasions at least 3 mo apart
Presence of systemic arthritis

From Petty RE, Southvvood TR, Baum J. Revision of the classification criteria for juvenile idiopathic arthritis: Durban, 1997. J Rheumatol
1988;25:1991-4
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EEl, A vde] A 54 WHsleE Aoldd AAl 2Z(Laboratory Findings)
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FollA AL Hrt. o]2|dt A|e] 7)F &4 4of ukA ME T 27 AW AT 22 Lol Esl, A
’Jf Zedeoll thsk EULAR®| 7|5 %2 4574 (pauciarticular) AA Awo] Y &oto] A$ WET & 30,0000 4]
Zof Fube]2=3Adoll thek ACRS] 7 Fell= A &5 A 50,000 cells/mm™ 74| A5 an, o ME ) 2 F
et &4 BAQL S5F A g 4ol A 7hgke), Ao A7 A9 a9 = FH R FI3
o, Bu] 8l f5jof|A] Zole] 71 YnbE o2 Xtiy] o} Ayo] thdzk A= ufl, 43t Frhe oF3te gk
= Wy DAl olEl e BF AFoIA oligoarticular A3 & gleh. WaADGEZE w15 SRAD, SLE, oF



314

EZ (Acute Phase Reactants)
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