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INTRODUCTION

Juvenile rkeumatoid arthritis (JBA)is afreguent
pediatric connective tissue disease. It is one of the
more common chronic illnesses of childhood and a leading

cause of disability and blindness (Cassidy, 1981).

JRA is the name in the United States of America and
its synonyme in the United Kingdom is Juvennile Chronic
Arthritis (JCA). Still's disease often referrs to the
acute systemic onset of the disease although this emponym

is also used for JPA4 ins general (Schaller, 19813,

JRA is a systemic rheumatic disease with protean
clinical manifestation that bezin Dbefore puberty. Iz
affects large joints as the knees, wrists and ankles
more than small ones. Generazl affection as pericarditis,
hepatitis and uveitis are commoner in JBA than in adult
onset R.A, Subcutanecus nodules, rheumatoid seropositivity
are unusual {(Cassidy, 1981).

LS
_ ~.
Incidence:

11 is not a rare disease. Very few published data

have centered sepcifically on its prevalence. Yo race

or climate is excluded from its attack (Baum, 18771},

Central Library - Ain Shams University



[Re]

In the United States it is estimated that there
are cne qguarter of a million children with JRA (Calabro

and Ylarchesano, 1967).

In Michigan the data provided a minimal estimate
of the incidence of disease: 0.01 percent of children

at risk per year (Sullivan, et zl., 1973).

In Finland, Leaaksonen reported a similar figure
of approximately 0.008 per cent of children under the

age of 15 affected per yvear {(Laaksonen, 1966).

History:

In 1897 Still presented a masterly description of
both the acute and chronic forms ©f rheumatoid arthriiis
in children. Still gave detailed descripticn ¢f 19 child-
ren with chronic arthritis whom he hzd seen during his
tralning in pediatrics and pathology zt the Hospital for
Sick Children, Great Ormond Street, London. He noted a
diversity of disease manifestations in these children:

12 patients had disease characterized by arthritis and
extra-articular manifestations as splenomezaly, lvmpha-
denopathy, fever, and anaemnia. 6 patients had disease
which resembled adult rheumatcid arthritis, and 1 patient
had chronic rheumatism, Based on lhese observulliors he
suggested that chronic childhcod ar-hritis represented

more ihan one disease,
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In the ensulng 80 vears there has been considerahle
confusicn and controversy about the matter ol chronic child-
hood arthritis, its definition and its relationship to

other forms of arthritis (Schaller, 1981).
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AIM OF THE WORK

The aim cf this work is to write an essav about

(Juvenile Rheumatoid Arthritis). Qur review will include.

* Tiioclogy,
* Diagnosis.
- Clinical picture with reference tc different
subtypes.
- Investigations.
* Differential diagnosis.

* Treatment.
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The eticlogy of rheumatoid artihritis and the
mechanism for perpetuation of chronic synovial inilarm-
mation in the disezse are unknown, two ireguent hyvpo-

theses are that the disease results fror:

An infection with as yetr unidentified micro-organisms

OR

Avtoimmunity to unlkown stimulil (Schualler, 1883

favTomurRITY

An enormous amount of evidence supporis the concep:t
that the pathology of rheumatoid arthritis has its basis
in inflammatory response involving the immune svstem. There
are indications that rheumrztoid arthritis is an autoimmune

disease (Bennet, 1981}:

A) The Immunological Yvperactiviiy of ihe Rhetmatcid

Synovium:

There is marked infiltration of the synovium with
immune cells. The synovium is packed with lymphocyties
and plasma cells. The rheumatoid synovial fluids contain
large numbers of blcocod celis, predominantly neutrophils,
The magnitude of this cellular response s not sufficiently
aprreciated until one considers that & knee joint with .
& 10 c.c elifusion gctively containsg 200 mill!ion neulroe-—
phils kavirg 3-4 hours hali-life, thus 30 millicon neurro-
phils would te entering the articular caviiv six tirmes
Amlly toe partlcipate in ihe in:lurbalors rewc! lon

{Zveiflr, 19763,
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In vitro experimenis employing radiovlabled amino acids indi-
cate that immunoeglcobulin svnthesizing capacity of rheumatolid
synovial membrane is similar to that of lymph nodes or splenic
Tissue/Smilev et al. [ 19688).

-y -

B) Reduced complement activity:

The complement components wheh studied in synovial fluid of
sctively inflamed rheumatoid joints were found decreased,The

decrezse could result from one ¢ several mechanisms:-

- Selective destruction of a single component.
- An increase of an inhibitcr of the complement,
- Consurpticn of the late components cf complement through an

alternate pathwayv.
The overall pattern of complement depletion has been detler-
mined.C!,C4,02 and C3 are all depressed and depressed proportio-

natelv.Rheumatoid fluids also show evidence of the presence ol

C3 convertase and the trimolecular complex CHE7.Trhese resulls
are most consistent with immune activation of comp.ement seguence

(Zvaifler 1876).

K

Cy Presence of immune complexes:

Evidence for the vresence of immune complexes in synovial Z'luid
is veryv strong.A facior resembling soluble antizen-antib@dy com-

plexes has been reported in three guarters of rheumatoid synovial

“luids examined by the measurerent o histamine release from
guinea pig lungs (SBaumel and Broder, 19458 .

Uxperimental synovitis has been produced Ly infection o!
attolozous intsct IghG or the FC or F't fracticns into 1he
B @€

tninvolved knee joints 1 patients with seropesitive arthriiis

(e tander et wl, L8R8 .
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