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A Grandma with Two Years of Fever and Agony

Prasert Assantachai, M.D., FRCP#*
Chatuporn Chotigavanich, M.D. FIMS##
Theera Ruchutrakool, M.D.%%#
Surasak Nilganuwong, M.D.##%

Abstract : A 72 year old woman living in Namuen District, Nan Province, was referred from a local
hospital for having two years of fever and back pain, Her symploms started with feeling malaise, intermittent
fever with chills and body ache. All the symptoms got worse at night making her unable to sleep. She also
experienced back pain all day and night in additon to anorexia. She had no cough, petechia or abnormal
bleeding. After having had many medical consultations at a local hospital, no definite cause of her su ffering
was found. She then underwent various further investigations including a bone marrow examination at a
local university hospital which did not reveal any malignant conditions. She was referred back to her
home town hospital. However, she still suffered from recurrent high pyrexia, anorexia, progressive weight
lass, ete. leading to many more hospital admissions. One year later, all her symptoms, including fever and
back pain, seemed to get worse and she was once again admitted to the hospital. The laboratory tesis at that
time revealed hematocerit 27 %, white blood cell count 21,600 /mL, neutrophil 95%, lymphocyte 5%,
platelet 563,000 /mL, ESR 120 mm/hr., Ca 7.6 mg/dl, phosphorus 4.5 mg/dl, BUN14 mg/dl, Cr 0.9 mg/dl,
Coomb’s test negative, T3 179 ng/dl, TSH 1.27 mU/ml. Echocardiography showed LVEF 66 % without
evidence of infective endocarditis. An abdominal ultrasound revealed a mild degree of renal parenchymal
disease, normal size liver with homogencous parenchymal disease and a normal-appearing spleen.
Gastroscopy was also performed without any significant finding. Because the clinical scenario was so
obscure, she was referred to Siriraj Hospital Medical School for further management on May o, 2003,
There was no significant chronic medical condition prior to this agonic episode. She neither smoked nor
drank aleohol. Her adult children ran a family business within her home so she was closely looked after by
her daughter and did not have any financial difficulties.
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Abdomen @ generalized soft abdomen, no
abnormal bulging, no hepatosplenomegaly, no
shifting dullness, normal bowel sound

PR 2 normal sphincter tone, no rectal shelf
Mervous system : looked dull, apathetic, good
atlention, no disorganized thinking, coherent speech
without dysarthria

tone - normal all extremities

muscle - generalized wasting, no [ascicu-

INTRODUCTION

On physical examinalion, body temperature
was 38.7'C, pulse 96 beats/mininute, respiratory rate
20/minute and blood pressure 100/60 mmHg,

Ceneral appearance pood conscious-
ness, orented, hyposthenic built, moderately pale,
no jaundice. no cyanosis, no edema both legs,
generalized muscle wasting without fasciculation,

no clubbing of finger, no subcataneous nodule

EENT : pale optic disc with cupping, dull
macular reflex, chorioretinal scar in both eves,
pharynx & tonsils not injected, no oral ulcer

MNeck © thyroid not enlarged, no cervical
lymphadenopathy

CVS :IVP 3 cm. PMI at 5" intercostal space
midclavicular line, no heaving or thrll, normal 51,
52, no murmur

RS :trachea in midline, symmetrical chest
expansion, resonant nole on percussion both lungs,
normal breath sound, coarse crepitation both Jungs,
equal vocal resonance

lation

malor power - grade ['V4 all extremities, no
loeal neurological weakness

deep tendon reflex all 2+, Babinski sign_
absent bolh sides

normal finger (o nose test - both arms

gail - poor standing balance

Initial laboratory investigations revealed the
following :

CBC : Hb 9.0 g/dl, WBC 19,800 /uL,
neutrophil 85.9%, lymphocyte 10.3%, cosinophil
1.2%%, platelet 306,000 /ul
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Urine exam: pH 6.0, sp.gr. 1.020, alb 1+,
sugar neg, acetone 2+, bilirubin |+, WBC 0-2/HP,
RBC 0, bacteria rare, nocast, BUN 12 mg/dl, Cr).5
mg/dl, uric acid 5.4 mg/dl, total bilirubin 0.5 mgfdl,
direct bilirubin 0.2 mg/dl, SGOT 27 U/L, SGPT 17 W/
L, alkaline phosphatase 106 U/L, Na 134 mmol/L, K
4.0 mmol/L, Chloride 98 mmol/L, bicarbonate 22
mmal/L.

Problem list

. Chronic fever for 2-3 years
2. Chronic back pain

3. Anemia

4.  Anorcxia and weight loss

The patient was initially referred to the
orthopaedic department of Siriraj Hospital under the
supervision of Dr. Chatuporn Chotigavanich.

Dr. Chatuporn Chotigavanich’s discussion :

Generally, back pain could be come from
trauma, infection, tumor, degeneration, metabolic
hone disease and seronegative spondyloarthropa-
thies. Musculoskeletal causes and non-musculo-
skeletal causes should be differentiated by history
and physical examination. In this case, three diffe-
rential diagnoses involved chronic infection such as
tuberculosis, malignancy such as multiple myeloma
or metastatic spinal lesion and metabolic bone dis-
ease such as osteoporosis with compression [racture.

For tuberculosis, it is estimated that 10-15
percent of tuberculosis is extrapulmonary and 10 per-
cent of extrapulmonary wberculosis is skeletal in
origin'. Almost half of the patients with skeletal
tuberculosis have spinal involvement especially at
the thoracolumbar region; the hip and knee joints
are the next most frequently affected organs. Slowly
pragressive constitutional symptoms arc predomi-
nant in the early stage of the disease, including weak-
ness, malaise, night sweats, fever and weight loss.
Mycobacterium tuberculosis is the most common’,
Ten to 78 percent of the patients could have neuro-
logical deficit', Lahoratory studies suggest chronic
disease such as ancmia, hypoproleinemia, and mid
ESR elevation. Skin testing may be helpful but 1s
not diagnostic. Roentgenographic findings include
periodical, anterior and central involvement, Bone
scan is unreliable, MRI of spine may be helpful. The
most definite and rapid identification of the patho-
logic process relies on spinal biopsy.

Multiple mycloma is the most commaon pri-
mary hone malignancy with incidence of 2.5 per
10,000 population®. Patients often present most with
pain and spontlaneous vertebral fractures with
osteopenia on plain radiograph. The diagnosis is
supported by a serum immunoelectrophoresis. In
20percent of cases, urine protein electrophoresis may
be the only abnormal finding®.

Metastatic spinal lesion is also an impor-
tant differential diagnosis of progressive spinal pain
and/or vertebral body collapse. Spinal cord compres-
sion occurs in 20 percent of patients with spinal
metastases and in Spercent of patients who die from
cancer each year®. Tumors that commoenly metastases
to the spine include Jung, breast, kidney and gas-
irointestinal tract tumors, Metastasis from thyroid
cancer is now less common as a result of early diag-
nosis and successful treatment of primary thyroid
carcinoma, If the primary cancer site is not identified
by history, physical examination, screening labora-
tory studies, chest radiograph and CT scan of trunk,
then spinal biopsy 1s indicated,

The evaluation of a patient in whom os-
teaporosis is suspecled should include a thorough
medical history, imaging and laboratory studies and
possibly bone histomorphometry, Osteoporotic frac-
tures usually involve wedge compression fracture of
Lhoracic and lumbar spine, intertrochanteric fractures
and {ractures of the distal end of the radius. The
evaluation of bone mass® can be done by dual
energy x-ray absorptiomelry, quantitative computed
tomography, single-heam densitometry and ultra-
sound bone attenuation, elc.

Precise determination of osteoporotic frac-
ture when confronting a vertebral deformation on
standard radiographic finding can be difficult due 1o
lack of a universally accepted definition of fracture.
Laboratory studies are used to exclude other diseases
thal can also cause osleoporosis or ostcopenia e,
infection and tumor, Abnormalities in laboratory
blood screening are found in 2 percent of patients
who have osteopenia. One hall of them related o
multiple myeloma. If such an abnormality 1s sus-
pected, a bone biopsy or bone marrow aspiration is
recommended,

Generally, acule painful osteoporatic ver-
tehral compression [ractures are reated nonsurgically
with hed rest, analgesic medications, bracing, physi-
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cal therapy, anti osteoporotic drogs such as vilamin
D, caleitonin and bisphosphanates. If the patient’s
condition does not improve, surgical treatment
shauld be further considered. Vertebroplasty”, a mini-
mally invasive treatment of osteoporotic vertebral
compression fracture, is-a procedure done by percu-
tanecus injection of polymethylmethacrylate
{PMMA) into a f{ractured vertehral body,
Kyphoplasty™, a newer minimally invasive lech-
nigue, is a combination of vertebroplasty and bal-
loon angioplasty which could have potential advan-
tages including lower risk of cement exiravasation
and better restoration of vertebral body height. Stan-
dard open surgical treatment such as posterior
decompression with instrumentation or anterior
decompression with instrumentation can be i]ura
formed in only selected patients,

In this case, her spinal balance in both
sagitlal and coronal plane were fing but her spinal
rhythm was extremely protective and hesitative,
Some tenderness along thoracic and lumbar vertebrae,
especially the upper lumbar, was found. The x-ray of
the whole spine, both AP and lateral views, were
acceptable in both sagittal and coronal alignment
even though some compression fracture of lower
thoracic and upper lumbar vertebrae were found, The
MRI of thoracie and lumbar spine revealed
depgenerative changes of the spine and collapse of T
7.9,11,12 vertebral bodies without abnormal 51 on
enhancement. The L1 veriebral showed abnormal
hypo-signal on TIW and abnormal heterogeneous
signal on T2W enhancement. However, bane biopsy

should give a final diagnosis in this case,

Dr. Prasert Assantachai’s discussion

Aspinal biopsy was done, and while waiting
for the results, the orthopaedic team consulted with
the geriatric team to discuss what other medical
conditions could be causing the woman's symptoms.
A review of the body temperature charl showed
sustained high grade fever since admission. A
definition of “fever of unknown origin” (FUO) was
originally made by Petersdorf & Beeson in 1961 as
having a body temperature higher than 38.3 “C on
several occasions that lasts more than 3 weeks and
has an uncertain diagnosis after I week of study in
the hospital”. There is no doubt that this patient fell
inta this category. & newer fever classilication system
divided lever of unknown origin into classic,
nosocomial, neutropenic and HIV- associated Lypes
to facilitate the clinical approach, However, when
approaching FUD cases in the elderly, the clinical
picture can be further complicated by the unique
features of older patients, described by the mnemaonic
"R-A-M-P-5" : "R represents reduced body reserve,
YA represents atypical presentation, “M” represents
multiple pathology, “P'" represents polypharmacy
and 8" denotes social adversity™. Changes occur as
part of the aging process thatl lead reduced reserves
of the immunological system. Some common
abnormal conditions that are related 1o reduced
immune system function encountered among the
older patients are infection, cancer and auloimmune
disorders as shown in Table 1",

Table 1. Physiologic aging changes and their related clinical conditions,

Physiologic changes

Clinical correlation

Decreased cell-mediated immumity
Increased autoimmunity

Decline in antibody titers to specific foreign antigens

Immunosenescence
Decline in delayed type skin hypersensitivity

Increased wberculosis, herpes zoster, ete”?
Increased rheumatoid arthreitis," thyroiditis, ™

lemporal arleritis," bullous pemphigoid™

lmpaired both primary and secondary immune

response o vaccination'”

Atypical presentation of infection'®
Associations between anergy and mortality'”
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Table 2. Final diagnosis in older patients with fever of unknown arigin compared with the diagnosis in

younger patients studied in the same period.

Dinznosis Older patients Younger patients
[nfection 255 21%
Collagen vascular disease 3% 7%
Tumar [ 2% 5%
Drug-related fever 6% [ 5
Factitious fever %% 45
Miscellaneous 105, 15%
Mo diagnosis 128 209

Table 3. Final diagnosis of fever of unknown origin among the elderly from 3 different studies.

Diagnoses Esposito 1978% Barrier 1982% Knockaert 1993
Infection 36.99 41.3% 25%
Tumour 23.4% 3% 125
Collagen vascular disease 25.2% 30.3% 31%
Miscellaneous 7.0% 2.1% 10%
No diagnosis 3.4% 13% 12%

As far as atypical presentation in the elderly
is concerned, some authorities have redefined the
definition of fever in the elderly as having an elevation
of body temperature of at least 2°F from baseline
values®™. When comparing the causes of fever of
unknown arigin in the elderly with those found in
the young, knowing the prevalence of each possible
underlying disease group could be very helpful (Table
2)?, This patient has been sufferings from an
unknown discase process for 2-3 years and she might
have died before this point if the cause was cither
infection or cancer. Therefore, the next most common
cause would be collagen vascular diseases,
Interestingly, the pattern of causes of fever of
unknown origin in the elderly have also changed
aver time as studies have shown {Table 3). Therefore,
al this stage, collagen vascular diseases was on the
top of the list proposed by our team.

Meanwhile, upon the advice of pulmonary
specialists, sputum was examined for acid [ast bacilli
for 3 consecutive days. All tests implicating
pulmaonary tuberculosis were negative. The infectious

team was notified of these tests results and the
differential diagnoses were either autoimmune
discase or malignancy. It was suggested to
discontinue use of the current antibiotics and wait
for the bone marrow biopsy results. Because the
patient also suffered from anemia, hematologic
consultation was also sought.

Dr. Theera Ruchutrakool’ s, (hematologist),
discussion:

From my point of view as a hematologist, |
would like to summarize the problems in this elderly
waoman as anemia, back pain and hyperglobulinemia.
T will start with anemia as the key feature [or
discussion and discuss back pain and hyperglobu-
linemia as associated Nindings,

Mormal hemoglobin levels of women and
men arc 11.7-15.7 and 13.3 -17.7 g/dl respectively.
Hemoglobin of the elderly is usually 1-2 p/dl lower
than that of youth®, Mild anemia can be found
approximately 25percent of ambulatory and healthy
elderly and specific causes of anemia usually cannol
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be found®, The exact mechanism of anemia in the
elderly is not known but erythropoietin is suspected
to be the cause™. When dealing with anemia in the
elderly, physicians first have to consider whether
anemia represents @ true disease state and secondly
how aggressively should diagnosis be pursued.
Besides the common causes of anemia found in any
age groups, there arg also particular cavses in the
elderly. The hemoglobin of this woman was 9.0 gfdl,
which was much lower than normal, even [or an
anemic elderly patient, so the specific causes of
anemia had to be investigaled.

In order to determine the cavses of anemia,
clinical features from both history and physical
examination are the most helpful information,
Whether the onset of anemia was classilied as acule,
subacute or chronic is very useful, Acute ancmia that
occurs within a few days could be found in cases of
acute hemorrhage and some acule hemolysis cases
such as hemoglobin H disease and G-6-FD deliciency
anemia, Subacute or chronic ancmia like this patient
could be a result of cither peripheral destruction or
underproduction anemia. Understanding the
pathophysiology of anemia will improve data
collection efficacy. For example, jaundice can be
found in hemaolysis, both extravascular and
intravascular, Hepatosplenomegaly would suggest
extravascular hemolysis, myeloproliferative and
lymphopraliferative disorders such as acute
leukemia. Associated bleeding symptoms from
thrombocytopenia can wsually be found in hone
marrow disenses such as acule leukemia or aplastic
anemia. Although chronic anemia without
abnormalities of white blood cells and platelets
would suggest peripheral destruction anemia,
underproduction anemia is also possible, especially
iron deficiency anemia or pure red cell aplasia
associated with infection or autopimmune diseases,

Finally, laboratory confirmation helps
physicians make the correct diagnosis, Complete
blood count is one of the most useful laboratory tests,
From the CBC, anemia can be classified into three
categories- hypochromic microcytic, normochromic
normocytic and macrocylic anemin. For normaochro-
mic normocytic anemia, the reticulocyie count 15 the
most helplul in distinguishing underproduction from
increased destruction anemia, The low reticuloeyte

count in this patient implicd that the anemia resulted
from underproduction anemia. The most important
associaled symptoms in this case which pointed out
the cause of anemia were back pain and hyperglobu-
linemia. Multiple myeloma should be considered in
the elderly with anemia and back or bone pain until
proven otherwise.

The possible causes o anemia in this patient
are summarized in Table 4. Multiple myeloma
usually presents in the fifth to sixth decade of life.
Besides anemia, bone pain is the second most
common complaint®’, Other symptoms such as renal
failure, fever from infection, fracture, drowsiness [rom
hypercalcemia or uremia, polyuria and nocturia were
not found in this case. Hyperglobulinemia was the
only other symptom indicating multiple myeloma,
However, polyelonal gammopathy from protein
electrophoresis found in this patient was strongly

Table 4. Differential diagnosis of anemia in this
patient

= multiple myeloma

= iron deficiency anemia

s ancmia of chronic discase
s myelodysplastic syndrome
s anemia in the elderly

suggestive of inflammatory process rather than
multiple myeloma.

Other differential diagnosis are iron
deficiency anemia, anemia of chronic disense,
myelodysplastic syndrome and anemia in the elderly.
Iron deficiency anemia has to be considered because
she had experienced back pain for a while. Analgesics
such as MSATD or steroid abuse for pain control must
be considered as well. Most analgesics cause peptic
ulcer and finally iron deficiency anemia. Red cell
morphelogy and red cell indices would reveal
hypochromic and microcyiic red cell, which was not
lound in this patient. Chronic hack pain may be from
some inflammatory disease, so anemia of chronic
disease has to be considered as well, Anemia of chronic
discases™ occurs only in inflammatory diseases such
ax theumatoid arthrits, SLE, tuberculosis etc, Anemia
is usually mild (hemoglobin is not less than 7-8 g/dl)
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and morphologically normochromic normocytic, but
hypochromic microcytic anemia can also be found
in some cases. Before the diagnosis of anemia of
chronic discase is established, physicians have to
exclude other causes of anemia. Myelodysplastic
syndrome (MDS) should be differentiated from other
causes of anemia in the elderly because MDS s not
an uncommon cause of anemia in the elderly. 5q -
syndrome is commonly found in the fifth to sixth
decade and typically in females. A deletion of the
long arm of number 5 chromosome on which many
growth factor genes are located might be the cause of
anemia in myelodysplastic patients. Cytogenetic
studies were therefore needed for establishing the
definite diagnosis,

Dr. Prasert Assantachai’s discussion :

Up tothis point, some progression of clinical
reasoning was under way in an attempt to find the
correct diagnosis in this patient. Collagen vascular
discase was on top of the list while bone and bone
marrow biopsy results were essential to exclude some
other diseases such as myelodysplastic syndrome,
multiple myeloma, tuberculosis, ete. Guller et al.™
had proposed a clinical method for appreaching FUO
in the elderly as follows:

- Confirm lever by serial measures

- Thorough meticulous history, complete

physical examination, CBC, ESR, liver
function test, urine exam, multiple
hemoculture, midstream urine culture,
thyroid-stimulating hormone

- Consider HIV, EBV, CMV & ANA in

specific cases

- Discontinue all nonessential drugs

Echocardiography

- Search for tuberculosis

- Computed tomography of abdomen &

chest

- Consider temporal artery biopsy, if ESR

=40

- Search for pulmonary embolism

especially in bedridden case

- Gallium-67 or indium -111 labelled

aulologous leucocyles

- Consider liver & bone marrow biapsy

- Explorative laparotomy

The further management recommended by
our geriatric team therefore included blood tests for
antinuclear antibody, anti double-strand DNA, rheo-
matoid factor, ESR, Rheumatelogy consultation was

cular surgery consultation for temporal artery biopsy,
repeated echocardiography for possible silent infec-
tive endocarditis and sputum exam for modified acid
fast bacilli for any other atypical systemic infection
e.g. nocardiosis. Sequentially, all the laboratory
results came back and the only positive findings
revealed postive antinuclear antibody 1: 640 titer
with speckled pattern, ESR 117 mm/hour, rheuma-
toid factor 118 IU/ml. and superficial temporal
artery biopsy showed aging and hypertensive
vasculopathy, Therefore, rheumatology service was
called lor further management.

Dr. Surasak Nilganuwong’s discussion :

[ would like to thank Dr. Prasert from the
Department of Preventive Medicine for consulting
me on this patient, a grandma with 2 years of fever
and severe back pain. My colleague and I reviewed
the history, physical examination and investigation
of this patient. Some aspects of her presentation had
changed over time. The difference of history, physical
examination and investigation will be presented here.
Twao years before admission, she had a history of high
fever, symmeltrical polyarthritis of the wrists, proximal
interphalangeal (PIF) joints, metacarpophalangeal
{MCP) joints, elbows and shoulders, She also had
maorning stiffness for 2-3 hours, She was treated by a
doctor from her provincial hospital. One and a half
years hefore admission, she was referred to the
Medical School in the northern part of Thailand for
treatment, Investigations (include blood tests,
radiographs and bone marrow aspiration) were done
to find the etinlogy of fever. The results of the
investigations gave no clues to support any specific
diagnosis. She returned to her home and was treated
with symplomatic and supportive management from
her provincial hospital. During this period, she still
had fever and symmetrical polyarthritis.
Unfortunately, she got worse, developing additional
arthritis of the knees and ankles and low back pain;
she could not stand and walk, The low hack pain
improved when she was lying down, so she spent
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more time lying down than anything else. She stayed
in bed almost all day. On physical examination (by
me}, there was swelling, redness and tenderness of
PIPs, MCPs, wrists, elbows, knees and ankles joints.
With the evidenee of symmetrical polyarthritis from
physical examination, I would like to show the
evidence of structural damage from synovitis by
radiographs. Look at the radiographs of both hands,
which were taken on February 19, 2002 (one and a
half year ago) as the Figure | and Figure 20 There
were narrowing joint space of PIPs, MCPs and wrists
with marginal erosion of 2% o 53" PIP joinis. This
was confirmed by the radiographs of both hands
which were done on June 10, 2002 at her provincial
hospital and on June 3, 2003 at our hospital during
this admission, There was mare structural damage of
both hands than in previous radiographs. Radiographs
of chest and lumbo-sacral spine (antero-posterior and
lateral view) done on June 30, 2003 showed mild
cardiomegaly with generalized interstitial fibrosis
with severe osteoporosis and vertebral fractures as
shown in Figure 3 and Figure 4. The eticlogy of low
back pain was due o severe osieoporosis, veriebral
fractures and inactivity. Severe osteoporosis was
complicated by management with corticosteroid for
a long-time at her provincial hospital. She was
anemic with hematocrit 27percent; leukocytosis with
WBC 19,800 /mm?; erythrocyte sedimentation rale
(ESE) 117mmdhour and rheumatoid factor 118 U/
ml (normal less than 14 [UYml).

The problems listed were fever for 2 years,
symmetrical polyarthritis for 2 years, low back pain,
weight loss, anemia, leukocytosis, ESR elevalion,
rheumatoid factor positive and osteoporosis,
According Lo the American Rheumatism Association,
a patient is said to have rheumatoid arthritis il she or
he has satisfied at least four of seven criteria™, This
patient had six criteria {morning stiffness > | hour,
arthritis of three or more joint areas, arthritis of hand
joints, symmetrical arthritis, serum rheumatoid factors
and radiographic changes) of the seven, Thus, the
diagnosis of this patient was rheumatoid arthritis,
low back pain and severe complications of
osteoporosis from aging, chronic uose of
corticosteroids and inactivity. Rheumatoid arthritis
is chronic polyarticular inflammatory arthritis that
invalves not only small joints of the hands and feet

but also medium and large joints. It is associated
with excessive disability, morbidity and mortality.
Rheumatoid arthritis is a complex inflammatory and
autoimmune disease with systemic involvement and
systemic symptoms,

I would like to introduce the term “Elderly-
onsel of theumatond arthritis (EORA)”, Since the first
deseription of the “rheumatic infection in the old™,
there has been an interest in BORA as a subset of
rheumatoid arthritis. Several authors have suggesied
that EORA, defined as theumatoid arthritis with onset
at age 60 years or over, can be distinguished from
younger-onsel rheumatoid arthrits (YORA®Y, This
patient was 70 years old, so the diagnosis was EORA,
The clinical presentation of EORA and classic
rheamatoid arthritis are shown in Table 5. The pattern
of joinl invelvement in BEORA is abrupt onset,
polyarthritis, but some patients may be oligoarticular,
Large joint involvement may dominate when
compared to classic rheumatoid arthritis. Measures
of disease activity, such as ESR and scores of disease
activity were higher in EORA patients than in YORA.
The ESR of this patient was 117 mm/hour, The very
high ESE may be due to anemia and active discase.
The prevalence of rheumatoid factor is decreased in
elderly patients, but this patient had a very high
rheumataid factor (118 IU/ml). EORA differs slightly
al presentation from younger-onset RA (YORA) by
having a more equal gender distribution, a higher
frequency of acute onset with systemic features. Table
6 summarizes some of the findings from major studies
looking at EORA and YORAY™, Duration of discasc
before establishing a diagnosis was longer in cases
described in older reports (less 10 years) than in recent
reports (less | year). This data indicates that the
knowledge of this disorder may be improving. Studies
on elderly patients with polyarthritis fulfilling the
ACR eriteria for theumatoid arthrilis suggest that they
are a more heterogeneous group than those with
YORA. The clinical manifestations of seropositive
EORA, the largest subset, are similar 1o those of
seropositive YORA, bot older patients tend to have
more persistently active disease and develop more
radiographic damage and functional decline. This
progressive course is different from that of
seronegative BEORA, which ofien leads 1o recovery
without joint deformity®.
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Figure I. Radiograph of left hand on February 19, Figure 2. Radiograph of right hand on February 19,
2002 showed marginal erosion (arrow), 2002 showed marginal erosion (arrow),

Fignre 3. Radiograph of chest on April 30, 2003, Figure 4. Radiograph of thoracic- Jumbar spine on
there was mild cardiomegaly with April 30, 2003, there was osteoporosis and
generalized interstitial fibrosis, vertebral fractures (arrow),
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Table 5. Clinical presentation of RA in the elderly.

Classic RA EORA
Agpe of onsel 30 - 50 = 6
MNuber of joints involved Polyarticular May be oligoarticular

Sites involved
Arthritis onset

Small joints
Gradual onset

Large jt involvement may dominate
Abrupl onsel is more common

Rheumatoid fator Positive Mepgative-posilive
Sex ratio (F:M) 31 [:]
Table 6. EORA versus YORA : four studies, side-by-side,

1983 1985 1987 1991
Country Canada™ Boston™ Tapan® Haolland
Prospective poor poor poor fair
Disease duration <10 yr <10 yr ND <l yr
#OMY RA 34434 28/134 797414 717142
= proximal joint involvement fair poor fair Fair
PMR-like poor fair fair fair
High BESR poor {air Fair fair
EORA RF% 32 48 66 B0
DR4+% Lk ND 4 52
Outcome fair fair ND poor

EORA : Elderly-onset RA; YORA @ younger-onsel RA; O/ : Ralio of old o young patiems; ND : not

discussed.

Most studies show that disease activily
remains high 2 to & years after diagnosis*'*, This is
consistent with studies looking at RA patients
regardless of age at onset; more radiologic damage,
and functional decline were found in older-onset
seroposilive, bul not seronegative RA patients™,
Other faciors may contribute 1o the worse prognosis
in EORA patients, most importantly co-morbid
disease. Most RA patients have concurrent illnesses
and serious medical conditions that occur more
frequently in this age group. They have less tolerance
Lo systemic inflammation, joint destruction, and
especially to side effects of various drugs used in the
treatment of RA™, Lile expeclancy in RA is
decreased; although the exact degree of this decrease
is not elear, Cause of death in most studies were from

cardiovascular causes, infections and RA itself*s,
Severe disease and older age are associated
independently with increased morlality, The effect
of gender on mortality is not clear and studies provide
conflicling resulis™,

The differential diagnosis of this patient
were crystal induced arthritis, inflammatory or erosive
osteoarthritis and malignancy. Monosodium urate
erystal or calcium pyrophosphate dehydrate crystal
deposition disease in the elderly frequently presents
with sudden onset, monoarthritis and intermittent
attack, There was no evidence of crystals in the
synovial fluid, A minority of patients with
polyarticular hand osteoarthritis have recurrent
inflammation of the interphalangeal and first
carpometacarpal joints*™. The radiographic
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findings of joints showed no evidence of
asteoarthritis, However, malignancy-associated
arthritis usually occurs later in life. Dr.'Teera (the
hematologist) explained that the CBC and bone
marrow aspiration ruled out hematologic malignancy.
The criteria of other syndromes that may be
indistinguishable from EORA, polymyalgia
rheumatica and the syndrome of remitting
seronegative symmetrical synovitis with pitling
edema were not met.

Management of EORA is not different from
that of rheumatoid arthritis. In recenl years,
rheumatoid arthritis (RA) has become much more
manageable. Patients now have the prospect of
having their symptoms suppressed and their synovitis
toned down by new medicalions with relatively few
side effects™. Education, pain control, a balance of
rest and exercise, temperature modalities, and drug
therapy all can be instituted. Itis clear that a program
to restore and subsequently preserve (partial)
independence may be very complex and will need
the effort of the whole management team, including
a rheumatologist, an orthopedic surgeon, a physical
therapist, an occupational therapist, a pharmacologist,
a nurse and a social worker,

I would like to remind you that this patient
was referred to our hospital for diagnosis and proper
management. She was treated with symptomatic and
supportive treatment and corticosteroids from the
provincial hospital, T suggested treating her with
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