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Diseases

Rheumatic diseases
Rheumatoid arthritis
Sjogren's syndrome
Systemic lupus erythematosus
Cryoglobulinemia syndrome
Hypergammaglobulinemic purpura
Lung diseases
Interstitial fibrosis
Silicosis
Infections
Hepatitis C virus infection
Acute viral infections
Endocarditis
Tuberculosis
Leprosy
Syphilis
Parasite infections
Miscellaneous
Sarcoidosis
Malignancies
Periodontal diseases
Elderly
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= E’J/[\ﬁ@ Fiﬂﬁ Anti-Scl-70

CREST Y {%f= Anti-centromere
ANCA
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Anti-Ro/SSA

Anti-La/SSB
Anti-Jo-1

EN IV Elfjfgi,@rl‘gtﬁ%%fii .V Post-Test Probability .

Pre-Test probability Probability Given Positive | Probability Given Negative
Test Result Test Result
0.01 0.10 0.001
0.05 0.38 0.005
0.10 0.56 0.01
0.20 0.74 0.02
0.30 0.83 0.03
0.40 0.88 0.05
0.50 0.92 0.08
0.60 0.95 0.12
0.70 0.96 0.17
0.80 0.98 0.26
0.90 0.99 0.44
0.95 0.995 0.62
0.99 0.999 0.90

Sensitivity of HLA-B27 test = 0.92 ; specificity = 0.92




( fffF ' Khan MA, et al. Diagnostic value of HLA-B27 testing in ankylosing
spondylitis and Reiter's syndrome. Ann Intern Med 1982; 96: 70-6 )

ATt IR U AT B IR BRI )

QOdds ratio 95% CI P value

Age =60 years 4.89 2.37-10.08  <0.001
Male 2.04 0.88-4.73 0.098
Dyspeptic symptoms 3.07 1.02-6.45 0.045
Smoking habit (= one pack daily) 0.77 0.16-3.68 0.748
Alcohol consumption (= 60g weekly) 3.99 0.24-65.32 0.331
Tea consumption (= one cup daily) 0.89 0.24-3.13 0.873
Coftee consumption (= one cup daily) 0.49 0.16-1.49 0.210
Use of NSAIDs 3.22 1.53-6.76 0.002
Non-specific cyclo-oxygenase inhibitors 3.71 1.57-8.79 0.003
Specific cyclo-oxygenase-2 inhibitors 2.82 1.19-6.66 0.018
Use of steroids 0.77 0.39-1.54 0.461
Peptic ulcer history 2.11 0.98-4.57 0.057
Gastric pH value (<2) 1.29 0.55-3.06 0.559
Helicobacter pylori infection 1.59 0.79-3.17 0.186
Stimulated salivary output (= ImL/min) 3.44 1.66-7.14 0.001

Stimulated salivary EGF output (= 2ng/min) 2.23 1.11-4.47 0.024

CI, confidence interval; EGF, epidermal growth factor; NSAID, noon-steroidal
anti-inflammatory drugs.
(H}?] FI Luo JC, et al. Occurrence of peptic ulcer disease in connective tissue disease

patients associated with xerostomia. Aliment Pharmacol Ther 2003; 17: 217-24. %1
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Rheumatism is defined as any abnormalities related to bone, joint, muscle or other
connective tissues. It is presented as different clinical symptoms/signs and even
atypical ones during the disease progressed. Besides, the highly overlapping
characteristics exist between many rheumatic diseases and some doctors may fall into
the unnecessary pitfalls in daily practice. These factors lead to over-, under- or
mis-diagnosis occasionally. The two major pitfalls are that individual carrying an
immunological marker is sometimes considered as a victim of rheumatic disease and
some kind of rheumatic diseases affects only specific age group or gender exclusively.
The examples of the former are rheumatoid factor is looked as the same meaning as
rheumatoid arthritis; anti-nuclear antibody is equivalent to systemic lupus
erythematosus; human leukocyte antigen HLA-B27 equals to ankylosing spondylitis;
and hyperuricemia means gouty arthritis. The instances of the latter are systemic
lupus erythematosus affect young females only; ankylosing spondylitis solely involve
young male; gouty arthritis seldom happen in young people. In fact, these concepts
are all misunderstanding. There are several out-of-date or wrong notions about the
treatment of rheumatic diseases which may induce ineffective results. For example,
treating rheumatoid arthritis according to the conventional pyramid model may lead to
the missing of golden treatment period; prescribing large amount of corticosteroid in
patients of systemic lupus erythematosus for afraid of potential side effects of
immuno-suppressive agents and eventually lead to un-wanted side effects of steroid;
abuse of non-steroidal anti-inflammatory drugs leads to severe complications such as
upper gastro-intestinal bleeding; prescribing hypouricemic agents promptly for any
patients of asymptomatic hyperuricemia. The purpose of this article is to discuss and
clarify the pitfalls frequently encountered in the daily medical practice. (J Intern Med
Taiwan 2004; 15:147-160 )



