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Interpretation of diagnostic test
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o &ofl, Fute] Agke] AR A Fasgt v|FE xA|gH o] W91 &3] Last AAE Adsto] |l 4= qlvh E3E
CH1). A3 o] g w2 Aoy} 2HlE 27 2L Hiti= HAR JAF 23S =y AA Gl 7wkt sf
ol W 4= ek 2o Yo, 54T Agte] #RiE o Agrozm, dAal diHe /7S ud 4 Stk A5 S,
AAbolA] ¥ o] o H 1 Agto] 9lal, 54 470 ke 2 AghE volof wpe fEo] thERE oo uf
Lhed 71 Aeto] Qitkar A Aztsl HelA] otk Fhh= e} ar2s)

=
= Zlo] &t} 338} (antinuclear antibody, ANA)
2

Aoltk. HAF Aib= 11 FARS] RIZHE, S0t ofye), 7F 431 244 ARk} 80A] of Aol A= FEO|BA] HloF B
Agke] FHE, Uol, 99 AAES sl iAo gttt A 243 271 AAR) F77) thEh ANAZF A9l 3

EH Y, WS, A4l g3 w1z, A4 T5A AR A < oo N FFEL T A S dFol £ Y
3 )RS Fobels 4SS 7rdstaa) o o) 1 Fash g, b, T5EEl, A o) A folaA 741
AL Aol gk 23A oJs =R E BlRH X1 Al skat, 712 do HAMY MEEAaFo] deA] gl
AA RO ok FalEl A AZRe HAIF o]l thekgt A4S anti-dsDNA 4], anti-Ro/La A, anti-Sm A7} 4/ 14],
2 rgstar, ol ztol7k 2 ok, AdS e o A C3, C4 59 HA7}F 7= QA e QAAMY Thillie
gk 5o 2] Ql(pathognomic) 4ol glol, A/ FAT HAL 2 7F e sA o HARE 2 qlzlch vk RhE Al
s FTEH R ws Wels Zlo] SufEc ERolA 7 FARolU EH 9] Aol ok FRAAAGFA|G o]
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SRt o] Q1A 92X lupus anticoagulant, anti-phospholipid
14|, anti-beta-2 glycoprotein 1 (GPI) &4, anti-cardiolipin &}
Al T gelRith Hith = 804] ojAtoll A ANA 32 2 ©
S 7] Aol A9 97k selskar, oA et AA 4
A& SRIFE Yo7t S5 17 Aot skl ANA
Eo| EotA7] Wizl q7P7t of =AY wlE AIA
of I EA] o= T F7HY AAE dE Zas §l

[e]

£ g

ok oFE, 4, 7IERe] 244 ARl g Aol At
il

(/)v]\

o) B ngol 22 44 5o A4 A% AT
A debgthd FotEAEdS ©4ske] rheumatoid
factor (RF), anti-cyclic citrullinated peptide (Anti-CCP) &=,
erythrocyte sedimentation rate (ESR), C-reactive protein (CRP)
W Sy olaulol s SAslick sk mol o) B
2ol SR B0 BT RS Holn HAA A% &
AL HolA| gr=tiH, @4 HAF glol= #&o = HE4d
7Fe/dol Erhal e 4= Stk {uE s Agks o4dd

w Selsiol 3 A el AH Ade chewt gt

Table 1. Rheumatology review of systems [3]

(Table 1) [3].

B HX[XIZA2| SY7| gtSTH HA2| ofH

ARteke dgE sh, g5 Uehlle #4719 < &

brinogen, alpha-1 antitrypsin, amyloid A §©] 7|9 33}
c}. W2 albumin, transthyretin 52 S47] G5A] T4
]

o thEAel 3471 9g wulel CRPY] o] EL o

A s dSol AREE gsHA SRt

A fastez 24 Aol HiRt 83 AR, o]

dE e mf WS s oA o MRt tole} A

Ve LA Gtk dF AR F 4643 o] %0 ST,

23 7 FHdiAof =, W= 18AIZF kel 4

&3 73-F- 02 mg/dL o5}o]il 1 mg/dL ool A2 Al
0

=}
ot
pneumococcal C polysaccharide?} 34 WH-2 Lo 7)==
X
=]
A

Patient history Constitutional Ears-nose- Obstetric Musculoskeletal Skin Hematologlc/ Allergic/ .
mouth-throat Lymphatic ~ Immunologic
Age Recent weight Dry mouth Number of Morning Easy bruising  Swollen glands Frequent
loss pregnancies stiffness sneezing
Sex Fatigue Dry eye Number of Arthralgia Rash Tender glands  Increased
miscarriages susceptibility
to infection
Family history Weakness Loss of hearing Muscle Hives Bleeding
weakness tendency
Date of onset and type Fever Difficulty Muscle Sun sensitive  Anemia
of onset (suddenly swallowing tenderness (sun allergy)
or slowly).
Subsequent course Pain Hoarseness/ Joint swelling ~ Tightness
wheezing
Previous management Oronasal ulcer Back pain Hair loss
and response
Chest pain Nodules/
bumps
Color changes
of hands or
feet in the
cold
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Table 2. Clinical comparison of ESR and CRP

ESR

CRP

Inflence Influenced by age, gender, pregnancy

Influenced by anemia, plasma protein and medication

Less influenced by age and gender
Not influenced by anemia, plasma protein and

ESR value should be corrected by the haemoglobin level medication

Reference range Reference range ;15-20 mm/hr

(for men: age/2, for women: [age+10]/20)

Response ESR rises and falls relatively slowly following the onset
of an inflammatory stimulus
Differential Mono/polyclonal gammopathy, stuations with high

fibrinogen, high albumin and high globulin

Less than 0.2 mg/dL

CRP increases and declines very quickly

Infections, tissue injury or infarction, malignancy
Cardiovascular risks and atherosclerosis

ESR, erythrocyte sedimentation rate; CRP, C-reactive protein.
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Table 3. Common immunofluorescence antinuclear antibodies patterns associated with specific diseases

ANA pattern Antigen Associated diseases
Homogenous dsDNA SLE
Histone Drug-induced SLE
Speckled Ro/La Sj6gren’s syndrome
Sm SLE
RNP MCTD
Scl-70 Systemic sclerosis
Peripheral Ro, Sm Sj6gren’s syndrome
RNP MCTD
Centromere Centromere Systemic sclerosis
Nucleolar Scl-70 Systemic sclerosis
RNA polymerase | Inflammatory myopathy

ANA, antinuclear antibody; ds DNA, double-stranded DNA; SLE, systemic lupus erythematosus; RNP, ribonucleoprotein; MCTD, mixed

connective tissue disease.
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