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Application of Clinical Laboratory Tests in Musculoskeletal Diseases
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Objectives : It is difficult to make accurate diagnosis of musculoskeletal disease because of its multiple, subjective and non-specific
symptoms. It is possible to reduce errors of differential diagnosis through detailed history taking and physical examination in parallel
with laboratory tests based on clinical decision.

Methods : Korean and foreign on-line databases(Pubmed, Cochran Library, NDSL, KISS and OASIS) were researched for articles
discussing laboratory tests in musculoskeletal diseases.

Results : Laboratory tests could be applied usefully for various musculoskeletal diseases, In this review, available laboratory

components in these musculoskeletal diseases are summarized, and then significance and usefulness of disease-specific laboratory
examination are described.

Conclusions : When examining musculoskeletal patients, it needs to accurate differential diagnosis by full interview and physical
examination, to select required tests by understanding laboratory tests thoroughly, and to judge the prognosis precisely.

Key words : Clinical Laboratory Techniques, Musculoskeletal Diseases, Arthritis, Rheumatic Diseases, Autoimmune Diseases

B Corresponding Author

Jung—-Han Lee, Department of Rehabilitation Medicine of Korean Medicine, College of Korean Medicine, Won—Kwang
University, 895, Muwang-ro, lksan-si, Jeollabuk—do, 54538, Rep. of Korea
Tel : (063) 859-2807 Fax : (063) 841-0033 E-mail : milpaso@wku.ac.kr

109




=l

HEMFFLoSIE|X| M137 M2

N

A2

T
H
.
)
%

o

AT} o] 2 Q1% Arel A Hlg-o] Ftekal Al

—_
o

xR A 75 e 2398

i+ woHet
71 9]

WV Py

]St

o|) ]

2

N

T
o
i)

=

N

3 ZdA]

5

Sh

<)

QU T

il

wp

N
Bo

3] 4

2

L

s

AFe] B4 1 $1(Table 1)

%] AeE H7}

=

=

|22 o]oA =

z

|

o
S

5O
=

.
e,

o

b Loprt
=9

°

7
710]

1

.

[e)

=

st

g A= 7]

510 A

=llbN

T+

2ok A1A) 3

i
~
o

e a8

°

=
o

Ak

= 71

T AAt (complete blood count,
& ol

=4
=

dl

X

x5
CBC)

.I

1)

(white blood cell, WBC)4*, A&4(red blood
cell, RBO)%, @44 (hemoglobin, Hb), Ad&

A& (hematocrit, Het), 3

o]
B A7

—

A

]_

0]
pal

Aot 27}

-

@
o, 57 Age] %

A= 2

L =
e Fe

1

4

I}

[¢]

(mean corpuscular hemoglibin, MCH),

HAY A A 7]

o

o] ©
S

5% (mean corpuscular hemoglobin
concentration, MCHC), @4%(platelet, PLT)
2384 (mean platelet volume)22 T4

|
=

’

2]
=

3 2 %

HGE

o
=

=

P ARl BN AT 4 U 2EAA
=

o|3f

15

RS

°

e
a1

el

gtk

shax}

s
=

ojofo sl 7]

]
&

ERRERE

=

%

El7l Bi2u QAL

110



o F08 4TS TP,

2) 247| B3 (gcute phase reactive
protein, APP)

(1) A+ A& Z(erythrocyte sedimen—
tation rate, ESR)
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phosphorus), Z<(CA, calcium)), &7, CO2,
gl g A A (Blood urea nitrogen, BUN), 3|
otE|d, 2=t T AARRITH EI AWM HARE 9
A AP 4= Aok,

Table T. Reference Ranges for Blood Tests

Component Specimen Conventional units Sl units*
CBC WBC Whole blood
male 3.8-10.0 X 10%/uL 3.8-10.0 X 10°/L
female 3.7-10.0 X 10° /L 3.7-10.0 X 10°/L
RBC
male 4.3-5.7 X 10°/uL 4357 X 10?/L
female 3.8-5.1 x 10°/,L 3.8-5.1 X 102/L
Hb
male 13.2-17.5 g/dL 132-175 g/lL
female 11.5-15.3 g/dL 115-153 g/L
MCV
male 79.5-98 ym3 79.5-98 fL
female 80-98 ym3 80-98 fL
MCH
male 28-34 pglcell 28-34 pylcell
female 27-34 pglcell 27-34 pglcell
MCHC
male 32.0-37.2 g/dL 320-372 g/lL
female 31.6-36.4 g/dL 316-364 g/L
Hct
male 38-50 % 0.38-0.50
female 35-44 % 0.35-0.44
PLT
male 140-360 X 10° /uL 140-360 X 10°/L
female 160-370 X 10° /uL 160-370 X 10°/L
MPV
male 8.7-12.2 ym? 8.7-12.2fL
female 9.0-12.2 ym? 9.0-12.2 1L
APP ESR
male 0-9 mm/hr 0-9 mm/hr
female 0-20 mm/hr 0-20 mm/hr
CRP Serum 0-0.5 mg/dL 0-5.0 nmol/L
Metabolite Uric acid 2.6-7.2 mg/dL 0.15-0.43 ymol/L
Protein CK <171 UL 2.84 ykat/L
Myoglohin <50 uglL < 2.85 nmol/L
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0.25-5.0 mlU/L

900-1,800 yg/mL
100-400 g/mL

Complement

C4
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10.55-19.44 pmol/L
0.95-2.5 nmol/L
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0.82-1.51 ng/dL

Free T4
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61.69-162.34 mg/dL

<45U/L

ALT
ALP
AST

LFT

30-120 U/L
<35U/L

30-120 U/L
<35UL

Bilirubin

< 3.5 ymol/L
5-21 ymol/L
35-52 g/l

< 0.2 mg/dL

direct
total
Albumin

Na

0.3-1.2 mg/dL
35-5.2 didL

136-146 mmol/L
3.5-5.1 mmol/L

136-146 mEg/L
3.5-5.1 mEg/L
2.5-4.5 mg/dL
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0.81-1.45 mmol/L

Ca
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98-106 mmol/L
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98-106 mEg/L

ionized
total

cl’

2.82-7.14 mmol/L

7.9-20.0 mg/dL

BUN

58.34-127.30 ymol/L

0.66-1.44 mg/dL

Creatinine’

*recommended, "Serum, plasma
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Table II. Common Laboratory Tests of Main Musculoskeletal Disease

OA Gout

SA

PID

WBC

ESR

CRP

RF
Anti-CCP
APF

ANA
Anti-dsDNA
Anti-SSA/Ro
Anti-SSB/La
Anti-Sm
Anti-RNP
Anti-SCL-70
Anti-Jo-1
[s[€
HLA-B27
C3,C4
SFA

Uric acid
ALP

CK

*

!
!
!

!
!
!

H o+ o+ o+ o+t

I+

Ho+ o+ o+

4+ —- — —
—

H o+ o+ o+ o+

*| :decrease, ' { :increase, *-: negative, '+

: positive, ' +; inconclusive
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