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=Abstract=
Clinical Study on Ankylosing Spondylitis
Nam Hyun Kim, M.D. and Seong Su Kang, M.D.

Department of Orthopedic Surgery, Yonsei University College of Medicine,
Seoul, Korea

Ankylosing spondylitis is a chronic inflammatory disease which most frequently affects
the sacro-iliac joints of young men, and also the synovial joints of the whole spine. Bony
fusion of these joints and ossification along the longitudinal ligaments lead to total immo-
bility of the vertebrae.

Sixty-two cases of ankylosing spondylitis treated at the Severance Hospital from June 1980
to June 1986 were analysed clinically and the followings were obtained.

1. The average age was 38 years and the sex ratio between the male and the female was

58 : 4 (Male=94%).

2. The most frequent location of pain was low back (32%), and the pain was usually bila-
teral (81%).

3. The main stiff regions were the hip joint (35%) and the lumbar spine (27%).

4, The most frequent joint affected was the hip (44%), and the extraarticular manifesta-
tions were pleuropulmonary disease (29%), gastrointestinal disorder (15%), iritis (10%),
ete.

5. The characteristic X-ray findings were sacro-iliac changes (72%), facet joint blurring
(53%), and syndesmophyte (37%).

6. Laboratory findings showed increased ESR (85%), positive HLA B-27 (97%), negative
rheumatoid factor (94%), and the serum immunoglobulins and complements were not
decreased.
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Table 1. Age and Sex

Table 3B. Localization of pain

Years Male Female Total(%) No. of Pts. (%)
Under 20 3 3( 5%) Unilateral 10 (16%)
21~30 18 2 20032%) Bilateral 52 (84%)
31~40 14 2 16(26%)
41~50 11 11(18%) Table 3C. Radiation of pain
51~60 6 6( 9%) No. of Pis. (%)
061~7;)0 ? ?E 2;2 Up to neck 20 (32%)
ver Down to buttock 10 (16%)
Total o8 4 62 No radiation 32 (52%)

Table 2. Duration of Symptom

Years No. of Pts. (%)
Under 1 12 (19%)
1~ 5 19 (31%)
6~10 17 (27%)
11~20 8 (13%)
21~30 6 (10%)

Table 3A. Location of pain
No. of Pts. (%)

Buttock 12 (19%)
Low back 20 (32%)
Dorsal lumbar junction 13 (21%)
Whole spine 7 (11%)
Other combinations 10 (16%)
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Fdol} Falede] Arlx, A AANA F
vpxl A Qe HEe] +Aold, =AAHTFPA
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9% e AT BEo| wse] $riebol
AT & AR de 25 A AFozA,
X A 1980v] 6YHE 1986\1 64 71A 1k 6
W7 A4 A A sl dA 33
set 24l JUsHAL Az HAHALD
R 6299 Aoz A4 34 B4 24,
A 27 5% $AS] 2 AEE A7 2
E5191R ok WohA AAE Aol T8 1
3 ool RushE ot

@ oy W M BX A€z dx7} 589,
z7} 4o 2 dAst s R Aoz ok
od, APHEE U464 A7 +2E
2g3, 214604 304177} 32%, 31414 40
A AR 26%, 414604 B0AH 7= 7 18% Qe
o, P A2 384 =H(Table 1).

@ WH 3 98 7|21 37} 19%, 14
ol 4 5:dAke]7} 31%, 6:dl A 10Wd74x] 7} 27%
2 3¢ 499 717k 7.8 0|l (Table 2).
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ogoka, F8387} 21%, FH7F 19%2 $o|3l
.x-(Table 3A), 35 ¢ I3AHoz 4% A%
7} 84% 2 chE-Fo]gleri(Table 3B), #WAlE
(radiating pain)-& 30djol| 4] gl .o v, o]F 20
ajloj 4] AL3FA] o] gl t}(Table 30C).
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4A), F55Y AL 343 A5 6582 7}



Table 4A. Location

of Stiffness

No. of Pts. (%)

Hip joint 22 (35%)
Lumbar spine 17 (27%)
Dorsal spine 3 (5%)
Cervical spine 8 (13%)
Whole spine 12 (19%)

Table 4B. Nature of stiffness

No. of Pts. (%)

Mild 21 (34%)
Moderate 28 (45%)
Severe 13 (21%)

Table 5. Peripheral joint Involvements

Hip 27 (44%)
Knee 17 (27%)
Shoulder 11 A7%)
Elbow 8 (13%) -
Ankle 7 (11%)
Wrist 5 ( 8%)
Table 6A. Extraskeletal Manifestations
Pleuropulmonary disease 18 (29%)
Gastrointestinal disorder 9 (15%)
Iritis or its sequele 6 (10%)
Cardiovascular disease 5( 8%)
Kidney disorder 2 (4%)

Table 6B. Limitation of chest expansion

cm. No. of Pis. (%)
Under 2.5 14 (33%)

25~5.0 16 (39%)
Over 5.0 12 (28%)

7 giotri(Table 4B).

® WA 2Hx ZEL| YMUIT @ 3340 44
%2 7b¢ Bz, e £3de] 27%, A
BAo] 17%, =HHo| 13% 59 Fo 2 byt
t}H(Table 5).
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g FHFo] 10%, ARGl 2ol 4 ¢
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o] 8%3l9lom, o]gjol . Al Zko] 4%l <l

Table 7. X-ray findings

Sacroiliac changes =~ - 32 (72%)
Facet joint blurring = - 24 (53%)
Syndesmophyte = - 17 (37%)
Bamboo spine = @00 14 (31%)
Vertebral squaring = - 9 (20%)
Loss of lumbar lordosis ------- 6 (14%)
Osteoporosis oo 6 (14%)

Fig. 1. This film shows the minimal S-I jo-
int changes and facet joint blurring (as in-
dicated by arrow).

9Ach(Table 6A). Hv) F7141sh Aol £7142]
FHEAS Aoz FAHPY Y2 T FHUE
o), 33%0l 4] 25cmu]ate] zfo]S .9l ch(Table
6B).
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Fig. 2. This film shows the moderate S-I
joint obliterations and the syndesmophyte
(as indicated by arrow).

@ WA 27 D HAA 247 SR 45
o Fold, B4A WA, 1WA 48}
74 9ok (72%), ¥4 blurring, syndesmo-
phyte, bamboo spine, vertebral squaring, %
o] o 2 el (Table 7).
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Fig. 3. This film shows ossification of the
longitudinal ligaments and far advanced S-I
joint obliterations with osteoarthritic chan-
ges of both hip joints.

47 BodFu, 314 2 F A4 9] syndesmo-
phyte7} f{Asz 9lct

Fig. 32 < 1247k¢e] 8% 558 F4=
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terations% H|LA L7l e 271G B
ojFa gt

Fig. 4+ <F 106479 %4&F a3dd4 5534
FTIFE02 JF aRAAANGFES U2 ¥R
o Az 3o YA Ao

ZAF 2724 . Anemiar} 22%, leukocytosis
7} 23%, ASO titerq] 7+ 22%, CRP okAul
22 67%2 Yelged, 53 E Ao o3t



" Fig. 4. Preop. and postop. film of hip jeint
involvements in ankylosing spondylitis.

Table 8A. Laboratory findings
No. of Pts. (%)

Anemia 22%
Increased A.S.O. titer 22%
Positive C.R.P. 67%
Negative R.A. 94 %
Positive HLLA B-27 97%
Leukocytosis 23%

A% &3 A ez Qs E 24
859 HLA B279 }AHbEE 97%0A #3
sl9l3, RA factorZ Al 9 %oll4] A&
B.¢th(Table 8A). @<L E 2104 304}0]
7} 29%, 316]4 404}o]7} 21%E % 85%olA]
Z715 £74¢ 2ok (Table 8B). & 2000 4
#x immunoglobulins® 2A7} &A= gl&,
IgM+ 25%, 1gG& 25%, IgA+ 20%0l A 27t
=715 4748 Xgm, C37} 25%, C47} 65 % o}
A AR £3¢ v, Friead Aol
Al immune complexd 4] C3, C47} =H-&-3fA4,
oo Za&E dolidl v, o] Ao F7t
st Zol] &3 cH(Table 8C).

@ X2 HEF HolA FE 2 EY
A8% HYP3 5'—*“7’ 2E Adgsida, 7%
of A7 Wyl s, 4ol A AHAAGE
o 43 AgF ARk

A Hxedel le ofAE ulelr},

Table 8B. Erythrocyte sedimentation rate
Range (mm/hr.) No. of Pts. (%)

0~10 8 (15%)
11~20 8 (15%)
21~30 15 (29%)
31~40 11 (21%)
41~50 5 (10%)
Over 50 5 (10%)

Table 8C. Serum immunoglobulins and com-
plements (mg/dl)

Average Increased Cases(%)
IgG 1484 (802~1760) 5 (25%)
IgA 317 ( 93~ 445) 4 (20%
IgM 167 ( 50~ 200) 5 (25%)
C3 102 ( 53~ 120) 5 (25%)
C4 56 ( 21~ 49) 13 (65%)

( ) :Normal range by RID method.
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