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Table 1. Age and sex distribution

Male Female

‘Total

~9 1 0 1
10~19 2 10 12
20~29 2 13 15
30~39 3 11 Y
40~49 1 6 7
50~59 0 2 2
60~69 0 2 2
Total 6 44 53

Male: Female==1:5 Mean age: 30yr

2) §IHEH

S.L.EdAE 3hus oo stela 2 434kl &
A7 HEe] 43¢ FYR 454 gl A
A59 zape] gsid 4 AF As = F4L 38°
Colare] wred & 53¢l % 4301(8L 1% A 2=, &
N, Gy, 2EEY gAY AL 4177, 4%4
A, | EdEe s]PwalL 3964(73. 6% 4, B4
ol gl E-e 3261(60. 4% A et ol
AT, 4, HehEe] AWsEAY SLES g3
2 dodel v Ao gy EFTE FY AsASF
Apol alml ALk 2061(37.7%08.04 24, FE, &
LG5 425754 174(32.8%), AT AAS
Ady 2ds g Azl ol2E ARFFAL L)
(20.8% )l A A5, Raynaud AL 38 (53¢
F EEYY 159+ o] ArEHel]l AT FHE ¥l @
)% 6o1(15.8%)014 AR FALAYL 3
FolE 28.3%04, ¥ $dE 15.8%04, dstaFd
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Table 2. Clinical manifestations

Total* Positive findings
cases C;;ee %
Fever 53 43 81.1
Kidney involvement** - 53 41 77.4
Skin eruption 53 39 73.6
Arthralgia or arthritis 53 32 60. 4
Cardiopulmonary manifestation 53 ¢ 20 37.7
a) Heart or pericardium ’ 53 14 26.4
b) Pleurisy : 34 7 20.6
¢) Pneumonia 53 6 9.6
@) Tuberculosis 53 1 1.9
Gastrointesinal symptoms*** 53 17 32.8
Hepatomegaly 53 15 28.3
CNS symptoms 53 1 20.8
Splenomegaly 38 6 15.8
Raynaud’s ph'e_nomenan 38 6 15.8
Lymphadenopathy 53 1.3
P

: Cases in which a definite statement was made in the case reports concerning the presence of
the findings listed.
**:- Kidney involvemenit was suspected by the edema, proteinuria and hematuria.

**%: (5.1 symptoms were nausea, vomiting, melena and anorexia.

Table 3. Laboratory findings

Total* Positive results

Cases Cases %
Anemia (Male : </13gm% Female : <12gm%) 53 49° 92.5
Leukopenia (<4, 000/mm?) 53 18 34.0
Thrombocytopenia (<100, 000/mm?) 36 17 47.2
E.S.R. (Male:>15 mrn/hr Female : >>20 mm /hr) 40 36 90.0
L.E. cell, positive ‘ 51 38 74.5
R.A. test, positive k 27 11 40.7
Direct Coombs’ test, positive 30 10 33.3
VDRL, positive v 39 5 12.8
A/G ratio, reversed : 46 32 69.7
Hypergammaglobulinemia (C>1. 6gm%) : 16 11 68.8

*: Cases in which a definite statement was made in the case reports concerning the presence of the
findings. listed. ‘
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£ 11L.3%94 ¢l gt Table 2.
3 HANAH

SLES A44LAL zd dgdddazdge d49
FAAALA LR Yol b, b A4
WHO criteria o} 2]3F 21834 1 <13.0gm%, oA
: <12 0 gm%)-& 5315 49¢1(92. 5% A, WY+

F(<4,000/mm®)-¢- 1861 (34. 0900 A, VLR34
TC(IOO, 000/mm®)& A 360 F 174 (47. 2%l
A YAEEESRYY FAH0FA  >15mm/A 2, g4
1 >20mm/A 720 4061 F 360 (00.0%)0] 4 BAE
T Agieh

wadggAdares LEAZAA S 5194% 3841(74.5
%), RA.ZAAE 27615 116(40.7%), Coombs’
A 300 10901(33.3%)01A kgolsiz, VDRL &
39¢l % 5ell(12.8%0414 kY (BBHEE et
Globulin 2] 7} 5715k} A/G ratio 7} g8 34
4608 3= 320 (69. 7% 04 3, 7-globulin o] 1.6 gm%e] 4
Z5 g 79 166 5 110 (68. 8% )% oH(Table 3).

DA B

Z 53¢ S LE&AAZ JFEARY Y] Fug
79 38l (BEYY Isell v A ZHH| AT ol Fol
0414 g 4= gl gl =ul, prednisclone B} 5] g
a7+ 24, prednisolone 3} chloroquine 3 &% & o7}
10elgl ew, =2l prednisolone 3} azathioprine 5-¢]
A FEL FATE ot 4o Polgdvh FEAE
2 E47 9449 dle 254, Falb g9l A
13e gl ol Amutde]l o FL&Ad AFqE
sAak of 47} 23 prospective study 7} ojul g w)
2 Fasiel Fabstgl o (Table 4.

Table 4. Treatments
Not

Improved improved* Total
Prednisolone 15 9 24
Prednisolone +
chloroquine 8 2 10
Prednisolone+ 5 2 4
immunosuppresants “
Total 25 13 38

* Nine cases expired were included.
5) 44, Xawd % HALHD ol 2] HAH

S.L.E.%Z}Q] OJ/Q-AK ;’% 7&*}'4}:733}‘ Q}:%i]_ﬁﬁﬂ Fﬂ
gh2- o o Foe BAF dotrrl HF FEA

Table 5. Age and sex distribution concerning to
the effect of treatment

Improved Not improved*
M F  Total M F Total

~ 9 1 0 1 0 0 0
10~19 0 7 7 2 Q 2
20~29 0 4 4 1 3 4
30~39 2 7 9 0 4 4
40~49 0 3 3 0 1 1
50~59 0 1 1 0 1 1
60~69 0 0 0 0 1 1
Total 3 22 25 3 10 13

* Nine cases expired were included.

28 yHo] B4 388 HAE Auodl Est g
W (283 A 9wl #(136), gkToE
of Wl AR ed A 49 9 A4 4 A
£ ol B 4 glgoh(Table 5). YAZAE dypdo
2 2 3Es Ase 538 ¢ =% As 440}
FRRRIT s vged 53 AsiAFAel g
& At FEAsE B4E A AHE A0t
w4kt (Table 6).

Table 6. Clinical manifestations concerning to
the effect of treatment

Improved Not improved

(25 cases) {13 cases)
No. of Pts. No. of Pis.
(%) (%)

Fever 20 (80.8) 12 (92.3)
Kidney involvement 18 (72,00 12 (92.33
Skin eruption 19 (76.03 11 (84.6)
Arthralgia or arthritis 15 (60.0) 11 (84.6)
Cardio-pulm. manifestations 7 {28.0) 9 (69.2)
kGastrointestinal symptoms 6 (24.0) 4 (30.8)
Hepatomegaly 7 (28.00 6 (46. 13
CNS symptoms 6 (24.0D 3.1
Splenomegaly 320 302315
Raynaud’s phenomenon 5 (20.0) 1C7.7

AAERAS T8 FA 94 QiAo 2 Y=
7t AgeE dF el 1 FdAE 249
42} r-globulin 8] F747 A8 Azl 9b$
1 g8 257 Bed(Table 7).
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Table 7. Laboratory findings concerning to the effect of treatment

Improved

Not improved

No. of Pts. (%)

No. of Pts. (%)

Anemia 22/25 (88.0D 12/12 € 100)
Leukopenia 11/25 (44.® 5/12 (41.7)
Thromboeytopenia 6/16 (37.5) 779 (77.8)
L.E. cell, positive 17/23 (73.9) 7/11 (63.6)
R.A. test, positive 6/13 (46.1) 2/ 6(33.3
Direct Coombs’ test, positive 6/19 (31.6) 6/11 (54.5)
VDRL, positive 3/22 (13.6) 1/10 (10.0)
A/G ratio, reversed 13/24 (54.2) 10/12 (83.3)
Hypergammaglobulinemia 2/32 (66.7 4/ 4 (100D

6> Aol

Table 9. Autoantibodies in systemic lupns

erythematosus
A 5ol A 53919 SLE&SR Fdla apwe] s e
T A9k 130gs], Wwady Aukat wr Antinuclear Igllichoprotein
9 AL nmd 9 G575 42 g o] Falsx] Histone
oty FAer] Edakda, 2 el AYAF Sm
o g x5l 34(23.1%), Hd ¥ AYzFe R wcleoprotein
Ajg el 361(23. 1%, =553 AL T4 Residue
ok o) At Sl 21§ AlBdFe] 24](15. 3%08 .2 Anticytoplasmic Mitochondria
=, Jlek g} F4RATY Aol PYHel 4 Fyeosome
B A A ok gk Ui 3l 24 Ribosome
Q¢ el & 4 99 c}(Table 8). Cyt%gla,s;m«; sap glycoprotein
RNA protein
Table 8..Cause of death Anti-RNA Ribosomal RNA
) Double-stranded RNA(?viral}
No. of Pts. % Single-standed RNA
Renal failure 3 3.1 Anticell %ﬁcllitzellilood cell
Pneumonia and sepsis 3 23.1 Platelet
Pericarditis 2 15.3 Anticlotting factors
Acute monocytic leukemia 1 7. Antithyroid
Pulmonary tuberculosis 1 7.7 Rheumatoid factor
Undetermined 3 23.1 Biologic false-positive test for syphilis
Total 13 100.0 4 zjolch. 19573 Robbins 5P¢] S.L.E.& Hdow

ZE # not

S.L.E.gl& Agge] Al o3V ek 1ar o} A4
o] A B Be AT F dAWA w2 gomt
obAx 1 RAd vt we Baldo]l ol ¢

FdRAe 9% ol F, AT ddge] 2A wIY
o web guapAle sAE FAF Table 98} 2&
e Ak $ASe] 45 AdddRgo s
299 2 Hadel dg e Aol 9 2
o} A E kst E e Wil Aol TT
s Eds A7 gln], Fresco®r7l Al=paiv] 7o
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GaE & 5 g, AATA 8 839 AA A
DNA.anti DNA complex,
complex ¥ complement component 7} WA =2 44
2 olFo] olg dalel 43 gy-ghARE Lol
o] Ao Halsl BA QLW AT Aol d4
2

L.E. A2+ 1948 Hargruves $%o] - w3
ol F S.L.E.& 2l gk 7 dal o] §5E 2
Aok, o] L.E. Al 2% 5.L.E. ¢]8]o] = rheumatoid
arthritis \} lupoid hepatitis &3] 4 % ok o =2 v}E}
¢ o+ ger, SLE SAdAE fj2E #4021
Ehdr] d el Ay ka9 A4 o) o Sl gl ep.
2% L.E. A3}l v 578 antinuclear antibody
(ANA) #4444 Ag®z Add 2 =8¢ I AL
Aol of A4 Adlagl AAde HA Repee,
Aol Al 1 o] AL Alrkel o] 4% A sl A
9 g4t

= SLES& 4454 94 4484 gn Y94
7l mebA ol BARE A el & Ee A
well gloiAl g FAE ¥Wslew, 3T American
Rheumatic Association (A.R.AD&IA & 147}4. At
A1 E(Table 1038 A en 1% 474 o] 49 AF¢

nucleoprotein-antibody

Table 10. Criteria for diagnosis of S.L.E.

Facial erythema k

Discoid lupus

Raynaud’s phenomenon

Alopecia

Photosensitivity

Oral or nasopharyngeal ulceration
Arthritis without deformity

L.E. cells (two or more)
Chronic false positive serological tests for syphllxs
. Proteinuria >3 5g/day)

. Cellalar casts

. Pleuritis or pericarditis

PRI U S A

@ o

-
s EB

Psychosis or convulsion

Hemolytic anemia or 1eﬁkopenia(<4,, 000/ mm3)
or thrombocytopenia. (<100, 000/mm?®)

bt
o
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e wehe] 3]3g] aéaa
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43, 25 Baldwin %2 Z*I o] 74 S.L.E.g
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Wb o F2b4 BAE Axdtget. 28 g et
dAe S.LEGA A4z 445 Ag9¢ 57 A
4 grel BAE 2 4 a5l
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Table 11. Neuropsychiatric manifestations

C.N.S.
Convulsion
Aphasia and ataxia
Chorea
Hemiparesis
Diplopia
Pefipheral neuropathy
Psychiatric
Depression
Organic brain syndrome

" Neurosis

* Cited from Fernandez-Herlihy, L., 1972.

Table 12. Comparison of clinical manifestations
between other countries and our series

‘Other Our series
countries*( %) (%>
Fever 83 8L1
Kidney involvement 83 77.4
Skin eruption 74 73.6
Arthralgia or arthritis 90 60. 4
Cardio-pulm. manifestations 50 37.7
a) Cardiac or pericardium =~ 46 26.4
b) Pleurisy - 45 C 2006
¢) Pneumonia 29 9.6
Gastrointestinal symptoms - 38 32.8
Hepatomegaly 25 28.3
CNS symptoms 32 20.8
Splenomegaly 15 15.8
Raynaud’s phenomenon 17 15.8
Lymphadenopathy 46 113

**Adapted from Dubois, E.L. (1966); Estes, D.
and Christian, 'C,L. (1971); and. Fernandez-
Herliby, L. (1972).

adel giin At - RRom ofwd 259 Wi}
2 99 % A
12 ;

A G B Fol IR R R A58 A4
90%% %l g}, Estes @ Christian®3}: Labo
witz ¥ Schumacher'®} A48 % ol gagy 4
E7b vgcta gtg.ont, AAES Az Harveys

3} Fernandez-Heilihy®s} ¥ 19} zbo] a1 5L of

sEAG At ArE & 5 §gl

A shad ¢ ol drh

AF4] WEE 2aHtd] wel 2elst Qo) ok
db-2] Aol A mo] =D ukdo]i} kAl gl
s, ulabd A e volyE gt Alel e A

HAFFe] Y& 5 ,,lb}.

AARAEAY e Fo49 dded foe)
4%:}13&)5}_# Q]Et 29,\,450/22,24,31,32,35)0]111 25.,(}.
2.2 Table 113} 7o) 27t 2 vdebd = glod,
AR A Ae o] AAT FFd A 3]
ZEA AAF AL 9%+ 93w, & 20.8%e
A AQAQ ARFTALE B 5 gk

Aggl w2he] P A4FAE vl Table 12014 u&
vhol re] 958 noalel w)dhe] W A Aol o
L, vl A el A E Ao Be
A HAdelt RAE, YshEAEH 5L =¥ A

=t oldl HolHet el F ol ATHEE FF
o] Feoelel s},

HAabed Q4 59 nisl wasle & ol
gdAa, WY, A49742, RA H4 2 Coombs’
Aol kA Q) A el A o 9 Adsty o,
299 AdaRL A BN AT Ae] of
Ui 2 AMe] 448 Apolur Agstds] = 2ol
Al Yebgedelw Al s o (Table 13).

Table 13. Comparison of laboratory findings bet-
ween other countries and our series

Other Our serise

countries*( %) (%>
Anemia - 71 92.5
Leukopenia 56 34.0
Thrombocytopenia 11 47,2
L.E. cell, positive 60~80 74.5
R.A. test, positive 19 40.7
Coombs’ test, positive 14 33.3
VDRL, positive 15 12.8
Hypergammag lobulinemia 60~77 68.8

* Adapted from Dubois, E.L. (1966); Estes, D.
and Christian, .~ C.L. (1971); and’ Fernandez-
Herlihy, L. (1972).

S.LEY Algs m44q a9 ofEayeosn o
e 4 ok 2444 Aagdeny YA g
84l E o ARE FFANGn G E 4
2 3, FEF, kg, %34 € A4 $4&
selok Frta FxE s gub. FERE aspirin, 24
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=Abstract=

Clinical Study on Systemic Lupus
Erythematosus in Korea

~-Analysis of 53 cases—

Il1 Nam Sunwoo, M.D., Jee Sook Hahn, M.D,,
Yun Woong Ko, M.D., Kyung Suk Kim, M.D. and
Eung Suk Chai, M.D.

‘Department of Internal Medicine

Yonsei University College of Medicine

Since the first report of systemic lupus erythema-
tosus (SLE) by Kaposi in 1872, many studies and
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clinical observations of the large series had been
reported in the Western, but no collective study
was reported in Korea. Therefore, we made this
study to observe the characteristics and to determine
the prognostic value of clinical manifestations of
SLE in Korea.

Fifty-three patients with SLE were collected; 27
from the Severance Hospital, Yonsei University
College of Medicine, Seoul, Korea, from Jan. 1960
to Dec. 1974, and 26 from the literature reported
in Korea until 1974. Clinical manifestations, labora-
tory findings, treatments, and prognosis, and the
results were compared with those of the large
series in the Western.

The results obtained were as the follows:

1. Age distribution was between 5 and 62, mainly
in 10 to 40 year (77.4%). Fourty-four were female
and 9 male with female to male ratio of 5: 1.

2. Main clinical - manifestaions ‘were fever (81.1
%), renal manifestations such as hematuria, pyuria,
and casts (77.4%), skin -eruptions (73.6%), joint
symptoms (60.4%), and cardiopulmonary manifes-
tations (37.7%). The others were gastrointestinal,
neuropsychiatric  manifestations, and Raynaud’s
phenomenon in orders. The hepatomegaly was found
in 28.3%, splenomegaly in 15.8%, and lymphadeno-
pathy in 11.3% of the patients.

3. Laboratory findings were divided into general
hematologic and immunoclogical abnbrmalities. Ane-
mia was noted in 92.5%, leukopenia 34.0%, throm-
bocytopenia 47.2%, and increased ESR 90.0%; and
positive LE cell 74.5%, reversed A/G ratio 69.7%,
hypergammaglobulinemia 68.8%, positive RA test
40.7%, positive direct Coombs’ test 33.3%, and
positive. VDRL test 12.8% of the patients.

4. Thirty-eight out of 53 patients were treated,;
24 with prednisolone only, 10 with prednisolone
and chloroquine, ‘and. 4 with predaisolone and
cytotoxic agents (azathioprine or cyclophosphamide).
There was significant improvement in 25, but no
improvement in the other 13 treated.

5. Number of death confirmed was 13; causes of
death included 3 of renal failure, 3 of pneumonia

and sepsis, :2 of pericardial diseasés, 1 of acute

monocytic leukemia, and 1 of pulmonary tubercui.
sis. In another 3, the cause of death was not
defined.

6. The prognosis was nct- influenced by age or
sex, while systemic involvements such as renal and
cardiopulmonary system indicated poor prognosis.
Thombocytopenia was also related to poor progno-
sis;

7. Compared with large series in the Western,
there were no definite differences in Korea except
that renal manifestations were more frequent, and
arthralgia and cardiopulmonary manifestations were
rarer. And there was a more frequent incidence of
anemia, thrombocytopenia, positive RA test and

direct Coombs’ test in this country.
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