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Table 1. Age Distribution of 55 Patients with Systemic
Lupus Erythematosis (SLE)

Table 3. Abnormal Laboratory Finding in 55 Cases with
SLE

Age No. of Cases (%) Laboratory findings Incidence (%)
<20 12( 21.8) Hematologic
21-30 25 ( 45.5) Leukopenia (< 4,000/mm3) 63.6
31—40 11 { 20.0) Lymphopenia (<1,500/mm?) 54.5
41-50 5( 9.1} Anemia (<11 gm/dl) 80.0
51—60 2( 3.6) Thrombocytopenia  (<100,000/mm?) 38.2
C-ESR (>20 mm/hr) 63.8
Total 55 (100.0) Blood chemistry <
Mean age : 29.71 £9.9 Hypoproteinemia ‘BS.S gm/dl) 40.4
SGOT (>45 U/L) 29.6
Table 2, Percentage of Positive Criteria Present in 55 SGPT (>45 U/L) 13.0
Cases with SLE BUN (>20 mg/dl) 53.8
S. creatinine (>1.7 mg/d1) 26.9
Criterion* No. of cases (%) Immunologic
1. Malar rash 34 ( 61.8) c3 (<55 mg/dl) 76.9
2. Discoid rash - - c4 (<20.mg/dl) 29.4
3. Photosensitivity 16 ( 28.8) Rheumatic factor 17.6
4, Oral ulcer 10 ( 18.2) Hyperglobulinemia (> 4.0 g/dl) 23.1
5. Arthritis 14 { 25.5) Reverse A/G ratio 92.3
6. Serositis - VDRL 8.3
a) Pleuritis 10 ( 18.2) Antinuclear antibody 100.0
b) Pericarditis 9( 12.2) LE cell 37.7
7. Renal disorder Cryoglobulinemia 18.9
a) Persistent proteinuria 46 ( 83.6)
b) Cellular cast 26 ( 47.3)
& N°:')°':§;:ud::'de' 5(9) creatinine 1.5mg/dl |32 A4 Al7lsez ¥
b) Psychosis 4( 17.2) Afold, e ArFL Aol whie: 3.0g/
9. Hematologic disorder day °]3l2 w4 =& A%, d3les ¥F creatinineo]
a) Hemolytic anemia 3( 5.5) 1.5mg/dl o] 422 & EA} T2 iy 3.0 g/day
b) Leukopenia 34 ( 61.8) ooz AEHE A2 st
¢) lymphopenia 30 ( 54.5)
d) Thrombocytopenia 12 ( 21.8)

10. Immunologic disorder

a) Positive LE cell 20/53** ( 37.7)

b) Anti-DNA 2432 ( 75.0)
¢) False positive serologic
test for syphilis 4/48 ( 8.3)

12. Antinuclear antibody 50750 (100.0)

* 1982 revised ARA criteria for classification of SLE.
*% No. of cases{No. of tested.

A& AYT ool HaFel A2 715 357 Wl
& A B 71EL HechtE'¥o] AAIE 44 7]
Fol F3led 3AL il 0.2g/day ol3tels] HH

4
1 o8 A MY Ex

% 559 9] tAMgkAL FollA] 1605 A 2 & 5447} =5
o] Adolglen], Ay HZE 21~30417F A A 45.5%
£ A etgdch, BF A8 29.149.940] v} (Table
1.

2. TAOIE g5 S4B

1982 AAH =) FolelF w3le] At 71Fe] 9
A 7 &5 S FHEA AAE AP A o
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Table 4. Clinical Manifestation in 55 Cases with SLE

Clinical Manifestations and Renal Histopathology of Systemic Lupus Erythematosus—

Table 5. Degree of Renal Function in SLE Cases

Degree Incidence (%)

Abnormality Incidence (%)
Constitutional

Fatigue 52.7

Fever 60.0

Weight loss, anorexia 21.8
Musculoskeletal

Arthritis, arthralgia 67.2

Myalgia, myositis 32.7
Skin and mucous membrane

Butterfly rash 61.8

Alopecia 41.8

Photosensitivity 29.0

Raynaud’s phenomenon 23.6

Mucosal ulcer 18.2

Edema or bullae 63.6
Gastraintestinal 18.2
Serositis 23.6
Lymphoreticular

Splenomegaly 5.4

Hepatomegaly 10.9
Hypertension 14.5
Bacterial infection 9.1
Central nervous system

Personality disorder 5.4

Seizures 10.9

Psychosis 9.1

Stroke 3.6
Cardiac

Myocarditis 5.4

Murmur & valvular disease 12.7

1. Daily proteinuria (g/day)

<1.0 28.6
1.0-3.5 26.5
>3.5 449
2. Creatinine clearance (ml/min)
>50 44,0
50-30 22.0
<30 34.0
3. Serum creatinine {mg/dl)
<1.7 731
1.7-3.0 173
>3.0 9.6

Table 6. WHO-Classification of Renal Biopsies in 26
Cases with Lupus Nephritis

No. of Cases (%)

Class | - =
Class Ha 3(11.5)
Class 1Ib 7( 26.9)
Class 11l 1( 3.8)
Class IV 12 ( 46.2)
Class V 3( 11.5)
Total 26 (100.0)

ol 4] A whg-& ¥olor, z&HQ shllu 83.6%,
% DNA#A 75%, ot %4l 83.6%, WY+ #4F
61.8% 2| G EL ¥} (Table 2),

3. &2 Ui
8 ez BAY o AEFol 67.2%, +F
63.6%, ._‘d%'- 61.8%, %2 60%, A7} 52.7%

4 2R 41.8% T ¥ 4 HEE Jehigc

(Table 3).
4 F2 FA &
wz gl A4 Aol A Wdol 80%2 73
YT HAEF 48%, T HEF 54.5% Y 2L
% 38.2%013l o0 A% A4 E A BAYF
o] 40.4%, SGOT 4% 29.6%, SGPT 4% 13%¢<l| A

Bgtor

+ 4 Aol "o AAEd CrAl 44 76.9%
C. 24 24 29.4%, A/G ratiodd 92.3%, hyperg-
lobulinemia 23.1%¢°1% LEAIZ ¥4 37.7%, cryog-
lobulinemia 18.9%, rheumatoid factor%4 17.6%
]2z} (Table 4).

5 | W e uidl W

944 3.5g ol A2 digF thinE wel AF9r 449
%, 1.0~3.5g% tlx 26.5%, 1.02“]"\_}—] whef 3
7} 28.6% olsich, 41715 HAA}olA creatinine A3
€ 50 ml/min °| 4 44%, 30~50ml/min 22%, 30ml/
min °©]3} 34% °l%levwl, VA creatinine 1.7 mg/dl
°l3} 73.1% 1.7~3.0mg/dl 17.3%, 3.0mg/dl |4
2l 797} 9.6%¢1%ic} (Table 5).
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Table 7. Clinicopathologic Correlations of Lupus Nephr-

itis

lla o 1l v \%
{n=3) (n=7) (n=1) (n=12)(n=3)

Age (mean) 18 26 39 30 26
Nephrotic syndrome - 4 — 9 3
BP >150/95 mmHg - - - 4 1
S. Crea > 1.7 mg/di* - - - 2 -
Hematuria 2 3 1 11 2

* Serum creatinine

Table 8. Follow-Up Observatitons of Lupus Nephritis

Table 9. Clinical Outcome of 55 Cases with SLE

Outcome No. of Cases (%)
Improved 26 (47.2)
Statjonary 5{ 9.1)
Worse 3( 5.5)
Death 11 (20.0)
Loss of follow-up 10(18.2)

Table 10. Causes of Death in 11 Cases with SLE

Causes No. of Cases (%)
Infection 6 ( 54.5)
Congestive heart failure 2( 18.2)
Subarachnoid hemorrhage 1( 9.)
CNS involvement 1( 9.1)
Renal failure 1( 9.1)
Total 11 (100.0)

Class n Improved Stable Deteriorated Death
i1a 3 1 1 1 -
b 7 1 3 1 2
i 1 — 1 - -
v 12 4 1 5 2
v 3 1 — —

Total 26 7 6 7 6

* Mean duration of follow-up: 13.8 £ 11.6 months.
* Clinical categories by Hecht B et al.™®

6. AIF 4y A

AR AL AP 26419 WHO ¥54el o3
2] 2483 B5F= oakd F44 A (class IV) 46.2
%, "AAE FAA4 Al (class [1a 2 1Tb) 38.4%,
uka) 219 (class V) 11.5%, 344 F44 A4 (class
M) 3.8%°1%.cH(Table 6).

7. gl =3 ER} AY 40 wA

A AL AP 26009 Bl =2 Hfol ot
& qlaag v ad Az w4 A (class V) o vl
244 Al (class V) el A AIZFF, ¥ A7
Fo] Asl, dx 52 £33 & 4 Yk (Table 7).

E3 o] A AR AP FolA v 2ol AA
AE% i 13.8+11.6709 33 A 7IHES AR
7159 54 7o, A 6oll, 23t 7ol W Abuke] A4t
6l 313lch(Table 8).

8. 4 A= Y ol

QU ATl 27 717 Bt YAFAL B4 47.2%,

A2 9.1%, 43 5.5% Y Aubo} 20%°]1%lt} (Table
9), AbetE 1dlellA] Wiz = 74 6oll, £HA AY-
A 200, XFE} 24, AL, T3 AAAIY Sol
747} 10l 4 o] 2l vk (Table 10).

a oF

L

A4 Bk ke 2 200 o 30009 F@e o4
ol A F2 WAt S A7} | B AlA] A
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Clinical Manifestations and Renal
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The epidermiology, diagnostic criteria, clinical
manifestions, renal histopathology and clinicopath-
ologic correlations in 55 cases of systemic lupus eryth-
ematosus (SLE) were analyzed. The patients studied

A8 A1 FH A~

were admitted to Keimyung University Hospital from
January 1982 through December 1988,

The results were as follow:

1) Of 55 cases all were female except for one. Those
in the age group of 20 to 30 were 45.5%, and the mean
age was 29.1+9.9 years old.

2) The percentage of positive criteria present in the
1982 revised ARA diagnostic criteria for classification
of SLE revealed, among those with high percentage
incidence that antinuclear antibody (ANA) was 100%,
persistent proteinuria 83.6%, anti-DNA antibody 75%,
malar rash 61.8%, and leukopenia 61.8%,

3) Cumulative percentage incidence of commonest
clinical manifestations were arthritis & arthralgia 67.2
%, edema 63.6%, malar rash 61.8%, fever 60%, fatigue
52.7% and alopecia 41.8%.

4) Hematologic laboratory findings were anemia 80
%, leukopenia 48%, lymphopenia 54% and throm-
bocytopenia 38.2%; Blood chemistries were hypo-
proteinemia 40.4%, elevation of SGOT level 29.6%,
elevation of SGPT level 13%, and in the immunologic
laboratory findings, there was of the decreased C3 titer
79.6%, C4 titer 29.4%, reversed A/G ratio 92.3%, hyperg-
lobulinemia 23.1%, LE cell preparation 37.7%, cryog-
lobulinemia 18.9%, and rheumatoid factor 17.6%.

5) Degree of daily proteinuria revealed that under 1.0
g/day was 28.6%, 1.0~3.5 g/day 26.5%, over 3.5 g/day
44.9%. Degree of renal funciton revealed that creatinine
clearance over 50 ml/min was 44%, 30~50 ml/min 22%,
under 30 ml/min 34%, serum creatinine under 1.7 mg/dl
73.1%, 1.7~3.0 mg/d!l 17.3%, and over 3.0 mg/d}! 9.6%.

6) The prevalence of different WHO classification of
biopsies 26 cases with lupus nephritis were class Ila 11.
5%, I1b 26.9%, III 3.8%, IV 46.2% and V 11.5%.

7) Relatively higher frequency of nephrotic syndrome,
hypertension, renal function impairment, and hematuria
were shown in class IV and V of lupus nephritis. During
follow-up periods (mean 13.8+11.6 months) of the renal
biopsied cases, improved renal function was found in 7
cases, 6 cases were stable, while 7 cases deteriorted and
death occured in 6 cases.

8) During clinical course of the SLE, improved clini-
cal manifestions in 47.2%, no change in 9.1%, 5.5% were
worse and death occured in 20%.

9) Fatalities occurred in 11 cases of SLE. The main
cause of death was infectious episodes (6 cases), while
other causes of death were congestive heart failure (2
cases), subarachnoid hemorrhage, renal failure and CNS
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involvement (1 cases of each).
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