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Table 1. Renal and extrarenal manifestations
of 12 patients with late onset LN

Renal and extrarenal manifestations of 12 elder-
ly with LN

n %
Sex
Male 4 33.3
Female 8 66.7
Age,years
50~65 8 66.7
=65 4 33.3
Extrarenal manifestations
ANA positivity 11 91.7
Anti-ds-DNA positivity 9 75
Anti-Sm positivity 0 0
Low C3 10 83.3
Low C4 8 66.7
Low CH50 7 58.3
Arthritis/arthralgia 2 16.7
Fever 8 66.7
Hematological disorders 9 75
Malar rash 2 16.7
Cutaneous 2 16.7
Photosensitivity 2 16.7
Neurological disorders 0 0
Serositis 8 66.7
Oral ulcerations 0 0
Alveolar hemorrhage 2 16.7
Clinical renal presentation
Hematuria 8 66.7
Proteinuria 12 100
Nephrotic syndrome 8 66.7
Renal failure 9 75
Hypertension 9 75
WHO classes (n=9)
I 3 33.3
v 5 55.6
A% 1 11.1
Sjoren syndrome 3 33.3
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Table 2. Relationship between the initial clinical and serological data and the renal his-
topathology
Presentation findings n Histopathology x2 D
class II class IV class V
(n=3) (n=5) (n=1)

Sex
male 3 1 2 0 - -
female 6 2 3 1

Active urinary sediment 4 1 2 1 - -

Urine protein excretion,

g/day

<lg/day 1 1 0 0 2.3 NS
>1g/day 8 2 5 1

Serum creatinine, mg/dl
<lmg/dl 3 0 2 1 2.3 NS
>1Img/dl 6 3 3 0

Blood pressure
Normotensive 2 2 0 0 5.1 NS
Hypertension 7 1 5 1

Nephrotic syndrome
Yes 6 0 5 1 9 0.01
No 3 3 0 0

Hemoglobin, g/dl
<10g/dl 6 3 3 0 2.3 NS
>10g/dl 3 0 2 1

C3 titers
Normal 1 0 1 0 0.56 NS
Low 8 3 4 1

C4 titers
Normal 4 1 3 0 0.23 NS
Low 5 2 2 0

CHS50
Normal 3 0 2 1 0.23 NS
Low 6 3 3 0

Anti-ds-DNA
Negative 3 0 3 0 - -
Positive 6 3 2 1

* x’test comparing class II with classIVand V.
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Table 3. Summary of clinical chmacteristics, treatment, outcome and renal histology

cane sex onset initial symptom treatment

No age PSL ﬁi%?]fﬂﬁlj Pule
(years) (mg)
1 M 79 edema 40 (=) (+)
2 M 72 legedema 20 (=) (=)
3 F 66 erythema 50 (=) (+)
4 F 62 leg edema 40 (=) (=) (=)
5 F 64 legedema, fever 30 (+) (=) (=)
6 M 65 leg edema 60 (+) (+)
7 F 52  chance proteinura 30 (=) ()
8 F 62 legedema 50 (=) (+)
9 F 51 arthralgia 40 (+) (+)
10 F 50 chance proteinuria 60 (=) (=)
11 M 53 leg edema 60 (=) (+)
12 F 52 leg edema, fever 30 (=) (=)
60.7+£9.3 42.53+3.9
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Table 4. Prognostic significance of clinical, serological and histopathological

data at the final evaluation

n Final clinical status

Presentation findings no ESRD ESRD x2 D
or death

Sex
male 4 1 3 0.69 NS
female 8 4 4

Urine protein excretion
<lg/day 2 0 2 1.7 NS
>1g/day 1 0 5 5

Hemoglobin,g/dl
<10 7 1 6 5.2 NS
>10 5 4 1

Serum creatinine
<Img/dl 3 3 0 5.6 <0.05
>1mg/dl 9 2 7

Nephrotic syndrome
Yes 9 5 4 4.3 NS
No 3 0 3

Histopathology
Class II 3 0 3 3.6 NS
Class IV 5 2 2
Class V 1 1 0

Serotitis
Yes 8 3 5 0.17 NS
No 4 2 2

Period from first admisson to diagnosis
=<6 months 3 3 0.34 NS
>6 months 6 2 4

Sjoren syn ,
Yes 3 0 3 2.9 NS
No 9 5 4

Hypertension
Yes 3 1 2 0.74 NS
No 9 4 5

C3 titers
Normal 2 1 1 0.07 NS
Low 10 4 6

C4 titers
Normal 4 2 2 0.69 NS
Low 8 3 5

CH50
Normal 5 4 1 1.2 NS
Low 7 1 6

ESRD=End-stage renal disease

* y2test comparing ‘no ESRF’'with‘ESRF +death’.
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Statistical survey of late onset of lupus nephritis
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Abstract

From December 1985 to December 2002, 12 patients with onset of lupus nephritis over the age of 50
were treated in our clinic. The onset age ranged from 50 to 79 years, with an average age of 60.7 years.
All patients had proteinuria. Eight patients were in nephrotic status and nine patients developed renal
failure. Renal biopsy was performed on eight patients and an autopsy was performed on one patient.
As for the pathological classification, three patients belonged to class II, five (patients) to class 1V, one
(patient) to class V. The patients with classIV and class V nephritis had a tendency to develop
nephrotic syndrome at diagnosis. All patients were treated with steroids. High dose intravenous
methylprednisolone pulse therapy was performed on six patients, apheresis on three patients, im-
munosuppressive therapy on three patients. The final status at last observation was three patients with
no proteinuria, one patient with persistent proteinuria without nephrotic syndrome, two patients with
chronic renal failure, three patients on dialysis and three patients who had died. Infection was the cause
of death in all patients who died. High serum Cr level at diagnosis was significantly associated with

poor prognosis.
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