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SYSTEMIC LUPUS ERYTHEMATOSUS IN

ORIENTAL MALES
A CLINICAL PROFILE

SYNOPSIS

Few studies have characterized the clinical profile of male
patients with systemic lupus erythematosus (SLE). The spectrum
of organ involvement in 32 males with the disease were reviewed
retrospectively. Presenting symptoms resembled other large com-
bine series of males and femates. Diffuse lymphadenopathy
however was more common {38%). The commonest decade was
between 10—19 years compared to 20--29 years in the feamles.
Of the 32 patients reviewed 12 were alive and 12 had died. The fate
of the remainder 8 were unknown. Infection and renat failure were
the major causes of death. The survival rate for our male patients
was 66% at 5 years and 61% at 10 years. This is marginally less
than for all our SLE patients (70% at 5 years and 60% at 10 years).
The relatively poorer survival of our patients compared to Western
series may reflect poorer nutritional and educational status,
ignorance and a more advanced disease state at presentation.

INTRODUCTION

Systemic lupus erythematosus (SLE) is characterized by a
female to male ratio of 3:1. This sex differentiation is an outstan-
ding genetic factor associated with the disease. Recent reports
have also suggested that male patients have a decreased survival
compared to female patients (1—4), We retrospectively studied 32
males with SLE to determine whether there are differences in the
manifestations and severity of the disease between the sexes.
The clinical features, course and prognosis of these patients are
described below.

MATERIALS AND METHOD

32 males with SLE were seen at 4 general hospitals in
Singapore between 1960 and 1981. 31 were orientals. They com-
prised 23 Chinese, 5 Indians and 3 Malays. All met the preliminary
American Rheumatism Association criteria for the disease (5).
Buccal smear and Karyo-type were performed in one male who
had scanty axillary and public hair and small testes. These con-
firmed the 47 XXY chromosomal complement.

Salient clinical features in these patients were ascertained by
retrospective review and included (a} age at diagnosis, (b) initial
manifestations of the disease, (c} evidence of renal involvement
as manifested by abnormal urine sediment, proteinuria » 1 gm/24
hours or elevation of serum creatinine > 1.4 ug/d!.

. 332



VOLUME 25, NO 5 OCTOBER 1984

Other significant recorded laboratory findings in-
cluded (1) occurrence of thrombocytopenia or
haemolytic anaemia (2) antibodies 10 double stranded
DNA (3) reduced levels of serum complement. Per-
cutaneous renal biopsy was carried out in 15 patients,
Hormonal assays were not performed,

None of the patients gave a family history of lupus.
Family studies were not pursued.

RESULTS
Age

78% of male patients were below 30 years of age at
diagnosis. The commonest decade was between 10-19
years. Both these results are significantly different
from the age distribution of female oriental SLE
patients in our populations (Fig 1).

Initial manifestations

The initial manifestations of our patients are sum-
marised in Table 1 and compared to a Grigor et al who
studied 50 SLE patients {male and female) (6) and a
Singapore study of 176 female SLE patients (7). Major
initial manifestations were fever and malaise (47%),
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skin and mucus membrane involvement (69%) and
arthritis (38%). There was a significant increase in in-
volvement of the reticulo-endothelial system in the
form of diffuse tymphadenopathy and hepatospleno-
megaly in the male (38%). Lymph node biopsy in one
patient showed a non-specific adenitis. Neuropsy-
chiatric manifestation although rare in the 2 groups
were observed in 8% of the male patients.

Laboratory investigations

Evidence of clinical renal involvement was higher
among our male patients. 45% had abnormatl urinary
sediment and 35% had raised serum creatinine at
diagnosis — Table 2. 15 patients consented to per-
cutaneous renal biopsy. The renal tissue was studies
by light microscopy, electron microscopy and im-
munoflorescent antibody technique. The histologicasl
type of the 15 biopsies are shown in Table 3. During
the period of study in this subset of patients 2 died of
renal failure and 3 from non-renal causes. 7 were alive
and the outcome of 3 remain unknown.

Therapy and its complications

Treatment of our patients were along standard
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TABLE 1
INITIAL MANIFESTATIONS OF SLE

London group Singapore group Male
Manifestations {Grigor) {Feng) SLE
Arthritis/arthralgia 62% 44% 38%
Skin and mucus membrane 20 52 62
Fever, malaise 4 48 47
Thrombocytopenic purpra 4 4 13
Haemolytic anaemia 4 3 9
Neuropsychiatric 4 4 0
Swelling of facefleg 36 13
Lymphadenopathy 8 38
Respiratory 7 6
Cardiovascular 3 6
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TABLE 2

INITIAL LABORATORY FINDINGS

London group

Singapore group

Laboratory test {Grigor) (Feng) Males
Anaemia 52% (Hb <11 gm) 39% 43%
Haemolytic anaemia 12 8 9
Leucopenia 48 45 19
Thrombocytopenia 26 33 32
Anti-nuclear antibody 100 98 81
Anti-DNA antibody 100 100 80
Hypocomplementemia 56 75 79
Urine RBC > 5/HPF 30 34 45
TUP) 1GM/24 HRS 26 33 37
Raised serum creatinine 10 26 35
TABLE 3
REMAL BIOPSY AND OUTCOME IN 15 MALE PATIENTS
Histological type Number Outcome
Minimal change 2 2 Alive
Mesangial 3 1 Dead (N-R)
2 Unknown
Focal proliferative 3 1 Alive
2 Dead {1 RF}
Diffuse proliferative 3 1 Alive
2 Dead {1 RF)
Membranous 2 2 Alive
Membrano-protiferative 2 1 Alive
1 Unknown
15 7 Alive
{3 N-R)
5 Dead (2 RF)
3 Unknown

N-R = non-renal
RF = renal failure

lines. Low dose steroids and anti-inflammatory drugs
were used in mild patients. High dose steroids {pred-
nisolong 45 mgm/day or morg} and immuno-
suppressive agents {(cyclophosphamide and
azathioprine) were used in severe cases or those who
develop intolerable side effects to steroid therapy.

DISCUSSION

This study of 32 male patients, mainly orientals,
reveal a number of interesting findings. Male patients
with SLE were diagnosed at an earlier age compared
to our other female SLE patients. This infers an earlier
onset of the disease. Most of the clinical features
tended to be similar to the female group except for a
four fold increase in diffuse lymphadenopathy, The
reason for this is unclear but diffuse lymph gland
enlargement varying from 36-58% has been described
(11, 12, 13). With regard to renal involvement, males
seem to have a slight increase of nephritis { ) 10%) as
judged by urime microscopy and serum creatinine
levels.

In a prospective study of 30 men with SLE, Miller et
al {14) reported that the clinical, laboratory and
serological features tended to be similar to those of
155 females followed in the same clinic. In our
patients, central nervous involvement was more com-
mon. Arthritis was less frequent than females.

Comparing survival data, we found a marginally
decreased survival in male patients compared to our
general SLE population. This does not detract from the
fact that survival of our patients i.e. orientals, as a
whole is lower compared to Caucasian patients. Such
a phenomenon has been reported by Kaslow {15). We
believe that one reason for this is environmental and
due to less than optimal socio-economic conditions of
our patients. Poorer living conditions, ignorance and
reliance on traditional herbal remedies lead to faulty
medication, a greater risk of infection and a more
advanced disease presentation. In contrast, Wallace
et al (1) reported better female survival. This was in-
dependent of nephritis. Seemingly worse prognosis in
males, especially those with nephritis have been
reported (2, 3, 4).
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The assoclation of SLE and Klinefelter’'s Syndrome
in one of our patient is note worthy. Elevated oestriol
levels in SLE patients with Klinefelter's syndrome,
suggest chronic oestrogenic stimulation {16). Hor-
monal levels were not assayed in our patient. Studies
in murine models of SLE implicate sex hormone in the
origin of autoantibodies (17} and overall morbidity (18,
19).

Study of immunogenetics, racial and hormonal fac-
tors in our patients are in progress.
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