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Objectives: To define the patterns of clinicopathologic findings and to identify the risk factors for renal failure
and mortality of childhood-onset systemic lupus erythematosus (SLE) in Thailand.
Material and Method: The study is a retrospective analysis of clinical manifestations, laboratory data, and
pathologic findings, treatment modalities, and outcome of 82 patients with biopsy-proven lupus nephritis
(LN) with disease onset between 1 January 1987 and 31 December 1997. All children developed these first
manifestations at the age 13 years or under.
Results: Sixty-four (78%) patients were females and eighteen (22%) were males (ratio female/male = 3.5:1).
The patients were followed for a mean period of 53.6 months (range 1 -141). The mean age at disease onset was
9.2 years (range 2-12.6). Class-IV LN, observed in 40 (48.8%) patients, was the most frequent histopathology
on initial renal biopsy. Less frequent findings were class-II (30.5%), V (14.6%), I (3.7%) and III (2.4%) LN.
Based on the renal histopathology and clinical presentations, patients were treated with corticosteroids
alone or in combination with azathioprine or with intravenous cyclophosphamide (CYC). Methylpredniso-
lone pulses were given in patients with clinically more severe disease. Follow-up biopsies, performed in 12
patients, showed no change in 4 patients, and were progressive in 8 patients. On final clinical evaluation, 20
patients died, 65% died from serious infections, 15% from cardiopulmonary complications, and 10% from end
stage renal disease. As the whole group, survival rates were 89% and 74% at 12 and 60 months, respectively.
The 5-year patient survival in class-II, class-IV and class-V LN patients were 83%, 67% and 64%, respectively.
Within the group of class-IV LN, the 5-year survival  in the patients  treated with intravenous CYC was signifi-
cantly better than those receiving prednisolone with or without azathioprine. Five-year kidney survival rates
from the time of diagnosis to the endpoints of terminal renal failure were 94% for the whole group, and 100%,
96%, 91% in the class-V, class-II, and class-IV group, respectively. Initial presence of hypertension, hematuria,
renal insufficiency were independent factors significantly associated with lower patient survival probabilities.
There was no association of either patient and kidney survival with gender, age, cytopenia, and autoantibody
level.
Conclusions: Infectious complications were the most common cause of morbidity and mortality in our pediat-
ric patients with SLE. The immunosuppressive agents used to treat SLE seemed to be a major contribution to
the patient survival. With judicious use of corticosteroid, intravenous CYC in severe SLE showed superior
efficacy over oral prednisolone with or without azathioprine.
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Over the last three decades, the addition of
cytotoxic agents to corticosteroid has improved both
the short- and long-term prognosis in children with
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systemic lupus erythematosus (SLE)(1). It has been re-
alized that diffuse proliferative (WHO class-IV) nephri-
tis and persistent central nervous system disease in
SLE have poorest prognosis. However, the improve-
ment of survival is attributed to both early diagnosis
of patients with mild disease and improved manage-
ment of severe disease. With the increasing life expect-
ancy of lupus patients, complications from disease pro-
cess or from its concomitant therapy currently contrib-
ute to the major causes of morbidity and mortality in
these patients(2). These complications, particularly
infections, vascular complications, osteonecrosis, or
thrombosis, are often linked with flares of the disease.
Death from lupus crisis is rare today. Sepsis has
replaced renal failure as the most common cause of
death(3).

In our current study, we retrospectively evalu-
ated the clinical and histopathological features, clini-
cal course, and outcome of SLE in 82 children followed
at our hospital, one of the major tertiary childrenûs
referral centers in our country over four and a half
years. Our aim was mainly to identify the risk factors
predicting end stage renal disease (ESRD) and mor-
tality in our pediatric patients.

Material and Method
Retrospectively, 82 children with SLE under

the age of 13 years at the time of diagnosis of SLE and
with disease onset between 1 January 1987 and 31 De-
cember 1997 were included in the study. The medical
records in Siriraj Hospital, including the various pre-
sentations, laboratory data at the time of biopsy and
the clinical course of the patients, were reviewed. In-
formation was obtained from patient reports and our
separately-stored database. All patients fulfilled the
1982 revised criteria for the classification of SLE of the
American College of Rheumatology (ACR)(4). Patients
with drug-induced lupus or with mixed connective tis-
sue disease were excluded. Disease onset was defined
as the time of diagnosis of SLE according to ACR crite-
ria and/or renal biopsy result consistent with lupus
nephritis (LN). Clinical definitions used in our study
were: hematuria, > 5 red blood cells/high power field,
significant proteinuria (1+ on dipstick if urine specific
gravity (sp.gr) <1.015 or 2+ if sp.gr >1.015), elevated
serum creatinine (Cr) level >1 mg/dL in adolescent or
>0.7 mg/dL in child, hypertension with diastolic and/or
systolic blood pressure >95th centile by percentile of
height. Timed-urine collection for Cr clearance and uri-
nary protein excretion was undertaken in selected cases.
Urinary protein excretion greater than 40 mg/m2/hr in-

dicated nephrotic-ranged proteinuria. A renal biopsy
was performed in all patients regardless of an active
urinary sediment, proteinuria or raised serum Cr
levels. Percutaneous renal biopsies under ultrasound
guidance were obtained under supervision of attend-
ing nephrologists. The specimens were processed for
light, immunofluorescent and electron microscopy. The
renal lesions were classified according to World Health
Organization (WHO) classification of LN(5). Repeated
renal biopsies, if available, were also evaluated and
recorded.

Treatment was determined by disease activ-
ity and renal pathology. In patients with class-I LN,
treatment was given for extrarenal manifestations of
SLE. Patients with class-II and class-III LN, who had
normal renal function without nephrotic-ranged pro-
teinuria, were treated with protocol A, i.e., oral pred-
nisolone at an initial dose of 1-2 mg/kg/day (maximum
60 mg/day) that was gradually tapered to low doses.
Those with nephrotic-ranged proteinuria or with
elevated serum Cr level received protocol B, i.e., aza-
thioprine at a dose of 2-3 mg/kg/day added to pred-
nisolone 2 mg/kg/day. Patients with class IV LN were
mostly treated with protocol C, i.e., cyclophosphamide
(CYC) plus oral prednisone (2 mg/kg/day, maximum
60 mg/day) over 1-2 months, which was then gradu-
ally tapered to low doses. CYC was given monthly for
6 months as a single intravenous bolus at a maximum
dose of 1 g/m2 then every 3 months for a total period
of 36 months. Patients with clinically severe disease
were treated with high-dose intravenous (i.v.) methyl-
prednisolone (MP) pulses (30 mg/kg, maximum 1 g,
on alternate days, 3 doses). Oral prednisone was main-
tained at low doses. Patients with class-V LN received
prednisone and azathioprine. The treatment strategy
for individual patients varied over the course of treat-
ment. Drug doses were adjusted according to clinical
response or to maintain the C3 complement and anti-
DNA antibody titer levels to near normal range as much
as possible. Other therapy such as hydroxychloroquine
and/or antihypertensive drugs were used depending on
extrarenal manifestations of SLE or complications.

Duration of follow-ups were calculated from
the date of diagnosis of SLE to the last date seen, or
was known to have developed ESRD. The renal out-
come was classified as remission and non-remission.
Remission of LN was defined as the return of urinaly-
sis and serum Cr level to normal limits. Non-remission
was classified and defined as follow: 1) persistent pro-
teinuria, significant proteinuria longer than 3 months;
2) chronic renal insufficiency (CRI), persistent eleva-
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tion of serum Cr level longer than 3 months; 3) ESRD,
the degree of renal failure that required dialysis or renal
transplantation. The patient survival time was defined
as the time interval between diagnosis of SLE and death.
The cause of death was ascertained by a review of
hospital files and/or postmortem findings. The primary
cause of death was categorized as renal, infection, car-
diopulmonary, and other miscellaneous causes. The
primary cause of death was defined as the main clinical
or pathological process directly responsible for death.
Renal survival was defined as the probability of main-
taining adequate renal function and not requiring
dialysis or renal transplantation.

Student s t-test or paired t-test was used to
compare the differences of mean levels between the
independent or dependent variables, respectively. The
differences between the two groups were compared
using the χ2 test. The renal survival rate was estimated
using the Kaplan-Meier method. The renal survival
differences were compared by the log-rank test. The
prognostic factors or risk factors were analyzed by
multivariate logistic regression. A p value less than 0.05
was considered significant.

Results
Eighty-two patients, 64 females and 18 males

(female to male ratio 3.5:1), were registered over the
study period. Table 1 presents the details of epidemio-
logic data. Class-IV LN was observed in 49% of our
patients. Less frequent findings were class-II (30.5%),
class-V (14.6%), class-I (3.7%) and class-III (2.4%). The
mean age (+ SD) at the time of diagnosis of SLE was

9.3 + 2.2 years (median 10 years, range 2.0-12.6 years).
There was no significant correlation between histo-
pathological changes and gender or age. The time from
diagnosis of SLE to diagnosis of LN averaged 5.1
months (range … month to 3 years). In 86% of patients
it was less than 1 year, and in the remaining 14%, more
than 1 year. The mean follow-up was 4.2 + 2.9 years,
ranging from 1.3 month to 11.7 years (median 3.7 years)
with 34% of patients followed for more than 5 years.

Table 2 shows clinical and laboratory data
obtained at the time of initial biopsy and the histo-
pathological findings. Proteinuria was observed in 60
patients (73%). In 46 of the selected 59 patients with
class-II, class-IV and class-V LN, it was in the neph-
rotic range. Fifty-one patients (62%) had hematuria.
About a half of the patients had impaired renal func-
tion and 44% had high blood pressure. When com-
pared with class-I, class-II, and class-III altogether, both
hematuria and proteinuria were significantly associ-
ated with class-IV and class-V LN. Hypertension was
the only significant factor associated with patients with
class-IV LN, compared with patients with class-I, class-
II, and class-III LN (p=0.001).

Based on the results of renal histology, and
on disease activity, patients were treated with different
regimens (Table 3). Patients with class-I LN received
prednisolone. Class-II LN patients were treated with
prednisolone and azathioprine added for nephrotic-
range proteinuria or for impaired renal function. Five of
class-II and 4 of class-V patients were started i.v. CYC
because of nephrotic nephritis features and biopsy
results demonstrated some electron dense deposits at

* Values expressed as mean + standard deviation

Table 1.   Epidemiologic data in children with lupus nephritis

Class I Class II Class III Class IV Class V Total

Number 3 25 2 40 12 82

Age at onset*(yr) 9.7 + 2.6 9.2 + 2.5 11.0 9.2 + 2.1 9.7 + 2.1 9.3 + 2.2
( range in yr ) (6.8-12.6) (2.0-12.6) (11.0) (4.5-12.0) (4.7-12.0) (2.0-12.6)

Female: Male 3 : 0 4 : 1 0 : 2 3.4 : 1 5 : 1 3.5 : 1

Duration prior to 0.6 + 1.1 5.0 + 9.3 2.5 + 3.5 6.3 + 9.5 3.3 + 7.0 5.1 + 8.8
renal biopsy*( mo )

Follow-up*( mo ) 49.3 + 9.8 62.6 + 30.3 27.5 + 2.1 49.2 + 36.9 34.9 + 35.2 50.7 + 34.6
( range in mo ) (38-56) (18-134) (26-29) (1-141) (3-116) (1-141)
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Table 2. The clinical and laboratory data obtained at the time of initial renal biopsy

* WHO class (I+II+III) vs. WHO class IV, p<0.01;  WHO class (I+II+III) vs. WHO class V, p<0.01; n, total number of the
patients; NA, not available

Class I(n) Class II(n) Class III(n) Class IV(n) Class V(n)

Hypertension     -   8%     - 45%*   41.7%
(n = 3) (n = 25) (n = 2) (n = 40) (n = 12)

Hematuria     - 28% 100% 92.5%*   75%
(n = 3) (n = 25) (n = 2) (n = 40) (n = 12)

Proteinuria     - 32%   50% 97.5%* 100%
(n=3) (n=25) (n=2) (n=40) (n=12)

24hr Urine Protein   NA   NA
     <4 mg/m2/hr 16%     -     -
     4-40 mg/m2/hr 42% 16%     -
     >40 mg/m2/hr 42% 84% 100%

(n = 12) (n = 36) (n = 11)

Elevated serum Cr     - 42.9%     - 62.5%   30%
(n = 2) (n = 21) (n = 1) (n = 40) (n = 10)

Cr clearance   NA   NA
     >90 ml/min 1.73m2 18.2% 20.7%   11.1%
     15-89ml/min 1.73m2 72.7% 65.5%   88.9%
     < 15 ml/min 1.73m2   9.1% 13.8%     -

(n = 11) (n = 29) (n = 9)

Table 3. Therapeutic regimens used in relation to initial histopathology

*Oral prednisolone 1-2 mg/kg/day initially;
oral prednisolone 2 mg/kg/day initially plus azathioprine 2-3 mg/kg/day;
 oral prednisone initially 2 mg/kg/day plus iv cyclophosphamide;

§ high-dose iv methylprednisolone pulses

Class I Class II Class III Class IV Class V
  (n=3)   (n=25)   (n=2)   (n=40)   (n=12)

Protocol A*      3       9      -       2      2
(plus MP§)     (-)     (1)     (2)     (-)

Protocol B      -     11      2       7      6
(plus MP§)     (1)     (-)     (-)     (-)

Protocol C      -       5      -     31      4
(plus MP§)     (-)     (4)     (1)
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subendothelium, besides mesangium on electron mi-
croscopy. Nine patients with class-IV LN were given
prednisolone with or without azathioprine because CYC
was not available until mid 1990. Six of the patients
died of serious infections. One had persistent pro-
teinuria and there was remission in the other two pa-
tients with one developed LN flare at 2 years after the
diagnosis.  Of 31 class-IV LN patients receiving i.v.
CYC, 2 patients (6.5%) developed ESRD at 3.3 and 3.5
years after the diagnosis. Nine of 82 patients received
MP pulses for severe SLE-related complications such
as cerebral vasculitis, severe cutaneous vasculitis,
myocarditis, or rapidly progressive renal dysfunction.

During the therapy with corticosteroid, cata-
ract was detected in 30 (37%) patients, glaucoma in 23
(19%), osteoporosis in 2 (2.5%), subcutaneous fat ne-
crosis in 2 (2.5%) and glucose intolerance in 3 (3.7%).
Twenty-nine patients had short stature at the last date
of follow-ups. Cataract and glaucoma were mostly re-
versible after treatment and the dose reduction of pred-
nisolone. Common side effects of i.v. CYC therapy were
nausea and vomiting mostly within the first 24 h of

administration. Common sites of infection were urinary
tract, skin and respiratory tract with less frequent sites
being bone and central nervous system.

During the study, 12 children had repeated
biopsy because of flare-ups of nephritis or progres-
sive deterioration in renal function. The final clinical-
pathological evaluation is summarized in Table 4. A
worsening of histopathology was found in 8 patients
with no changes in classification in 4. Five of 8 patients
with worsened biopsy grades received i.v. CYC. Two
patients were in remission and 3 still had proteinuria
after the change of treatment regimens. One received
oral prednisolone combined with azathioprine. The other
two died of severe vasculitis and pulmonary hemor-
rhage in one and from cerebral vasculitis in the other.
In the 3 class-IV LN patients with unchanged biopsy
grades, i.v. CYC was restarted in 2 patients who lately
entered remission. The other developed ESRD even
during the first course of i.v. CYC.

The final clinical evaluation in relation to the
histopathology of the initial biopsy is shown in Table
5. Renal disease was in remission in 41 patients (50%).

Table 4. The results of repeat biopsies relating to initial histopathology

Class of LN in
initial biopsy
(n*)

I (n=3)
II (n=25)
IV (n=40)
V (n=12)

Repeat biopsy

Patient
Number

1
5
3
3

Time from initial
biopsy (year)

3.5
2.3;3;3;3;6.2
3.3;4,6
2.5;2.5;6.5

Final classification

II

1

IV

1
4
3
3

Table 5. Outcome relating to histopathology on initial biopsy

Remission (%)

Non-remission (%)
- Proteinuria
- CRI
- ESRD

Death (%)

Class I
(n=3)

2 (67)

1 (33)
1
-
-

-

Class II
(n=25)

18 (72)

  7 (28)
  7
  2
  2

  4 (16)

Class  II
(n=2)

2 (100)

-
-
-
-

-

Class IV
(n=40)

17 (43)

23 (57)
17
  1
  2

11 (27)

Class V
(n=12)

  2 (17)

10 (83)
  9
  1
  -

  5 (42)

Total
(n=82)

41 (50)

41 (50)
34
  4
  4

20 (24)
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Seven patients with class-II nephritis, 17 with class-IV,
and 9 with class-V had persistent proteinuria. Of 4 class-
II LN patients with impaired renal function, 2 patients
developed ESRD following the transformation to class-
IV LN in one and severe renovascular complications in
the other. Severe infections were the most common
cause of death, accounting for thirteen of twenty deaths
(65%). Eight patients died of sepsis and five had adult
respiratory distress syndrome secondary to severe
pneumonia. The organisms causing sepsis in the pa-
tients were staphylococcus aureus, Streptococcus
pneumoniae, streptococcal group D, Escherichia coli,
Serratia marcescens and Candida albican. Aspergillo-
sis and Pseudomonas aeruginosa were found in one
patient expired from pneumonia. Seven patients died
within the first year of management. Three patients
were on azathioprine and prednisolone, and four re-
ceived i.v. CYC. The other six died after the first year.
One of the patients developed Steven-Johnson syn-
drome complicated with staphylococcal septicemia.
Four developed SLE flares while receiving immuno-
suppressive drugs; two were taking azathioprine and
prednisolone, and the others received CYC every three
months and daily prednisolone. All received pulse MP
for SLE flares prior to death because of infection. Three
(15%) of 20 patients died of cardiopulmonary compli-
cations. One patient with LN class-IV and one with

class-V died of a pulmonary hemorrhage. The other
with LN class-II died of cardiac failure secondary to
myocarditis. Two (10%) patients died owing to SLE
related ESRD. Socioeconomic status of their families
was attributed to the patients and their parentsû deci-
sion to stop the renal replacement therapy.

Five-year kidney survival rates from the time
of diagnosis to ESRD were 94% (95% confidence inter-
val (CI) 128.2%-141.5%) for the whole group, 91%
for the subgroup of class-IV patients, 96% for class-
II, and 100% for class-V. The patient survival rates as
a whole were 89% and 74% at 1 and 5 years (95% CI
91.9%-118.6%), respectively. The 5-year patient sur-
vival rates in 40 class-IV LN patients were 67%. The
patients with class-V LN had poor patient survival,
compared to class-II LN (64% vs 83% at 5 years,
p=0.006). The initial presence of hypertension (log
rank=4.33, P=0.037), hematuria (log rank=4.10, P=0.043),
impaired renal function (log rank=4.21, P=0.040) were
also the parameters significantly associated with poor
patient survival. Gender, the presence of any clinical
manifestations, cytopenia, autoantibody levels includ-
ing of antinuclear antibody, anti dsDNA, and C

3
 at the

time of biopsy were not significantly associated with
adverse outcomes. As the whole group, there were no
significant differences in outcomes between the treat-
ment groups. Within the group of WHO class-IV LN,

Fig. 1 Probability of survival in patients with class IV Lupus nephritis according to initial treatment regimen with vs
without i.v. cyclophosphamide. *p=0.009.
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the 5-year survival in the group treated with i.v. CYC
(79%) was significantly better than that of patients
receiving prednisolone with or without azathioprine
(25%) despite comparable clinical and biochemical
findings (Figure 1, log rank=11.01, P=0.009).

Discussion
In children, SLE usually occurs in adoles-

cence. It is uncommon before the age of 10 years and
very rare before 5 years(6). However, a recent French
multicenter study of 155 patients who had the onset of
SLE before 16 years of age indicated that SLE devel-
oped in 15% before the age of 8 years(7). Compared
with our patients, 24% had the onset before the age of
8 years and 6% before the age of 5 years. All of our
patients in the youngest group presented with the symp-
toms of nephrotic syndrome and/or acute nephritis but
without cutaneous or musculoskeletal manifestations
commonly found in SLE. As previously described,
clinically overt nephropathy is more often a present-
ing clinical manifestation of SLE in children than in
adults(1, 8). In childhood SLE, girls are affected about
five times more frequently than boys. Children usu-
ally have a more severe disease at onset. They also
have higher rates of organ involvement, and a more
aggressive clinical course than in adults. Younger pa-
tients have been found to be twice as likely to require
high-dose prednisone(9) and more frequently to have
renal involvement (range 28-100%) comparing to
adults(6, 10).

The clinical picture of LN is mostly related to
the severity of histological abnormalities on renal bi-
opsy. The more severe histological forms of nephritis
tended to have more severe renal manifestations(1,11).
Overall 60-80% of children with SLE had abnormal urine
sediments or renal function early in the course of the
disease(12). Most patients with acute rapidly progres-
sive renal insufficiency, heavy proteinuria, and red and
white cell casts had class-IV LN. As in our study, the
patients with class-IV LN were frequently found to have
hematuria, proteinuria and hypertension compared to
the other groups. However, patients with hematuria,
proteinuria with or without nephrotic syndrome with a
normal or subnormal glomerular filtration rate may have
any classes of glomerular lesions. It has been well rec-
ognized that patients with severe histologic lesions
could be clinically asymptomatic(11). More than half of
our 40 patients with class-IV LN had normal serum
Cr levels and approximately 20% of class-II LN had
nephrotic-ranged proteinuria. A review of 167 Taiwan-
ese children with SLE demonstrated that 10-15% of

class-II LN had nephrotic status and only 62% of class-
IV nephritis had significant hematuria(13). Because treat-
ment differs for each forms of SLE nephritis, a renal
biopsy is suggested at the time of initial presentation
in patients with an active urine sediment or abnormal
renal function(14).

Lupus patients face a range of complications
from the disease itself or the long-term complications
of therapeutic agents used for SLE.  Infection has been
one of the leading causes of morbidity and mortality,
accounting for 11-23% of all hospitalizations in adult
SLE(3). It has been realized that therapeutic, disease-
related and genetic factors all contribute to an increased
susceptibility to infections in lupus patients(2). The most
common sites of infections are skin, bladder, joints,
brain, lungs and blood. In our patients, urinary tract,
skin and respiratory tract were the common sites of
infection similar to other two studies in Thai adults(15,

16). About 50% of deaths among Thai adults with SLE
resulted from infections(15,17) compared to 65% in our
study. Thus, pediatric patients could be more suscep-
tible to infectious complications possibly due to more
severe disease and aggressive clinical course as well
as the prolonged use of immunosuppressants.
Wongchinsri et al(16) studied infectious complications
in 191 Thai adults with SLE during 1994-1999. Sal-
monella species were the most common pathogens, fol-
lowed by Escherichia coli and Mycobacterium tuber-
culosis in that study. In Europe, lupus patients (stud-
ied in 1999) died of infections in 28.9%, primarily from
bacterial sepsis originated from either a pulmonary,
abdominal or urinary source(18). Wang et al reported
that 72% of deaths in Taiwanese children with SLE
were caused by infections most commonly from pos-
sible hospital-acquired pseudomonas infections. On
the contrary, the common organisms causing infections
in our patients were community-acquired. This sug-
gested that poor self-hygienic care could contribute
to the relatively high incidence of infection.

Several studies of childhood LN have identi-
fied prognostic parameters such as male sex, black race,
age at onset before puberty, persistent hypertension,
impaired renal function, nephrotic syndrome, anemia,
class-IV nephritis, and increased histological index
scores(12). When considering causes of death due to
disease activity of SLE, renal disease, as measured by
either serum Cr or qualitative urine protein excretion, is
an important predictor of mortality(2). In children, the
Activity (AI) and Chronicity (CI) indices which
provide information regarding to severity of acute or
chronic injury to the kidneys in LN have been exam-
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ined in some studies to predict renal outcome(19-21).
However, there was no agreement on such conclusion.
The clinical feature most consistently associated with
a poor prognosis is class-IV nephritis, especially when
this type of nephritis is associated with hyperten-
sion(9,22,23). In our study, hypertension at the initial pre-
sentation as well as hematuria and impaired renal func-
tion in pediatric patients also indicated poor prognosis
for patient survival. A similar pattern in Thai adults was
also previously reported by Shayakul et al(17). In view
of the limitations of the present study, we could not
detect any correlation between persistent hyperten-
sion and patient survival. Over the last three decades,
5-year survival improved to 90% and 10-year survival
to 85%(1). In our patients with class-II, class-IV and
class-V, the 5-year kidney survival was greater than
90% in each group. The 5-year patient survival inter-
estingly was not comparable; i.e., 83%, 67% and 64%,
respectively. As the survival among the patients with
SLE improves, because of early diagnosis, recogni-
tion of mild disease, and the addition of cytotoxic
agents, these patients are now faced with considerable
morbidity due to the sequelae of disease activity and
side effects of medications. Important treatment deci-
sions are based mainly on evidence of major organ
involvement, including nephritis, neuropsychiatric dis-
ease, and severe hematologic disease(14). Four of our
13 patients who died from infections received i.v. MP
pulses due to SLE flares prior to the time of death. In
adult and childhood-onset SLE, high-dose corticoster-
oid use has been shown to be a significant contributor
to organ damage(24) and serious infection leading to a
cause of death(25-29). Intravenous CYC, which is com-
monly used for proliferative renal disease and CNS in-
volvement, has dramatically improved the survival of
children with SLE over the past 20 years(30). In our study,
we demonstrated a significantly better patient survival
in class-IV LN patients treated with i.v. CYC compared
to prednisolone with or without azathioprine. Several
studies(31-35) of childhood LN demonstrated satisfac-
tory outcome of i.v. CYC in terms of both kidney and
patient survival rates. Recently, Lehman et al(32)

reported significant improvement in proteinuria and
renal function in childhood SLE nephritis treated with
intravenous cyclophosphamide given monthly for six
months and then every three months.

In summary, infectious complications were
the most common cause of morbidity and mortality
among our pediatric patients with SLE. In addition to
the disease itself, therapies used to treat SLE seemed
to be a major contribution to the patient survival. This

should reinforce the importance of carefully balanc-
ing the benefits and side effects when selecting medi-
cations to control SLE as well as encouraging the chil-
dren and their family to learn about their disease and
self-care to help prevent morbidity.
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‚√§‡Õ ·Õ≈Õ’„π‡¥Á°‰∑¬: æ¬“∏‘ ¿“æ¢Õß‰µ·≈–°“√æ¬“°√≥å‚√§„πºŸâªÉ«¬ 82 √“¬

Õπ‘√ÿ∏ ¿—∑√“°“≠®πå, Õ—®©√“  —¡∫ÿ≥≥“ππ∑å, ‰æ»“≈ ª“√‘™“µ‘°“ππ∑å,  ÿ‚√®πå »ÿ¿‡«§‘π, «‘∫Ÿ≈  ÿπ∑√æ®πå,

Õ√ÿ≥ «ß…å®‘√“…Æ√å

°“√»÷°…“π’È‡ªìπ°“√«‘‡§√“–Àå¢âÕ¡Ÿ≈¬âÕπÀ≈—ß¢Õß°≈ÿà¡ºŸâªÉ«¬‡¥Á°∑’Ë‡ªìπ‚√§‡Õ ·Õ≈Õ’ 82 √“¬ ‡æ◊ËÕ· ¥ß

∂÷ßªí®®—¬‡ ’Ë¬ß∑’Ë‡ªìπ‰ª‰¥â ”À√—∫ºŸâªÉ«¬„π°“√∫àß™’È∂÷ß°“√æ¬“°√≥å‚√§∑’Ë‰¡à¥’ ‚¥¬°“√√«∫√«¡¢âÕ¡Ÿ≈¢ÕßºŸâªÉ«¬∑’Ë

‡√‘Ë¡¡’Õ“°“√¢Õß‚√§‡Õ ·Õ≈Õ’°àÕπÕ“¬ÿ 14 ªï „π™à«ß‡«≈“µ—Èß·µà‡¥◊Õπ¡°√“§¡ æ.». 2530 ®π∂÷ß‡¥◊Õπ∏—π«“§¡ æ.».

2540 Õ—πª√–°Õ∫¥â«¬¢âÕ¡Ÿ≈µà“ßÊ ‰¥â·°à Õ“°“√·≈–Õ“°“√· ¥ß¢Õß‚√§ º≈°“√µ√«®∑“ßÀâÕßªØ‘∫—µ‘°“√

æ¬“∏‘ ¿“æ¢Õß‰µ ·π«∑“ß°“√√—°…“ ·≈–º≈¢Õß°“√√—°…“

®“°º≈°“√»÷°…“ æ∫«à“ „πºŸâªÉ«¬∑—ÈßÀ¡¥ 82 √“¬ ‡ªìπ‡æ»À≠‘ß 64 √“¬ ‡æ»™“¬ 18 √“¬ §‘¥‡ªìπ —¥ à«π

‡æ»À≠‘ßµàÕ‡æ»™“¬‡∑à“°—∫ 3.5 µàÕ 1 √–¬–‡«≈“∑’ËºŸâªÉ«¬¡“µ‘¥µ“¡°“√√—°…“‚¥¬‡©≈’Ë¬ª√–¡“≥ 53.6 ‡¥◊Õπ

ºŸâªÉ«¬‡√‘Ë¡¡’Õ“°“√· ¥ß¢Õß‚√§„π™à«ßÕ“¬ÿ 2 ∂÷ß 12.6 ªï §‘¥‚¥¬‡©≈’Ë¬ª√–¡“≥ 9.2 ªï æ¬“∏‘ ¿“æ¢Õß‰µ‡ªìπ·∫∫

WHO class IV ¡“°∑’Ë ÿ¥ (48.8%) √Õß≈ß¡“§◊Õ class II, class V, class I ·≈– class III µ“¡≈”¥—∫ ·π«∑“ß„π

°“√‡≈◊Õ°„™â¬“ Õ—π‰¥â·°à °“√„™â corticosteroid Õ¬à“ß‡¥’¬« À√◊Õ„™â√à«¡°—∫°“√°‘π azathioprine À√◊Õ°“√©’¥

cyclophosphamide (CYC) ¢÷ÈπÕ¬Ÿà°—∫Õ“°“√· ¥ß¢Õß‚√§ ·≈–æ¬“∏‘ ¿“æ¢Õß‰µ °“√„™â¬“©’¥ methylprednisolone

æ‘®“√≥“„Àâ„π√“¬∑’Ë¡’Õ“°“√¢Õß‚√§∑’Ë√ÿπ·√ß¡“° „π™à«ß√–À«à“ß°“√µ‘¥µ“¡ºŸâªÉ«¬ ¡’°“√µ√«®™‘Èπ‡π◊ÈÕ‰µ´È” „πºŸâªÉ«¬

®”π«π 12 √“¬ ‰¡àæ∫¡’°“√‡ª≈’Ë¬π·ª≈ß¢Õß WHO class „π4 √“¬ ·µàæ∫ 8 √“¬¡’≈—°…≥–∑“ßæ¬“∏‘ ¿“æ

¢Õß‰µ∑’Ë√ÿπ·√ß¡“°¢÷Èπ „π™à«ß∑â“¬¢Õß°“√µ‘¥µ“¡ºŸâªÉ«¬ æ∫«à“ ºŸâªÉ«¬‡ ’¬™’«‘µ®”π«π∑—ÈßÀ¡¥ 20 √“¬  à«π„À≠à

(65%) ‡ ’¬™’«‘µ®“°°“√µ‘¥‡™◊ÈÕ Õ’° à«πÀπ÷Ëß‡ ’¬™’«‘µ®“°¿“«–·∑√°´âÕπ∑“ßÀ—«„® √–∫∫∑“ß‡¥‘πÀ“¬„® ·≈–‰µ«“¬

√–¬– ÿ¥∑â“¬ Õ—µ√“°“√√Õ¥™’«‘µ∑’Ë 1 ªï ¢ÕßºŸâªÉ«¬∑—ÈßÀ¡¥‡∑à“°—∫ 89% ·≈–∑’Ë 5 ªï ‡∑à“°—∫ 74% ‚¥¬∑’ËºŸâªÉ«¬„π·µà≈–°≈ÿà¡

WHO class II, class IV ·≈– class V ¡’Õ—µ√“°“√√Õ¥™’«‘µ∑’Ë 5 ªï ‡∑à“°—∫ 83%, 67% ·≈– 64% µ“¡≈”¥—∫ °≈ÿà¡ºŸâªÉ«¬

WHO class IV ∑’Ë‰¥â√—∫°“√√—°…“¥â«¬¬“©’¥ CYC ¡’Õ—µ√“°“√√Õ¥™’«‘µ∑’Ë 5 ªï  Ÿß°«à“°≈ÿà¡∑’Ë‰¥â√—∫ prednisolone

Õ¬à“ß‡¥’¬«À√◊Õ‰¥â√à«¡°—∫ azathioprine „π√–À«à“ß°“√µ‘¥µ“¡ºŸâªÉ«¬„π™à«ß 5 ªï æ∫¡’ 4% ‡°‘¥‰µ«“¬√–¬– ÿ¥∑â“¬„π

°≈ÿà¡ºŸâªÉ«¬ WHO class II ·≈– 9% „π class IV ®“°°“√«‘‡§√“–Àå§«“¡ —¡æ—π∏å„πÕ—µ√“µ“¬¢ÕßºŸâªÉ«¬°—∫Õ“°“√· ¥ß

√«¡∂÷ßº≈°“√µ√«®¢ÕßºŸâªÉ«¬„π√–¬–·√° æ∫«à“ §«“¡¥—π‚≈À‘µ Ÿß ªí  “«–ªπ‡≈◊Õ¥ ·≈–°“√∑”ß“π¢Õß‰µ∑’Ë≈¥≈ß

‡ªìπªí®®—¬‡ ’Ë¬ß∑’Ë¡’º≈µàÕÕ—µ√“°“√√Õ¥™’«‘µ¢ÕßºŸâªÉ«¬

‚¥¬ √ÿª °“√µ‘¥‡™◊ÈÕ‡ªìπªí≠À“ ”§—≠¢Õß§«“¡‡®Á∫ªÉ«¬·≈–‡ªìπ “‡Àµÿ°“√µ“¬∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥„πºŸâªÉ«¬‡¥Á°

∑’Ë‡ªìπ‚√§‡Õ ·Õ≈Õ’ ¿“«–·∑√°´âÕπ¥—ß°≈à“«πà“®–‡ªìπº≈æ«ß®“°°“√„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—π„πºŸâªÉ«¬‡À≈à“π’È

Õ¬à“ß‰√°Áµ“¡°“√„™â¬“°≈ÿà¡ corticosteroid Õ¬à“ß‡À¡“– ¡·≈–¥â«¬§«“¡√–¡—¥√–«—ß √à«¡°—∫¬“©’¥ CYC

„πºŸâªÉ«¬‡¥Á°∑’Ë‡ªìπ‚√§‡Õ ·Õ≈Õ’´÷Ëß¡’Õ“°“√√ÿπ·√ß „Àâº≈°“√√—°…“∑’Ë¥’°«à“°“√°‘π prednisolone Õ¬à“ß‡¥’¬«À√◊Õ„Àâ

√—∫ª√–∑“π√à«¡°—∫ azathioprine


