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A descriptive study of one hundred and one pediatric patients with systemic lupus erythematosus
treated between July 1985 and March 2003 in Department of Pediatrics, Faculty of Medicine Siriraj Hospital
was conducted.  According to existing database, there were a total of 181 patients, 101 of them (55.8%) had
available data for review.  The female to male ratio was 6.2:1.  The mean and median ages of onset were 9.7 +
2.8 and 10 + 2.2 years, respectively (range 4-14 years).  The clinical presentations were renal involvement in
87 patients (86.2%), skin and mucocutaneous involvement 77 patients (76.3%), hematological abnormalities
74 patients (73.4%), musculoskeletal involvement 32 patients (31.7%), prolonged fever 24 patients (23.8%),
neuropsychiatric symptoms 21 patients (20.8%), gastrointestinal involvement 20 patients (19.8%), cardiac
involvement 14 patients (13.9%), lymphadenopathy 13 patients (12.9%), and pulmonary involvement 7
patients (6.9%).  The most common renal, skin and mucocutaneous, and hematological manifestations were
proteinuria, malar rash, and anemia, respectively.  Lupus nephritis with WHO class IV was the most common
histopathological finding of the initial renal biopsies.  The most common neuropsychiatric, gastrointestinal,
cardiac, and pulmonary involvements were seizure, hepatomegaly, pericarditis, and pleuritis, respectively.
Ninety-two percent of patients reported as having significant ANA positive results using rat liver tissue as a
substrate.  Sixty-six out of 94 patients (70.2%) had positive test result of Anti-dsDNA.

In conclusion, the age at onset, clinical manifestations and laboratory investigation results of SLE in
children at Siriraj Hospital are comparable to other studies in the Country and also to other Asian and
Western studies.
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Systemic Lupus Erythematosus (SLE) is an
autoimmune disease characterized by highly diverse
clinical manifestations involves mainly skin, joints, kid-
neys, lungs, heart, nervous system, and hematological
system with the presence of autoantibodies reacting
to cell nuclei components. The etiology of this disease
remains unknown but direct binding of autoantibodies
to self-antigen or deposition of immune-complexes in

vessels or tissues leading to organ injury. Most chil-
dren with SLE are diagnosed during adolescence and
often more severe than in adults with multiple system
involvement(1). Incidence and prevalence of SLE
depends on age, sex, and ethic group. The incidence
of SLE in children is approximately 0.36, 0.47, and
0.6 per 100,000 population per year in Canada, Japan,
and America (2-4). Asian, Hispanic and Black popula-
tions had higher relative risk of SLE compared with
white populations (5). Onset of SLE is rare before 5
years of age. The female to male ratio increases with
advance age from 4.5:1 in prepubertal to 4.79:1 in post-
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pubertal children and 8:1 in adults(6). In Thailand, at
King Chulalongkorn Memorial Hospital the average
age at onset of SLE in children was approximately 11
years(7).

The aim of this study is to identify epidemio-
logical data, incidence, presenting signs and symp-
toms, and laboratory and immunological findings of
101 Thai children with SLE.

Material and Method
A retrospective study of 181 patients diag-

nosed with SLE following American College of Rheu-
matology (ACR) criteria 1982 in the Department of
Pediatrics, Faculty of Medicine Siriraj Hospital from
July 1985 through March 2003 was undertaken. One
hundred and one patients had data available for study.
Eighty seven patients received renal biopsy.

Data on the following items were analyzed:
age, sex, date of birth, date of diagnosis, weight and
height at diagnosis, presenting symptoms, clinical mani-
festations, and laboratory findings i.e., urinalysis, Com-
plete blood count (CBC), Coombsû test, Erythrocyte

sedimentation rate (ESR), and immune profiles [anti-
nuclear antibodies (ANA), antibodies to double-
stranded DNA (anti-dsDNA), anti-smith antibodies
(anti-Sm), anti-Ro antibodies (anti-Ro), anti-La antibod-
ies (anti-La), antibodies to ribonucleoprotein (anti-
RNP), Anticardiolipin antibodies (ACA), lupus antico-
agulants (LA), complement component 3 (C3), comple-
ment component 4 (C4)]. Abnormal urinalysis was con-
sidered when there were > 5 red blood cells or white
blood cells per high-power field, urine protein at least
1+ if urine specific gravity < 1.015 or urine protein at
least 2+ if urine specific gravity > 1.015, and/or cellular
casts. Nephrotic appearance was defined as clinical
edema or nephrotic range of proteinuria (protein > 50
mg/kg/day or 40 mg/m2/hr in 24 hour urine).

The clinical evidence of lupus nephritis
comprised abnormal urinalysis, hypertension, and/or
abnormal serum creatinine level, and pathological
results of renal biopsies. Renal biopsies were classi-
fied according to the World Health Organization
(WHO) classification criteria for lupus nephritis (8).
All results are expressed as mean + SD.

Signs & symptoms Male  (n=14) Female (n=87) Total (n=101)

˚ No. % No. % No %

 Renal 11 78.6 76 87.4 87 86.2
 Skin & Mucocutaneous 10 71.4 67 77 77 76.3
 Hematological 10 71.4 64 73.6 74 73.4
 Musculoskeletal   5 35.7 27 31 32 31.7
 Prolonged fever   7 50 17 19.5 24 23.8
 Neuropsychiatry   3 21.4 18 20.7 21 20.8
 Gastrointestinal   3 21.4 17 19.5 20 19.8
 Cardiac   2 14.3 12 13.8 14 13.9
 Lymphadenopathy   2 14.3 11 12.6 13 12.9
 Pulmonary   0   0   7   8   7   6.9

Table 2.  Signs and Symptoms at Diagnosis

Age (year) Male (n=14) Female (n=87) Total (n=101) F : M

No. % No. % No. %

  0-4.9   1     7.1   2     2.3     3     3.0 2 : 1
  5-9.9   6   42.9 30   34.5   36   35.6 5 : 1
10-14.9   7   50.0 55   63.2   62   61.4 7.9 : 1

Total 14 100.0 87 100.0 101 100.0 6.2 : 1

Table 1.  Age at Onset of Disease and the Ratio of Females and Males
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Results
Clinical Profiles

One hundred and one (55.8%) out of 181
patients with a diagnosis of SLE from July 1985
through March 2003 had data available for study. From
1997, all patients diagnosed with SLE were included
in this study. There were 87 females and 14 males.
Ratio of female and male was 6.2:1. Sixty-two (61.4%)
patients were in the age group 10-14.9 years, which
was the majority of patients in both female and male
(Table 1). The mean age of patients was 9.7 + 2.8 years
with the range 4-14 year of age. The median age of
patients was 10 + 2.2 years.

The major clinical manifestations at diagno-
sis of the 101 patients are shown in Table 2. Renal, skin
and mucocutaneous, and hematological involvement
were the major manifestations at the diagnosis of
pediatric SLE in 87 (86.2%), 77 (76.3%), and 74
(73.4%) patients, respectively.

Abnormal urine finding is indicative of renal
involvement in SLE. Urine findings in SLE patients
included normal finding, mild to heavy proteinuria,
nephritis appearance, and cellular cast. Normal urine
findings were presented in one-third of patients.
Nephritis appearance and mild proteinuria were the ma-
jor manifestations at the time of diagnosis (Table 3).

Eighty-seven (86.2%) patients received renal biopsies
and classified according to WHO classification of
lupus nephritis(8). The majority of renal biopsy results
were in WHO Class IV and II (Table 4).

Skin and mucocutaneous involvements pre-
sented as malar rash in 54 patients (53.5%), oral ulcer in
32 patients (31.7%) and photosensitivity in 22 patients
(21.8%). Other skin and mucocutaneous manifestations
were alopecia in 14 patients (13.9%), dermal vasculitis
in 8 patients (7.9%), discoid rash in 2 patients (2%) and
palpable purpura in 2 patients (2%).

There were hematological abnormalities in 74
patients (73.4%). Anemia (Hb <10 g/dl, Hct <30%) was
present in 53 patients (52.5%). Of these patients, there
were positive direct Coombsû tests in 35 patients (66%).
Leukocytopenia (WBC < 4000 cell/mm3), lymphopenia
(lymphocyte < 1500 cell/mm3) and thrombocytopenia
(platelet < 100,000 cell/mm3) were found in 21 patients
(20.8%), 34 patients (33.7%) and 14 patients (13.9%),
respectively.

Neuropsychiatric involvements were ob-
served in 21 patients (20.8%). Seizure was the most
common manifestations in both sexes (15 patients,
14.9%). Two female patients had psychosis. There were
6 other neuropsychiatric manifestations, which
included 2 alteration of consciousness and one each

Urine findings Male (n=14) Female (n=87) Total (n=101)

˚ No. % No. % No. %

  Normal urine 6 42.9 27 31 33 32.7
  Urine protein (1+) — (2+) 3 21.4 37 42.5 40 39.6
  Nephrotic appearance 6 42.9 21 24.1 27 26.7
  Nephritis appearance 7 50 45 51.7 52 51.5
  Cellular casts 4 28.6 26 29.9 30 29.7
  Urine protein 24 hr. >0.5 g/day 4/7 57.1 24/27 88.9 28/34 82.4

Table 3. Urine Findings at Diagnosis

Lupus Nephritis Classification Male (n=12) Female (n=75) Total (n=87)

No. % No. % No. %

WHO I 1   8.3   4   5.3   5   5.7
WHO II 0   0 19 25.3 19 21.8
WHO III 3 25   4   5.3   7   8
WHO IV 8 66.7 41 54.7 49 56.3
WHO V 0   0   7   9.3   7   8

Table 4. Renal Biopsy Findings



J Med Assoc Thai Vol. 88 Suppl. 8  2005S118

with aseptic meningitis, CNS vasculitis, personality
change, and anxiety with adjustment disorder.

Gastrointestinal abnormalities were docu-
mented in 20 patients (19.8%); hepatomegaly in 11
patients (10.9%), splenomegaly in 5 patients (5%),
peritonitis in 4 patients (4%) and hepatitis in 4 patients
(4%). Hepatitis was defined as having blood SGOT
and SGPT higher than 3 folds of normal level (~120
IU/L). Other gastrointestinal manifestations were
pancreatitis in 2 patients (2%), diarrhea in 2 patients
(2%), gut obstruction in 1 patient (1%) and autoim-
mune hepatitis in 1 patient.

There were cardiac manifestations in 14
patients (13.9%). Pericarditis was the major finding in
both sexes existed in 13 patients (12.9%) representing
92.9% of cardiac problems. Other cardiac problems
were myocarditis in 3 patients (3%) and pericardial
effusion in 3 patients (3%). All patients with cardiac
manifestations were females.

There were pulmonary manifestations in 7
female patients (6.9%). 6 of them (85.7%) had
pleuritis and one had pleural effusion.

Laboratory Data
Abnormal immune profiles in 101 patients

were demonstrated. One hundred patients had ANA
determined; 83% of them were reported as significant
ANA titer > 1:80 by using rat liver tissue as a

substrate. Nine percent were reported as having posi-
tive test results without titer number, 4% as negative
test results and 4% as ANA titer = 1:40. ANA titer e
≥ 1:2,560 were present in 59 patients (59%). The
characteristic of ANA was described as speckles
pattern in 55 patients (55%), homogenous pattern in
31 patients (31%) and no data available in 14 patients
(14%).

Anti-dsDNA test were determined in 94
patients. Sixty-six patients (70.2%) had positive  Anti-
dsDNA test. There were no differences of test results
in both sexes. Anti-extractable nuclear antigen includ-
ing anti-Sm and anti-RNP were also determined.
Eleven of 47 patients (23.4%) had positive anti-Sm
whereas 11 of 30 patients (36.7%) had positive anti-
RNP. In 21 patients, significant titers of anti-Ro and
anti-La were reported in 6 and 3 patients (28.6%,
14.3%), respectively. Seventeen patients had ACA
determined. Three of them (18.8%) had significant of
ACA titer which was > 14 GPL (1 GPL unit = cardio-
lipin binding activity of purified IgG anticardiolipin
(at 1 mcg/ml) from an international reference standard).
LA was performed in 3 patients with positive results
in 2 patients.

Seventy-seven patients had C3 measured with
17 patients had C4 measured. Sixty-two patients (80.5%)
had low C3 titers (< 77 mg/dl) and 8 patients (47.1%)
showed low C4 results (< 7 mg/dl). There were no

Our study Chula- Rama- Tucker1 Cassidy9 Cameron11 Saudi18 Chiang Mai
N =101 longkorn7 thibodi12 N = 39 N = 58 N = 672 N = 60 (adult)33

N =41 N =78 N = 349

Mucocutaneous 76.3 83 73
Malar rash 53.5 13 59 51 68 40 47
Discoid rash   2   0 15 ND 28
Photosensitivity 21.8   5 22 16 ND 15 29
Oral ulcer 31.7 42 24 12 ND 16 26
Renal 86.2 68 79 27 84 82 62 66
Hematological 73.4 38 67 76
Anemia 52.5 35 78 43 56
Thrombocytopenia 13.9 10 14 22 25
Cardiac 13.9 19 40 40 33
Pulmonary   6.9   7 31 ND 13
Gastrointestinal 19.8
Hepatomegaly 10.9 35 43
Splenomegaly   5 20
Neuropsychiatry 20.8 18 10 19   9 30 27 19
Musculoskeletal 31.7 36 78 72 92
Prolonged fever 23.8 41.5 78

Table 5. Comparison of Clinical Manifestations of SLE (in %)
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differences of test results in both sexes. ESR was
determined in 37 patients. Twenty-nine patients
(78.4%) and 7 patients (18.9%) had ESR result in the
range of 21-100 mm/hr and >100 mm/hr, respectively
whereas one patient (2.7%) had normal ESR.

Discussion
In our study, the ratio of female to male was

6.2:1. The mean and median ages at onset were 9.7 +
2.8 and 10 + 2.2 years, respectively. Almost two-third
of our patients had symptoms at 10-14.9 years of age
and only 3 patients were less than 5 years old. The
result of our report was slightly different from that of
King Chulalongkorn Memorial Hospital (7) which
shows ratio of female to male of 4.5:1 and the average
age at onset of 11 years. The mean age at onset in our
study would have increased if we had studied SLE in
children up to 18 years old. Lehman et al.(5) described
SLE in children up to 19 years old with the ratio of
female to male 6.5:1 and the average age at onset of
11 years old. Cassidy et al.(9) reported the ratio of
female to male with SLE (in the age range 0-9 years
old) was 4:3; in the age range 10-14 years old, 4:1 and

in the age range 15-18 years old, 5:1. The incidence of
SLE in children in our hospital was 1:6,940 in 2001
and 1:6,475 in 2002. Clinical manifestations of our
patients with reports from other hospitals are shown
in Table 5.

Renal involvement is more often a present-
ing clinical manifestation of SLE in children than in
adults(10). Renal manifestations were the most present-
ing signs and symptoms in 86.2% of our patients, which
was comparable to other studies (9,11,12). Class IV
nephritis, observed in 49 out of 87 patients (56.3%),
was the most frequent histopathology on initial renal
biopsy. This was not different from several studies
reported in the range of 50-70% (Table 6). Emre
et al.13 reported that patients with class IV lupus
nephritis had a tendency to develop nephrotic syn-
drome, heavy proteinuria, increased creatinine levels
and persistent hypertension. Adverse outcome (i.e., end
stage renal failure or death) was significantly associ-
ated with the persistent hypertension, anemia, high
serum creatinine level, heavy proteinuria, nephrotic
syndrome, and class IV lupus nephritis at presentation.
However Bogdanovic et al.(14) reported only nephrotic

References Number of WHO I (%) WHO II (%) WHO III (%) WHO IV (%) WHO V (%)
patients

Our study 87 5.7 21.8   8 56.3   8
Chulalongkorn7 25   0 24   4 72   0
Ramathibodi12 71   3 24   1 55 17
Cameron11 79   0 11 29 49 10
Bogdanovic14 53   7.5 20.8   1.9 64.1 57
King24 66   0 27 18 52   3
Okawa34 18 11   5.5 11 61 11
Garin35 25   0   0 20 60 20
Schaller36 33   3   6   9 67 15

Table  6. The Results of Renal Biopsies

 Our study Chulalongorn7 Ramathibodi12 Tucker1

N =101 % N = 41 % N = 78 % N = 39 %

 ANA  (> 1:40) 96/100 96 97 75/75 100 97.4
 Anti-dsDNA (positive) 66/94 70.2 75 58/68   85 84.6
 Anti-Sm (positive) 10/46 21.7 ND 10/37   27 23
 C3 (Low) 62/77 80.5 73 61/71   86 ND
 C4 (Low)   8/17 47.1 70 ND ND ND
 ESR (> 20) 36/37 97.3 94 66/66 100 ND
 LE preparation (positive) 34/41 82.9 84 29/67   43 ND

Table 7. Immune Profiles
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syndrome and class IV nephritis at initial biopsy to be
associated with adverse outcome. On the contrary a
study from Korbet et al.(15) demonstrated the factors
which were predictive of remission were stable renal
function after 4 weeks on therapy, lupus nephritis class
IV, lower chronicity index, white race, lower urine
protein excretion level at baseline, and lower baseline
serum creatinine level. SLE patients with nephritis
have higher mortality rate than those without renal
involvement. Ten to 60% of SLE patients with severe
nephritis eventually develop end-stage renal disease.
A previous study in our hospital by Pattaragarn et al.(16)

demonstrated initial presence of hypertension, hema-
turia, proteinuria, and renal insufficiency in SLE to
be associated with worse outcome. Moroni et al.(17)

defined renal flare-ups either as a rapid increase in
plasma creatinine or by an increase in proteinuria. The
study found that SLE patients with renal flares of any
type had more probabilities of reaching end point than
patients who never had flares. Our patients were treated
with corticosteroids alone or combined with azathio-
prine or intravenous methylprednisolone with or with-
out intravenous cyclophosphamide.

Rates of skin and mucocutaneous manifesta-
tions was relative comparable to result from other
countries (1,18). However the study from Wananukul
et al.(19) in Thai children had higher mucocutaneous
manifestations. This could be due to the fact that
patients who presented with skin involvement were
usually seen by dermatologists.

Anemia in our patients (52.5%) did not
differ from manifestation in other studies (9,20), but
leucopenia was less observed (13.9% vs. 30-60%).
In studies from King Chulalongkorn Memorial
Hospital (7) and Ramathibodi Hospital (12), anemia was
reported in 35% and 78% of their patients respectively.
Thrombocytopenia in the range 10-15% was similar
in all three studies. Tucker et al.(1) examined the differ-
ence which might distinguish SLE presentation in
adult or childhood. He found that major hemato-
logical manifestations were more frequent in the child-
hood-onset group whereas cardiopulmonary disease
was more common in adult onset group.

SLE patients with neuropsychiatric manifes-
tations can present with diffuse and/ or focal symp-
toms involving the brain, spinal cord, or peripheral ner-
vous system (21). Although the clinical manifestations
of neuropsychiatric lupus erythematosus are extremely
diverse, ranging from mild cognitive dysfunction to
severe life-threatening presentations, only seizure and
psychosis were included in the revised ACR criteria for

SLE. We found neuropsychiatric involvement in 20.8%
of patients which was comparable to other studies (1,7,12).
Male and female were equally affected in our study.
Seizure was the most frequent symptoms (14.9%). The
incidence increased to 19.8% during follow up period.
We also reported 2 psychotic patients (2%). Parikh et
al.(22) recorded 108 patients with childhood lupus.
Twenty-five of them (23.1%) had neurological findings.
There were 4 patients with neurological symptoms pre-
ceding the diagnosis. Four patients had coincident neu-
rological symptoms at the time of diagnosis of lupus
erythematosus. In those patients with symptoms after
the diagnosis, the average elapsed time until symp-
toms appeared was 33 months. Headache was the most
frequent finding (16/25). This finding agrees with data
from Yancey et al.(20). This probably reflected
underreporting of headache in our study. All patients
were treated with corticosteroids and azathioprine.
Resolution occurred from days to months. There were
much higher incidence in seizure and psychosis
reported by Haji et al.(23) who studied childhood
cerebral lupus in Malaysia. Eighteen out of 24 (75%)
patients had clinical and neurophysiologic evidence
of cerebral lupus. Seizure was the most common mani-
festation represented in 11 patients (45.8%), followed
by psychosis, encephalopathy and headache in five
each (20.8%). He found that EEG results had poor
correlation with the clinical presentation.

Gastrointestinal manifestations in our study
were lower than data from other studies(24,25).
Hepatosplenomegaly was noted in 28-43% and up to
two thirds of patients but usually had mild degree (9,24,25).
Two patients with pancreatitis could be due to active
SLE, corticosteroid therapy, or both.

There was no report of cardiac manifestations
from 2 previous papers in Thailand (7,12). Cardiac in-
volvement in 14 of our 101 (13.9%) patients is similar to
data by King et al.(24). Pericarditis was the most com-
mon cardiac manifestation representing in 12.9% of our
patients. Other studies recorded cardiac manifestation
to be as high as 38-40% of patients (9,25). Pericardial
effusion and myocarditis were the subsequent com-
mon cardiac manifestations.

The most common pulmonary manifestations
of SLE in childhood were pleurisy and pleural
effusions (9,24). Although pulmonary hemorrhage and
pneumothorax were less frequent, they could be life
threatening. Pneumonia was the most common fatal
pulmonary complication of SLE in children and
adolescents (26).
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Pulmonary manifestations in our study did
not differ from other studies in Asian countries (7,18,27).
However in Western countries the incidence of
pulmonary findings was 20-30% (9,20,24).

Arthritis and myositis are the prominent mus-
culoskeletal abnormalities of SLE in children and ado-
lescent. We reported musculoskeletal involvement in
31.7% of our patients. This is similar data from
Ramathibodi Hospital (12)  but was much lower than from
United States and Saudi Arabia (1,9,18). Incidence of mus-
culoskeletal involvement in White, Black and Asian
adults were higher than in children (1).

Immune profile in our study did not differ from
other studies. Significant ANA described as positive
or titer > 1:40 was found in more than 95% of lupus
patients (1,7,12,27). ESR > 20 mm/hr was reported in more
than 94%. Positive anti-dsDNA and low C3 were found
in 70-85% and 67-86% of patients, respectively (1,7,12)

(Table 7). Anti-Sm, specific marker for SLE, was found
in 20-30% of patients (1,7,28). Serologically, anti-dsDNA,
anti-Sm, and anti-RNP antibodies and a low C3 were
all found more frequently in the childhood-onset
group (1). Ter Borg et al.(29) reported serial measure-
ment of anti-dsDNA levels which was more sensitive
than serial measurement of C3 and/or C4 levels in
predicting exacerbation in SLE. Significant increase
in anti-dsDNA levels precedes exacerbation by 8-10
weeks. A variety of antiphospholipid (APL) antibod-
ies such as LA and ACA, have been noted in patients
with renal disorders. In an analysis of 29 published
studies comprising more than 1,000 SLE patients, 34%
were positive for LA and 44% for ACA (30). The clini-
cal manifestations of APL antibodies syndrome are
related to thrombotic events and consequent ischemia
such as superficial and deep vein thrombosis, arterial
thrombosis, pulmonary hypertension, stroke, memory
impairment, and fetal loss (caused by placental throm-
bosis) (31). However, many SLE patients with APL
antibodies do not have thrombotic events. Farrugia et
al.(32) reported occlusive glomerular, arteriolar, and
arterial fibrin thrombi, along with varying degrees of
renal thrombotic microangiopathy in five of 33 SLE
patients with LA, but none of 32 SLE patients without
LA. Even though, three patients with ACA and two
patients with LA in our study did not show evidence
of APL antibodies syndrome. They were treated with
daily aspirin therapy.

Conclusion
The age at onset, clinical manifestations and

laboratory investigation results of SLE in children at

Siriraj Hospital were comparable with other reports
from Thailand and from other Asian and Western
countries. Incidences of cardiac, pulmonary,
gastrointestinal and musculoskeletal manifestations
in our country were lower than those from other
countries. These differences possibly reflected by
several factors, including referral patterns and ethnic
diversity.

Prospective study is needed for more
complete data of clinical manifestations and labora-
tory results to associate with prognosis and outcome
of disease.
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ºŸâªÉ«¬‡¥Á°‚√§≈Ÿªí „π‚√ßæ¬“∫“≈»‘√‘√“™

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

°“√»÷°…“§√—Èßπ’È‡ªìπ°“√»÷°…“ºŸâªÉ«¬‡¥Á°∑’Ë‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ‚√§ SLE §√—Èß·√°∑’Ë¡“√—∫°“√√—°…“

∑’Ë¿“§«‘™“°ÿ¡“√‡«™»“ µ√å §≥–·æ∑¬»“ µ√å»‘√‘√“™æ¬“∫“≈ µ—Èß·µà °.§. æ.». 2528 ∂÷ß ¡’.§. æ.». 2546 ‡ªìπ

√–¬–‡«≈“ 18 ªï ‚¥¬»÷°…“∂÷ß√–∫“¥«‘∑¬“ Õ“°“√·≈–Õ“°“√· ¥ßº≈°“√µ√«®∑“ßÀâÕßªØ‘∫—µ‘°“√ §√—Èß·√°∑’Ë‰¥â

√—∫°“√«‘π‘®©—¬ ‚¥¬¡’«—µ∂ÿª√– ß§å‡æ◊ËÕÀ“Õÿ∫—µ‘°“√≥å √–∫“¥«‘∑¬“ ·≈–Õ“°“√· ¥ß∑’Ëæ∫∫àÕ¬„πºŸâªÉ«¬°≈ÿà¡π’È

‡æ◊ËÕπ”‰ª Ÿà·π«∑“ß„π°“√«‘π‘®©—¬ºŸâªÉ«¬ ‡¥Á°∑’Ë‡À¡“– ¡µàÕ‰ª º≈°“√»÷°…“ æ∫«à“¡’ºŸâªÉ«¬ 181 √“¬ ·µà¡’¢âÕ¡Ÿ≈„Àâ

»÷°…“‰¥â 101 √“¬ (√âÕ¬≈– 55.8) ‚¥¬¡’Õ—µ√“ à«π À≠‘ß:™“¬ ‡∑à“°—∫ 6.2:1 Õ“¬ÿ‡©≈’Ë¬·≈–Õ“¬ÿ‡©≈’Ë¬¡—∏¬∞“π‡¡◊ËÕ·√°

«‘π‘®©—¬ 9.7 + 2.8 ªï ·≈– 10 + 2.2 ªï (4 - 14 ªï) Õ“°“√· ¥ß∑’Ëπ”ºŸâªÉ«¬¡“√—°…“‰¥â·°à Õ“°“√∑“ß‰µ 87 √“¬

(√âÕ¬≈– 86.2) Õ“°“√∑“ßº‘«Àπ—ß·≈–‡¬◊ËÕ∫ÿ 77 √“¬ (√âÕ¬≈– 76.3) Õ“°“√∑“ß√–∫∫‚≈À‘µ 74 √“¬ (√âÕ¬≈– 73.4)

Õ“°“√∑“ß√–∫∫°≈â“¡‡π◊ÈÕ·≈–°√–¥Ÿ° 32 √“¬ (√âÕ¬≈– 31.7) ‰¢â‡√◊ÈÕ√—ß 24 √“¬ (√âÕ¬≈– 23.8) Õ“°“√∑“ß√–∫∫

ª√– “∑·≈–®‘µ‡«™ 21 √“¬ (√âÕ¬≈– 20.8) Õ“°“√∑“ß√–∫∫∑“ß‡¥‘πÕ“À“√ 20 √“¬ (√âÕ¬≈– 19.8) Õ“°“√∑“ßÀ—«„®

14 √“¬ (√âÕ¬≈– 13.9) Õ“°“√∑“ßµàÕ¡πÈ”‡À≈◊Õß 13 √“¬ (√âÕ¬≈– 12.9) ·≈–Õ“°“√∑“ß√–∫∫∑“ß‡¥‘πÀ“¬„® 7 √“¬

(√âÕ¬≈– 6.9) Õ“°“√∑“ß‰µ º‘«Àπ—ß·≈–‡¬◊ËÕ∫ÿ ·≈–√–∫∫‚≈À‘µ∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥§◊Õ ‚ª√µ’π„πªí  “«– º◊Ëπ malar ·≈–

¿“«–´’¥ ‚¥¬≈”¥—∫ ≈Ÿªí ∑’Ë‰µ¢—Èπ 4 µ“¡°“√·∫àß¢ÕßÕß§å°“√Õπ“¡—¬‚≈°‡ªìπæ¬“∏‘ ¿“æ∑’Ëæ∫‰¥â∫àÕ¬ ∑’Ë ÿ¥®“°°“√

µ√«®™‘Èπ‡π◊ÈÕ‰µ Õ“°“√∑“ß√–∫∫ª√– “∑·≈–®‘µ‡«™ √–∫∫∑“ß‡¥‘πÕ“À“√ À—«„® ·≈–√–∫∫∑“ß‡¥‘πÀ“¬„®∑’Ë

æ∫∫àÕ¬∑’Ë ÿ¥§◊Õ Õ“°“√™—° µ—∫‚µ ‡¬◊ËÕÀÿâ¡À—«„® Õ—°‡ ∫ ·≈–‡¬◊ËÕÀÿâ¡ªÕ¥Õ—°‡ ∫ ‚¥¬≈”¥—∫ ºŸâªÉ«¬√âÕ¬≈– 92 ¡’§à“

º≈∫«°¢Õß ANA ·≈–ºŸâªÉ«¬ 66 §π„π®”π«π∑’Ë àßµ√«® 94 §π (√âÕ¬≈– 70.2) ¡’§à“º≈∫«°¢Õß Anti-dsDNA. ‚¥¬ √ÿª

º≈°“√»÷°…“§√—Èßπ’Èæ∫«à“ºŸâªÉ«¬≈Ÿªí ¢Õß»‘√‘√“™¡’Õ“¬ÿ∑’Ë‡√‘Ë¡‡ªìπ≈—°…≥–∑“ß§≈‘π‘° ·≈–º≈°“√µ√«®∑“ßÀâÕßªØ‘∫—µ‘°“√

„°≈â‡§’¬ß°—∫√“¬ß“πÕ◊ËπÊ ∑—Èß„πª√–‡∑»‰∑¬ ª√–‡∑»Õ◊ËπÊ „π‡Õ‡™’¬ ·≈–ª√–‡∑»µ–«—πµ°


