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Table 1. Results of laboratory tests at admission.

Biochemistry Valie Nemal  po g connt Valne Nomal y ologicaltests  Value  homal
RTRE: L Lo ORI R
Total protein(z/dl) 8.1 6783 WRC(10%L) 58 3386 TaG(mg/dL) 2492 820-1740
Albumin(g/dL) 34 3853 Neutrophils(%) 523 40-70 IgA(mg/dL) 18 90-400
Na(mmol/L} 136 137-146 Lymphocytes(%a) 237 25-50 IgM(mg/dL) 630 52-270
K{mmaol/1.) 4.1 3.6-5.0 Eosinophils(%a) 204 0-5 C3(mg/dL) 65 80-140
BUN{mg/dL) 73 820 Basophils(%) 02 01 C4(mg/dL) 5 1134
Cre(mg/dL) 042 046079  Monoeyles(%) 34 311 CHS0(U/mL) 17 25-48
., " " Antinuclear
] i = 4,
I-Bil{mg/dL) 0.3 02-12 RBC{10%uL) 257 380-480 antibodies(titers)
AT S Homogenous
AST(UIL) 30 13-30 Haemoglobin(g/dl) 7.8 naisz el 640 039
A : Cytoplasmic
ALT(U/L) 33 7-23 Haematocrit(%) 236 34-43 pattern (+) ()
g - . ¢ antidsDNA
LD(UL) 208 124222 MCV(IL) 918  §3-96 antibody(IU/mL) 151 010
Reticulocytes(104 antiSm
¥-GTP(U/L) 15 932 proy 129 46 antibody(UmL) 64 049
: sticulocyles(™ _ antiRNP
ALP(U/L) 88 38113 Reiculocytes(®) 0.5 12 antibody(UfmL) 75 034
ol 14 .
CRP(mg/dL) L1 0014 Platelet count(1¢ 303 1337 mtiCL-lgG(U/mL) 83 0-123
/L)
. Infectious disease antiCLA2GP1-
Fe(ug/dL) 97 40-188 eG(UlmL) 07 035
UIBC(ug/dL) 105 137325 RPR(RU) 29 01 Lupus 09 012
’ anticoagulant ’
i ; - ; ; antiss-A
Ferritin{ng/ml.) 127 2-151 I'PHA (] (=) antibody(U/mL) 144 0-7
Zn(pg/dL) 802 80-130 ::'H“"’“*‘ BI%- o DAT ® @
o . ) EBV VCA- .
ViaminB12pg/ml) 429 233914 ol 80 0-10 IAT O
o ) EBV VCA- Sl
Folic acid{ng/mL) 123 3.6-129 IgM(iter) =10 0-10 Urinalysis
Haptoglobin(mg/dl.) 164 §3-209 EBV EBNA(titer) <10 0-10 Protein (1+) (=)
EB EADR-
TeGtiter) <10 0-10 Oceult blood (1) ()
RBCs cast(HPF)  1—4 0
WEBCs cast{/TIPT) 1—4 0
TG .
U-TP/Cre(g/g 027 o
Cre)

Abbreviation: Na, sodium; K, potassium; BUN, blood urea nitrogen; Cre, creatinine; T-Bil, total bilirubin; AST, aspartate aminotransferase;
ALT, alanine aminotransferase; LD, lactate dehydrogenase; y -GT, y - glutamyltransferase; ALP, alkaline phosphatase; CRP, C-reactive
protein; Fe, iron; UIBC, unsaturated iron binding capacity; Zn, zinc; WBC, white blood cells; RBC, red blood cells; MCV, mean corpuscular
volume; RPR, rapid plasma reagin test; TPHA, treponema pallidum hamagglutination; EBV-VCA-IgG, Epstein-Barr virus capsid antigen
immunoglobulin G; EBV-VCA-IgM, Epstein-Barr virus capsid antigen immunoglobulin M; EBV-EBNA, Epstein-Barr virus nuclear
antigen; EBV-EADR-IgG Epstein-Barr virus early antigen diffuse and restrict complex immunoglobulin G; IgG, immunoglobulin G; IgM,
immunoglobulin M; IgA, immunoglobulin A; C3, complement 3; C4, complement 4; CH50, 50% haemolytic unit of complement; Anti-dsDNA
antibody, anti-double strand deoxyribonucleic acid antibody; Anti-Sm antibody, anti-Smith antibody; Anti-RNP antibody, anti-ribonucleoprotein
antibody; Anti-CL-IgG, anti-cardiolipin immunoglobulin G; Anti-CL 8 2GP1-IgG, anti-cardiolipin B 2glycoproteinl immunoglobulin G; Anti-
SSA antibody, anti-Sjégren syndrome A antibody; DAT, direct antiglobulin test; IAT, indirect antiglobulin test; RBCs cast, red blood cells casts;
WBCs cast, white blood cells casts; HPF, high power field; U-TP/Cre, urine-total protein creatinine ratio.
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Figure 1. The pathological finding of bone marrow aspirate (BMA) specimen.

BMA specimen shows predominant granulocytes with a significant decrease in erythroblasts (myeloid:erythroid ratio
>5). The maturation of megakaryocytes and granulocytes is preserved (or normal). (May-Giemsa stain, X 400).
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Figure 2. The clinical course of the patient.

Hemoglobin, reticulocyte, antidsDNA antibody, and complement levels after initiating treatment.
Abbreviation: Antids-DNA antibody, anti-double strand deoxyribonucleic acid antibody; C3, complement 3.
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Abstract

Complications of systemic lupus erythematosus (SLE) and pure red cell aplasia (PRCA) are rare. Here, a 19-year-old Japanese
woman was admitted for severe anemia. She was diagnosed with PRCA according to pathological findings in the bone marrow.
In addition, immune serological tests were positive for antinuclear antibody (ANA). Therefore, she was transferred to our hos-
pital for further examination for connective tissue disease. After excluding other causes of anemia, she was diagnosed with SLE
complicated with PRCA and then treated with prednisolone and hydroxychloroquine. Treatment alleviated complications of
both diseases promptly, warranting a reduced dose of prednisolone as planned. Patients with SLE complicated with PRCA are
reportedly prone to relapse anemia. PRCA may be a cause of refractory anemia in patients with SLE.

Key words : systemic lupus erythematosus, pure red cell aplasia, prednisolone, hydroxychloroquine, anemia
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