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Southeast Asian Ovalocytosis with

Distal Renal Tubular Acidosis
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mMIaTRMiasLiimewy CBC : Hb 7.3 o/
dL, Het 20.1%, WBC 5,700 /mm’, neutrophils
45%, lymphocytes 49%, monocytes 6%, platelets
170,000 /mm®, MCV 99 L, MCH 36 pg, MCHC
36%, RBC 2.0x10°/mm®, RDW 27%. Reticulocyte
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Q0 r.
gﬂ‘?l 1 Peripheral blood smear (PBS) maaﬁﬂw
WU ovalocytes > 25%, theta cells (Qﬂﬂi%) 1GH

stomatocytes

gﬂ‘?i 2 Film both knees WU rarefaction of the
provisional zones of calcification, irregularly
frayed and cupping metaphyses, rarefaction of
the margins of the epiphyses and diffuse rar-
efaction of the shafts with thinning of the cortex

and coarsened texture

count 10% &nwosvadlindonuadll peripheral
blood smear (PBS) Guaqs:j’ﬂw (;Sﬂﬁ 1)

BUN 17 mg/dL, Cr 0.5 mg/dL, Na 143 mEq/
L, K 31 mEq/L, C1 117 mEq/L, HCO- 12 mEq/L,
uric acid 3.9 mg/dL, Ca 7.4 mg/dL, PO4 3.4 mg/
dL, Mg 2.22 mg/dL, alkaline phosphatase 318 u/
L

Urinalysis : yellow, clear, pH 7.5, specific
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511 3 Peripheral blood smear 2831328 WU
anwoliniRanuadumuy SAO phenotype 1@n
Wenfiuzasnthe
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gﬂ‘?l 4 Peripheral blood smear Gﬂaaﬁmi{ﬂaa WU
sSnunedafaauasLng

gravity 1.010, albumin negative, sugar negative,
red blood cell 1-2 cel/HPF, white blood cell 0-1
cell/HPF, epithelium 0-1 cel/HPF

Urine electrolytes : Na 34 mEq/L, K 44.5 mEq/
L, Cl 38 mEq/L, HCO-3 5 mEqg/L. urine anion
gap +40.5 mEqg/L

Urine Ca/Urine Cr ratio = 0.2 (MuUn@uaenh
0.2)

MWMI39a289 Plain KUB 2895the WUl
bilateral nephrocalcinosis

mwmesiTnativansimasihe (U7 2)

wa@mmﬁammmim Hb 12.9 g/dL, Hct
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36.7%, Red cell indices : MCV 88 L., MCH 31
pg, MCHC 35%, RBC 4.28x10%/mm?®, RDW 15%
Snuncraadinifanuadlu PBS 2a9n3m (gﬂﬁs)

nanTIaGeaasda Hb14.9 g/dL, Hot 41.3%,
Red cell indices : MCV 92 fL., MCH 33 pg,
MCHC 36%, RBC 4.5x10°/mm°, RDW 12%
snwaraoadiaianuasly PBSyasion (gﬂﬁzl)
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Ovalocytosis with distal renal tubular acidosis
with rickets and nephrocalcinosis LL@SVLG’T%Um‘S
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amadonlanadel Hbi1 g/dL, Het 314% MOV
81 L, MCH 28.4 pg, MCHC 35%, RBC 3.88x10°/
mm’ K 49 mEq/L, HCO- 20 mEq/L, Ca 9.9 mg/
dL, P 6.1 mg/dL
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Southeast Asian Ovalocytosis with

Distal Renal Tubular Acidosis

Rawee Taweephol, Pimlak Charoenkwan,

Pattra Thanaratanakorn and Panja Kulapongs

Division of Hematology, Department of Pediatrics, Faculty of Medicine, Chiang Mai University

Abstract: A 1 year and 9 months-old boy presented with persistent metabolic acidosis after acute
gastroenteritis, anemia and malnutrition. A diagnosis of distal renal tubular acidosis was made based
on the serum and urine electrolyte results and radiograph finding of rickets and nephrocalcinosis.
Peripheral blood smear showed a Southeast Asian Ovalocytosis phenotype. After alkali therapy, the
patient had weight gain and the metabolic acidosis and anemia improved. Coexisting SAO should
be searched for as a potential cause of anemia in patients with distal renal tubular acidosis.
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