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ABERERATFT AL (Table 1) @ HIMER%L 12,100/pl &
AL, EHBERALN. MEAINVTLBLOY ¥
HICIZ R 2RO R - 72, CRP I 1018 mg/dl & w1l
ZRL, KL-613 1,084 U/ml 8L Tz, BRI
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FED RO b Tz, PN 51X, MRSA & Pseudo-
monas aeruginosa DM ZN72HY, PUBRE IMH 21
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Table 1 Laboratory data on admission
WBC 12,100/ul IgG 2,010 mg/dl
Neut 86.1% IgA 708 mg/dl
Eos 0.5% IgM 36 mg/dl
Bas 04% C3 123.1 mg/dl
Mon 2.8% C4 30.2 mg/dl
Lym 10.2% CH50 588 U/ml
RBC 417 x10*/ul KL-6 1,084 U/ml
Hb 12.7 g/dl B-D-glucan <5.0pg/ml
Ht 37% BNP 6.2 pg/ml
Plt 30.9%x10"/ul CHA x 16
BUN 95mg/dl
Cr 0.66 mg/dl | Blood gas analysis (room air)
Na 139 mEq/L pH 7440
K 48 mEq/L PaCO. 51.3 Torr
Cl 98 mEq/L Pa0O, 444 Torr
Ca 9.8 mg/dl BE 89
P 3.3mg/dl HCO;~ 34.4 mmol/L
AST 1210/L Sa0. 825%
ALT 8IU/L
LDH 1551U/L Urine
ALP 249TU/L U-P (-)
yGTP 21TU/L U-s (=)
ChE 348 TU/L Sediment
T.bil 0.42 mg/dl RBC 0-1/HPF
T.chol 177 mg/dl WBC 0-1/HPF
TP 8.0 g/dl
Alb 59.7% Sputum culture
al 3.9% MRSA (+)
o2 115% Pseudomonas aeruginosa (+)
B 13.8% Mycobacterium tuberculosis (=)
Y 23.2% Nontuberculous mycobacteria (=)
CRP 10.18 mg/dl Fungus (=)
nol.
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Fig. 2 (A) Chest computed tomography scan on admission shows left upper
dense consolidation. (B) Cystic bronchiectasis is seen in the bilateral lung

fields.

Fig. 3 Broncholith specimens.
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Calcium stone lithoptysis in Kartagener’s syndrome
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A 60-year-old man was admitted to Niigata Prefectural Muikamachi Hospital for pneumonia. He had been di-

agnosed as Kartagener’'s syndrome because of situs inversus, chronic sinusitis, chronic otitis media, and bronchi-
ectasis. After admission, he frequently reported calcite stone lithoptysis. There may be an association between
lithoptysis and primary ciliary dyskinesia including Kartagener’s syndrome because calcite stone formation must
be a biomineralization response to chronic airway inflammation and retention of airway secretions.



