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Fig. 1 A chest X-ray film shows no obvious findings.

Aty Ten;

Fig. 2 A high-resolution CT scanning of the chest shows scattered low-attenuation

areas in the bilateral upper lobes of the lungs.

Moz (BRI A 5H (ZW5)] pH 745, Jig #8 HRCT = Tt 0 Aili - 38 8 f 12 SR AL 2 A b B

PaC0, 394 Torr, Pa0,86.2 Torr, HCOs 24.6 mmol/L. (Fig.2).

Ui e Ar] S CILIRIEM AL % VC 942%, FEVY/ DER, bra— KT REFTRR L.

FVC 558%, FEV, 1.73L (638%). RE (ks (5 WCHERAT (FARIE L) © P ERERILR 2% (Fig. 3A).

R F 7 T P, I € 7”1 h 7 1 — v (procaterol)) W% BRREE (Fig. 4) @ B, Whi%0E, Midgaese T i

A%, FEVI1X63%, 011L3#ML7: (rrafithRatt). P, TAEIZBIT S COPD i L iGED DD T A
R X MREEL  AFRL TR EFTRLIE A S kv (Fig D). BT A IZEF LTI EE T & I LY, 2008 4F
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Fig. 3 Spontaneous sputum test. Eosinophils were identified cytologically (Diff-Quick stain,

% 400). (A) Stable phase. (B) Exacerbation.
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Fig. 4 Clinical course of this case.
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Abstract

A case of COPD accompanied by eosinophilic airway inflammation

Keizo Tsukamoto, Hiroaki Kume, Osamu Nishiyama, Takashi Iwanaga,
Hirokazu Nakajima and Yuji Tohda
Department of Respiratory Medicine and Allergology, Kinki University Faculty of Medicine

A 72-year-old man, an ex-smoker (26.3 packs a year), had a mild cough for several years. Obstructive lung
damage (FEV/FVC < 70%, % FEV, < 80%) was shown in the spirometry that was performed because of clin-
ical symptoms and his history of smoking. No obvious findings were seen on a chest roentgenogram; in contrast,
low attenuation areas were spread out at the bilateral upper lobes in the lungs on a chest high-resolution chest
tomography (HRCT). The number of eosinophils was increased modestly (2%) in the quantitative analysis by
using sputum expectorated spontaneously. This case was diagnosed as chronic obstructive pulmonary disease
(COPD), stage I, as a result of smoking-induced emphysema. A long-acting anticholinergic agent and a long-act-
ing Pragonist were inhaled daily. However, two months later this case was hospitalized because a wheeze and
dyspnea had developed. The percentage of eosinophils had markedly increased to 36%. This exacerbation
seemed to be mediated by eosinophilic inflammation in the airways similar to that of bronchial asthma. After an
administration of glucocorticoids, the symptoms improved promptly, and the infiltration of eosinophils had rough-
ly returned to normal. To determine whether bronchial asthma is complicated in this case of COPD, we per-
formed an acethylcholine provocation test. The result of this examination indicated no airway hyperresponsive-
ness. In conclusion, this patient’s disease was diagnosed as COPD with eosinophilic airway inflammation, not
bronchial asthma. This case may be a novel phenotype of COPD.



