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Table 1 Laboratory data
WBC 4,570/ul CPK 76 IU/L 1gG 1,280 mg/dl
Neu. 68.70% T.bil. 05 mg/dl IgA 151 mg/dl
Eo. 3.50% TP 7.3 g/dl IgM 119 mg/dl
Lym. 21.40% Alb  65% IgE 1,070 IU/L
Mo. 550% al 280% KL-6 1,332 U/ml
Ba. 0.90% a2 770% SP-D 220 ng/ml
RBC 519x10%/ul B 9% SP-A 79 ng/ml
Hb 15.5 g/dl Y 15.50% ACE 171U/L
Ht 46.50% ESR  9mm/h (ABG) room air
Plt. 162x10%ul  |CRP 0.1 mg/dl pH 7414
PT 106 s BUN 11 mg/dl PaCOq 425 mmHg
APTT 277s Cr 0.61 mg/dl PaO: 834 mmHg
Fbg. 238 mg/dl UA 58 mg/dl HCOs3~ 26.6 mmol/L
AST 321U0/L Na 140 mEq/L | Specific IgE
ALT 4710/L K 41 mEq/L TDI 082 1U/ml
ALP 269 1U/L Cl 105 mEq/L MDI 464 1U/ml
v-GTP 311U/L Ca 9.7 mg/dl HDI 209 IU/ml
LDH 149 1U/L P 35 mg/dl

FVC (L) (% pred.)
FEV, (L) (% pred.)

FEV,/FVC (%)

FRC (L) (% pred.)
RV (L) (% pred.)
TLC (L) (% pred.)

RV/TLC (%)

Dlco (ml/min/mmHg) (% pred.)
DLco/VA (ml/min/mmHg/L) (% pred.)5.36 (116.3%)
Reversibility (ml) (% increase)
Mch-PC20 (mg/ml)

FeNO (PPb)

Fig. 2 Pulmonary function data.
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HRCT taken in the same institution. The left picture on admission shows diffuse centrilobular shadows
in both lung fields. The right picture shows that after avoiding antigen, the centrilobular shadows disappeared.
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Yt HEOBRBAM R HEER L2 25, Ihb Table 2 BALF
OFRICHREZ Bz KEmEIH LT, WA e ! ) 3
raction
AFUA KRS L HMARMFR AR, 2} —
. . ecovery (ml) 10 22 25
U“‘]l/‘iﬂ&%t 7;:‘97: i@ﬁ?ﬁ‘l‘iﬂﬁ]‘&c:ﬁa Lfﬂi, J\E_HEEL Cell count 21 39 38
TAVIYTA—bMEOEMEMITLI L ELTEEEE (x10° cells/ml) ’ ’ ’
oot Neutrophil (%) 11.0 0.0 0.0
- Eosinophil (%) 05 0.0 00
= = Lymphocyte (%) 145 723 62.3
- Macrophage (%) 74.0 277 377
A, FeNO JRERE L, S0 3B ok & & LS CD4/CD8 0.07
________ Hospital Work place Hospital . Home [
AM py AM PM AM PM AM PM
37
BT . - = 36
(C) — o~
------ - 35
500
PEFR ' 450
(1/min) 400
__________________________ SR 350
m—— I8 - 100
Sp0; 7 T
%
(%) . o5
Cough
Shortness D breath
Chestitightness
WBC {f].l]} 3260 457() 3450 3760
CRP (mg/dl) 0.0 0.5 0.0 0.0
FeNO (ppb) 538 193 472

Fig. 3 Workplace environment challenging. The workplace-environment challenge induced
cough, shortness of breath, chest tightness, increases in body temperature, WBC and CRP,
and decreases in peak expiratory flow rate, SpO. and FeNO. The one environment challenge
induced cough, an increase in FeNO, and decreases in peak expiratory flow rate and SpO..
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Abstract
A case of hypersensitivity pneumonitis and asthma attack caused by isocyanates

Tamami Sakai, Nobuyuki Katayama, Yuko Waseda, Noriyuki Okura and Masaki Fujimura
Respiratory Medicine, Kanazawa University Hospital

We report a case of hypersensitivity pneumonitis and asthma attack caused by isocyanates in a 61-year-old
man. The patient was admitted for diagnosis and treatment of workday fever, cough, wheezing, and dyspnea. He
worked in a furniture manufactureing factory and used polyurethane adhesive containing isocyanates. His chest
CT showed diffuse centrilobular shadows. Findings of bronchioalveolar lavage fluid were compatible with hyper-
sensitivity pneumonitis, and specific IgE was positive for toluene diisocyanate, 4,4-methylenediphenyl diisocya-
nate, and 1,6-hexamethylene diisocyanate. The diagnosis of asthma was established by positive bronchial revers-
ibility and bronchial hyperresponsiveness. Furthermore, an elevation of the fraction of exhaled nitric oxide
(FeNO) level also supported the diagnosis of bronchial asthma. The workplace environmental challenge induced
cough, shortness of breath, chest tightness, increases in body temperature, WBC, and CRP and decreases in peak
expiratory flow rate and SpO.. We interpreted these results as positive for both hypersensitivity pneumonitis and
asthma. Of interest is that the environmental provocation test decreased the level of FeNO.



