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High-resolution computed tomography in 22 cases of
pulmonary chronic graft-versus-host disease (cGVHD) following
hematopoietic stem cell transplantation

Noriyo Yanagawa, MD"*; Fumikazu Sakai, MD’; Noriko Kamata, MD';
Tsunekazu Hishima, MD'; Tamiko Takemura, MD’; and Kazuteru Ohashi, MD"

Deparmments of 'Radiology, "Pathology and "H, logy, Tokvo Metropolitan Komag Hospital, Tokyo, Japan
‘Department of Radiology, Tsukuba Memorial Hospital, Tsukuba, Japan
"Department of Diagnostic Radiology, Saitama International Medical Center, Saitama Medical University, Hidaka, Japan

Department of Pathology, Japanese Red Cross Medical Center. Tokyo, Japan

We retrospectively analyzed the chest computed tomography (CT) findings of chronic grafi-versus-host
disease (cGVHD) compared with clinical features, histological findings, and results of pulmonary function
tests (PFTs) in order to investigate roles of HRCT in the evaluation of ¢GVHD. Disease was correlated
with pathologic and pulmonary function findings. Our study group comprised 35 episodes in 22 cases of
late noninfectious lung complications following hematopoietic stem cell transplantation (HSCT) that were
diagnosed at Tokyo metropolitan Komagome hospital. CT scans were assessed based on the distribution
and characteristics of lesions. PFTs were obtained in 26 episodes. Histopathologic specimens were obtained
in 11 episodes, 12 times. CT findings of c<GVHD were classified into 4 groups: (i) airway injury group, (ii)
Subpleural consolidation pattern, (iii) peribronchovascular / periseptal GGO pattern, and (iv) unclassified
group. Ten episodes (Bronchiolitis obliterans (BO) pattern in 8, bronchitis and bronchiolitis pattern in 2)
were included in Group 1, 6 in Group 2, 17 in Group 3, and 2 in Group 4. A pathological diagnosis of
organizing pneumonia (OP) was made in both Groups 2 and 3, but the clinical features differed between the
2. The features of Group 2 were of short-term onset, initial onset. reversible, and with normal pattern on
PFTs. In contrast, the features of Group 3 were of long-term onset, frequently occurred later periods, with
deteriorated lesions despite therapy (9/17) and with restrictive pattern on PFTs. The CT pattern of ¢cGVHD
has specific relationships among clinical features. CT pattern appears to be useful in predicting the degree
of lung damage and prognosis.
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Airway growth factor expression measured by means of MUSTag
method in exhaled breath condensate is important for patiens with
interstial lung disease.

Ohji Ohbayashi', Hikari Koyama', Tadashi Koyama', Yasuhiro Yamanouchi’, and Hajime Takizwa'

'Department of Internal Medicine Mizonokuchi Hospiral Teikyo University School of Medicine Jupearn
Tokye university school of Medicine Japan

Background:Measurement of inflammatory mediaters in exhaled breath condensate(EBC)is an easy
and noninvasive diagnostic method therefore,, the aim of this study was to estimate airway growth factor
expression by means of MUSTag method in exhaled breath condensate .

Methods:In 16 patients with interstial lung disease and 7 healthy subjects.25 asthma patients, IL-la.
IL-8. EGF, FGF, HGF.and VEGF were measured in EBC by means of MUSTag method.

Results:In small part of patients ,EBC was not gotten at all. And measurements wasn 't done. For asthma
patients .VEGF \HGF, basic FGF score was higher than those of patients with interstial lung disease.

For interstial lung disease patients, IL-1Ra, IL-8, EGF was higher than those of patients with asthma
group. But Stastical significance was not found.

VEGF, HGF, basic FGF score was higher in the sever state of patients with interstial lung disease.

Conculusion:The levels of IL-1Ra, IL-8, and EGF are elevated in EBC patients with interstial lung
disease. These markers may suggest the severity in those of patients with interstial lung disease.
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Analysis of circulating KL-6 carrying sialyl Lewis® (SLAK) levels in
patients with diffuse lung diseases

Noboru Hattori, Kouji Yoshioka, Sonosuke Tanaka, Nobuhisa Ishikawa,

Kazunori Fujitaka, Yoshinori Haruta, Hiroshi Murai, and Nobuoki Kohno

Department of Molecular and Internal Medicine, Graduwate School of Biomedical Sciences, Hiroshima Universiny

We have already reported that KL-6 carrying sialyl Lewis named SLAK can be detected in sera of
lung adenocarcinoma patients and its serum level serves as a prognostic factor. In the present study, we
hypothesized that SLAK could be also detected in sera of patients with diffuse lung diseases and its level
would show a different significance from KL-6. To measure SLAK levels, we developed a double-sandwich
electro chemiluminescence immunoassay using anti-CA19-9 (sialyl Lewis+) and anti-KL -6 antibodies. The
cut-off value for serum SLAK level was determined by the levels measured in healthy subjects. Serum levels
of KL-6 and SLAK were measured in the sera from 85 patients with interstitial lung diseases ( 16 idiopathic
pulmonary fibrosis; IPF, 17 nonspecific interstitial pneumonia; NSIP, 5 cryptogenic organizing pneumonia;
COP, 17 collagen—vascular disease associated interstitial pneumonia; CVD-IP. 5 acute hypersensitivity
pneumonia; AHP, 16 chronic hypersensitivity pneumonia; CHP, 5 acute eosinophilic pneumonia; AEP, 4
pneumocystis pneumonia; PCP) , bacterial pneumonia (5 patients). and bronchiectasis (5 patients). Positive
rates of KL-5 and SLAK in the 85 patients with interstitial lung diseases (IL.D) were 82.3% and 25.8%,
respectively. The positive rate of SLAK in CHP was shown to be significantly high (62.5%) compared with
those in other ILD. Although high positive rates of KL-6 were observed in AHP and PCP patients (100%
and 75%, respectively), SLAK was not detected in the sera of these patients. Furthermore, the ILD patients
with higher SLAK levels showed a trend to have shorter survival. We believe that the serum levels of SLAK
in diffuse lung diseases may provide useful information to make distinguishment among LD and predict

clinical outcomes.
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B2 Serum SLAK levels in patients with diffuse lung discases
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B3 Changes of serum KL-6 (a) and SLAK (b) levels in patients with acute exacerbation of IPF or CHP.
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