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Background : There have been several studies showing that the angiotensin I and angiotensin
converting enzyme(ACE) contributes to the apoptosis of alveolar epithelial cells in idiopathic interstitial
pneumonia and the activation of fibroblasts during the process of pulmonary fibrosis. These results
suggest that the pulmonary fibrosis can be inhibited by the angiotensin II receptor antagonist(AGIRA).
This study was performed to identify the therapeutic effect of AGIRA in idiopathic  pulmonary
fibrosis(IPF).

Method : Thirteen patients with IPF, who were diagnosed with an open lung biopsy(6 patients) and
furfilling the ATS criteria(7 patients) between March 1999 and October 2001 at the Gachon medical
center, were enrolled in this study. Of these patients, eight patients were treated with a regimen
including AGIRA(AT group), and five were treated without AGIRA(NT group). The pulmonary
function tests and dyspnea(ATS scale) were measured at diagnosis and 1 year after treatment. All the
data was collected to analyze the therapeutic effect of AGIIRA on the patients with IPF.

Results : The AT group contained 8 patients(M:F=4:4) and the NT group contained 5 patients
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(M:F=32). There was no significant difference in the serum angiotensin II level between the two
groups(2025+585 vs 163.7+47.3pg/ml, p>0.06). The AT group showed an upward trend in TLC(+3%),
FVC(+4%), FEV1(+3%) and DLco(+2%) compared to the NT group(TLC(~14%), FVC(-3%), FEV1(-4%)

except for DLco(+5%))
group.

. The dyspnea score in the AT group improved significantly but not in the NT

Conclusion : These results suggest that the angiotensin II receptor antagonist may have an effect on
stabilizing IPF. (Tuberculosis and Respiratory Diseases 2003, 55:478-487)
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Table 1. Demographic data and clincal characteristics.

AT group NT group p-value
Number of patients 8 5
Mean age(yrs) 586293 61.445.0" 1.00
Sex ratio(M:F) 11 151
Underlying disease(patient)
Pulmonary disease
COPD 1 2
Bronchial asthma 1 0
Hypertension 2 0
Cardiovascular disease 3 1
Diabetes mellitus 1 1
Others 3 3
Combined treatment
Steroid 7 3
Theophylline 3 5
N-acetylcystein 8 5
ACE(U/L) 384+20.7 43.8+4.7 0.66
Angiotensin II(pg/ml) 2045+259.3" 162.7+201.0° 050

AT group : angiotensin II receptor antagonist(losartan 50mg) treatment group
NT group : angiotensin II receptor antagonist non-treatment group

"mean+SD(standard deviation)

" T12 compressin fracture, old pulmonary tuberculosis, tuberculous lymphadenitis
¥ Hypothyroidism, subdural hematoma, chronic otitis media

COPD : chronic obstructive pulmonary disease
ACE ! angiotensin converting enzyme, M : male, F : female
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Table 2. Pulmonary function tests

Group Before lyr after Percentage b-value
treatment treatment of change(%)

TLC (L) 334 369 3 0.69

AT FVC (L) 2.31 2.40 4 0.31
FEV1 (L) 1.88 1.95 3 0.48
DLco (%) 60.75 63.43 2 0.75
TLC (L) 4388 397 -14 0.11

NT FVC (L) 2.68 260 -3 0.50
FEVI (L) 202 1.93 -4 0.50
DLCo (%) 62.02 69.00 5 0.10

AT group : angiotensin II receptor antagonist(losartan 50mg) treatment group
NT group : angiotensin II receptor antagonist non-treatment group

TLC : total lung capacity
FVC : forced volume capacity

FEV1 : forced expiratory volume during one second
DLco : single-breath carbon monoxide diffusing capacity
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Table 3. Dyspnea score

Before lyr after val

treatment treatment P ue
AT group 3609 3108 0.046
NT group 36+05 34205 0.317

AT group : angiotensin II receptor antagonist(losartan 50mg) treatment group
NT group : angiotensin II receptor antagonist non-treatment group

"mean+SD(standard deviation)
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