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Table 1 List of patients
All patients COPD Interstitial pneumonia TB sequelae
Number of patients 101 34 43
Age (years) 727+94 778 = 54 646 = 11.1 738 =72
Gender (male/female) 80/21 34/0 21/3 25/18

TB : tuberculosis

Table 2 Plasma BNP and hANP values in each disease group.

COPD (34) Interstitial pneumonia (24) TB sequelae (43)
Age (years) 778 = 54%* 646 = 11.1 738 = 7.2%*
PaOz (mmHg) 720 £ 171 723 £ 121 726 = 214
PaCO2z (mmHg) 473 £ 10.8° 460 + 12.1* 556 = 10.6
%VC 624 + 133" 627 + 2.2* 418 = 111
FEV10% 46.7 = 13.9%# 916 = 89 60.7 £ 17.6%%
BNP (pg/ml) 922 = 154.87 1646 + 32.7 61.6 = 90.2%
hANP (pg/ml) 29.1 £ 199 52.8 = 100.0 419 = 376

TB : tuberculosis
*: p<0.05 vs. TB sequelae

#:p<0.005, ## : p<0.001 vs. Interstitial pneumonia

Table 3 Hemodynamic index and plasma BNP value

COPD (25) Interstitial pneumonia (8) TB sequelae (16)

Gender (male/female) 25/0 7/1 9/7
Age (years) 786 = 4.9 725 =77 75.7 = 5.7%
Pa0O2 (mmHg) 718 £ 177 746 + 153 69.9 + 129
PaCOz (mmHg) 46.2 = 10.2* 408 + 4.9 56.1 =79
%VC 61.3 + 14.0% 578 = 9.0 421 + 147
FEV1.0% 486 + 13.7# 91.8 = 109 59.0 + 21.2*%
%EFS 353 + 88 330 = 80 376 = 82
A P (mmHg) 320 = 130 29.1 = 104 294 + 147
BNP (pg/ml) 453 + 578 847 + 721 375 + 265
hANP (pg/ml) 249 + 144 30.7 = 231 356 = 724

TB : tuberculosis, 4 P : pressure gradient, %FS : percent of fraction shortening
*:p<0.05, * : p<0.01, ™ : p<0.005 vs. TB sequelae
#:p<0.01, ## : p<0.005 vs. Interstitial pneumonia
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Table 4 Plasma BNP value in pulmonary hypertension

Lower BNP group Higher B(l;IP group
)
Age (years) 748 £ 6.3 755 £ 6.5
PaO2 (mmHg) 727 £ 130 572 + 87
PaCOz (mmHg) 482 = 9.1 575 = 185
A P (mmHg) 432 £ 110 463 + 138
%FS 364 + 85 311 £ 73
E/A 068 + 0.16 1.10 = 0.87
DcT 023 = 0.09 0.18 = 0.06
BNP (pg/ml) 313 = 226 1027 + 171.2*
hANP (pg/ml) 230 £ 99 510 = 895

A P pressure gradient, %FS : percent of fraction shortening

*: p<0.05
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Fig. 1 Plasma BNP value and pressure gradient meas-
ured from tricuspid valve regurgitation.
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Abstract
The stady of pulmonary hypertension and plasma BNP values in respiratory diseases

Shuichi Yano, Kanako Kobayashi, Kazuhiro Kato and Toshikazu Ikeda

Department of Pulmonary Medicine, National Hospital Organization Matsue National Hospital

We measured plasma BNP and hANP levels and studied the relationship to echocardiographic findings in 49
patients who visited or admitted in our hospital due to dyspnea (25 with chronic obstructive pulmonary disease
(COPD), 8 with interstitial pneumonia, 16 with sequelae of tuberculosis). The age in the interstitial pneumonia
group was lower and the arterial blood partial pressure of CO; was higher in the sequelae of tuberculosis group.
Plasma BNP and hANP levels were similar in the three groups. Plasma BNP level did not correlate with the pres-
sure gradient measured from tricuspid valve regurgitation. Some patients had pulmonary hypertension despite
having low plasma BNP levels. Hypoxemia was more severe in the higher BNP level group than in the lower BNP
level group. Plasma BNP levels did not reflect pulmonary hypertension unless these was left ventricular failure or
valvular diseases in these groups.



