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Study on the refractory mechanism in inflammatory obstructive lung disease
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To evaluate fatigue as a mechanism of COPD and asthma refractory, salivary
HHV-6/-7 titer and blood SITH-1 Ab titer were examined. More than 30% of COPD or asthma patients
showed high viral titer. Especially, the proportion of patients with high HHV-7 tended to increase
with symptoms severity. In addition, the positive rate (%) of SITH-1 Ab was significantly higher in
COPD or asthma patients than in healthy subjects. Furthermore, in asthmatic patients, SITH-1 Ab (+)
was involved in symptom severity and exacerbation risk.
We also examined the risk factors of postoperative pulmonary complications (PPC) in COPD or asthma
patients. History of heavy smoking and high severity were associated with increased PPC risk in
asthma. Aging, long operation or operation in abdomen were associated with PPC risk in COPD.
Meanwhile, ICS therapy in eosinophilic asthma and introduction of standard therapy in COPD was shown
to contribute to PPC reduction.
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Variable Condition ____OMSTHAAD P OR(95%Cl)
positive (n=14) negative (n=30)

. Normal 10 (71.4%) 26 (86.7%) 024 0.38(0.08-1.8)
any Depressive 4(28.6%) 4(13.3%)

- Stepl/ 2 7 (50.0%) 21 (70.0%) 020 0.43(0.1-1.6)
Step3/ 4 7 (50.0%) 9 (30.0%)

acr Well/ Poor control 13 (92.9%) 17 (58.6%) 0.033 9.2(1.461.1)
Total control 1(7.1%) 12 (41.4%)

Y 7 (50.0%) 4(13.3%) 0.0089 37(1.0137)

Exacerbation 7(50.0%) 26 (86.7%)
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Variable Ptwith < 1.0 Ex/y Ptwith 21.0 Ex/y Univariate Multivariate analysis
(n=33) (n=11) P-value OR(95%CI)  P-value

Univariate analysis
g,y 5732157 8365137 o0s37*
Male gender, n (%) 23(67.6%) 7(63.6%) 0909+
Asthma Steps-1/2/3/41,0 (%) 15/13/3/3(44.1/38.2/8:8/88%)  0/2/4/5(0.0/18.2/36.4/45.5%) 0001t
anti SITH-1 A positve,n (%) 7(21.2%) 7(63.6%) 0.0089*
BDI score, point 61255 90570 0.165*
Multivariate analysist
Age 260y 199(021-186) 055
Male gender 093(010842) 095
Asthma Steps-3 or 4 37704750 0005
ant.SITH-1 Ab positive 127(131202) 0032
81 score >10p 136(012152) 080

* By Student.t test, **By Fisher exact test, By Chi square test.
HLogistic multivariate analysis was performed using age>G0y, male gender, anti-SITH-1Ab positrve, asthma step-3 or 4, BDI score >10p.
OR: Odds ratio; 95%C1: 95% confidential interval;
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gender, male / female 111 /146 75/ 14

53.8+16.0 (20-83) 706 + 8.3 (49-89)

233+45 230+230
Smoking index, pack-years 94+ 167 47.7 +336
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705+122 593+77
£ 0 91.7+196 845+ 21.1
GINA STEP, 1/2/3/4/5 67/58/94/34/4 NA
CS (#), m/ny/r 25/19/60/25/4 NA
GOLD stage, 1/2/3/4 NA 47/35/6/1
1.
PPC asthma patients COPD patients
(n=257) (n=89)
Total patients with PPC 22 (86) 779
Bronchospasm 18 (7.0) 0 (0.0)
Pneumonia/atelectasis 4(1.6) 7(7.9)
Respiratory failure® 2°(08) 1°(11)

Data are presented as n (%)

All patients complicated with respiratory failure had pneumonia
and/or atelectasis

°One patient in each group required mechanical ventilation
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Variables OR(95%Cl) p-value
asthma Smoking index 220 54 (14-208) 0014
pack-years
Eosinophil >200/mm? 0.31(0.11-0.84) 0.021
GINA STEP 23 32 (1.04-9.9) 0043
COPD age, years 1.18 (1.00-1.40) 0.046
COPD treatments, yes 0.09 (0.01-0.81) 0.032
Upper abdominal 21.2(1.3-349) 0033
surgery, yes
Operation time 25 h 95 (1.2-774) 0035
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