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The aim of this randomized clinical study for 3 years was to investingate the in-
fluence of glucocorticoid inhaled therapy such as beclomathasone dipropionate
(BDP) in patients with acute exacerbation of chronic obstructive pulmonary dis-
ease (COPD) that were radomizedly divided into groups by computer. In the group
A, these patients with COPD (n=120) were additional administration of inhaled
BDP for 3 years.

Another these patients with COPD (n=119) were no additional administration
of drugs and were followed up in the same condition. Body thempature, CRP titer,
ESR (1hr) titer, periphral venous cell count of white bleed cells (WBC), its count
of neutrophils and brterial culture in sputum were used for diagnsis of acute exac-
erbation of COPD.

In these two group, background characteristics did not significantly changed.
Body temperature, CRP titer, ESR titer, WBC counts, neutrophils during the acute
exacerbation of COPD did not significantly changed in the group A compared with
the group B. in new typing severity diagnosis related with respiratory tacts by
Japanese chemotherapy association severity did significantly not changed in se-
vere, modulate and mild type, respectively, pathogenic bacteria such as streptococ-
cus pneumoniae, staphylococcus aureus and other bacterios were similar specimen
in both group. The acute exacerbation of COPD may be related bacteria inhibition.
However, randomized multicenter, prospective study suggested that BDP inhalated
therapy might have little effect on espiratory bacterial infection during exacerba-
tion of COPD. In needed, bacteril infections in apper and lower respiratory tract
that could induce the acute exarbation of COPD and these continious infections
could decrease VC, FEVy, and other pulmonary functional parameters. These stud-
ies are now underway in our clinics and hospitals.
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COPD _—-: Bacterial infections 1

Bronchial asthma ——: Virus infections 1

Fig. 1 Acute exacerbation chronic respiratory
diseases during BDP inhalated therapy
in patients with COPD or in patients
with bronchial asthma
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Table 1 Arterial blood gas, analysis, CRP, ESR, WBC Counts, neutrophil counts in peripheral vesuals
blood and body temperature on admison in patients with an acute exacerbation of COPD

Group A Group B Student's t test
Blood gas SaO: (%) 98.2+1.4 97.7£1.2 NS
PaO. (Torr) 56.2£13.6 53.6£10.5 NS
PaO, (Torr) 43.8£12.5 46.2+11.0 NS

pH 7.42+0.10 7.45+0.22 NS
CRP (mg/dD

<5 31 (63.3)* 28 (62.2) NS

5—9.99 10 (20.4) 9 (20.0) NS

=10 8 (6.3 8 (17.8) NS
ESR (mm/h)

=50 30 (61.2) 27 (60.0) NS

51~99 10 (20.4) 9 (20.0) NS

=100 9 (18.49) 9 (20.0) NS
WBC counts in peripheral venous blood (/1)

<10000 34 (69.3) 30 (66.7) NS

10,000~14,900 12 (24.5) 13 (28.9) NS

=15000 3 (6.D 2 (4.5 NS
Neutorophil counts in peripheral verous blood (/ x1)

<9000 35 (73.5) 33 (73.3) NS

9000~13990 12 (24.9) 11 (22.9) NS

=14000 1 0 1 Qo NS
Body temperature (°C)

<37.5 70 (62.5)* 71 (65.1) NS

37.5—38.9 36 (32.1 34 (31.2) NS

=39 6 (5.4) 4 3.7 NS
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Table 2 Classification of sevesity in patients with on an acute exacerbation of COPD
Severity Group A Group B Student's t test
Mild 16 (32.1)* 15 (33.3) NS
Modulate 30 (61.2) 28 (62.2) NS
Severe 3 (6.1 2 (4.4 NS
* %

Table 3 Bacteria isalated from sputum-samples taken admission from patients with an

acute exacerbation of COPD

Suptium bacterial culture Group A Group B Student's t test
Pathogenic bacteria 64 (57.D* 59 (54.1) NS
Streptococcus pneumoniae 25 (22.3) 19 (17.4) NS
Staphylococcus aureus 13 (11.6) 10 9.2 NS
Methicillin-resistant S. aureus 4 (3.8 3 B.0* NS
Klebsiella pneumoniae 4 (3.8) 4 3.1 NS
Corynebacterium spp. 0 0.0 1 0.9 NS
Klebsiella oxytoca 1 (0.9 1 0.9 NS
Haemophilus influenzae 0 0.0 1 0.9 NS
Pseudomonas aeruginosa 8 (1.1 8 (71.3) NS
Enterobacter aerogenes 3 @D 4 3.7 NS
Moraxella catarrhalis 0 0.0 1 0.9 NS
Normal flora 48 (42.9) 50 (45.9) NS

# %
*  Methicillin-resistant S. aureus/S. aureus

B# :13.6+49H (5—29H)) BMoAE
EZrEDond, ERAEAETS, WAEH
EITHEREE BT onisp - 7o (RERAEM).

5. COPD G PEH AL e g Bk Hi A & DN IR
[Py

3 #EM, prospecitive study F#® COPD &
BEEIE & WAL T S AR ZRD N - T
COPD 7 1 5 B 0T 8 1€ PN D i S B % 40 e U
TR 2B L7z, COPD Stk Ry, Mk X
D 53EE L 2 7RI AR B BRI K 2T
FLHR U7, COPD 2o S J0IwE 8 Ak (5 St i
BEFI A B 64/112 1 (57.1%), B #F 59/109
Bl (54.1%) EMFFIAT S HEZEEROHIED -
7o . ¥ B & Streptococcus pneumoniae,
Staphylococcus  aureus, Corynebacterium
spp., Klebsiella pneumoniae, Klebsiella oxy-

toca, Haemophilus influenzae, Pseudomonas

aeruginosa, Moraxella catarrhalis, Entero-
bacter aergenes TdH O A B TS. pneumoniae,
S. aureus, K. pneumoniae D¥EM UL T3 &
I —RED SN 5 HFEHFIIT IS TEE TH
BERIFHONA M -7, 1L, BDPEHAD
BRI hdb 5T COPD 2MEHER O R FK
XY & U T3S, pneumoniae, S. aureus H%
Z L RBwo5hic (Table 3).

6. 'FIRBEREZAL
VC, FEVi,i3 A #4 B#ICHE LERICK

Towmd (i P<0.05), KA i 5 AE R
(P<0.01) %@&¥»i. (EREM)
= -3

AT 3AEM, AiE i COPD B3 %
B8 L, REREHICBDP CF¥H 81254 g/H)
EMATCE (AR SREREGEHRE BE) ©



A AH BRI GAEDT 7S

fil T COPD = P54 # 15 BDP i T O W HE
SKUB RGN U, KRGS COPD &b
ELHEBRER T 2 0GB LR EMA
7o, BaxRERO 5 ERICHE BRI EPIRET
BA B#&" BDP (i AR HBE L IR BERT
SOERRARRG M T BlIE BDP £ TH
Btz &y, BDP FAMHAESE VI 2 H
BILZHIEAITRD P, ERBEOBREHE S
BREICED - 1222, WMAXT a1 FRIERE
HRERFE MRS SRR TH - 7239,
WA R T 1A FHIE R RSGE BL ASH0 LS o
ESVIRERIHRENB*®, Lhrl, &~
DYRDO BA BEWAETREAZXT o1 Nl
HERERE B BBEML T 4m & F
I DRERAEBID, ThIIKREHEM, EFI
ZICXAHEREEELAG L, Wb AMT
S. pneumoniae, S. aureus, S. pneumoniae®’
FEEEZV OOHMLTVAZ &I
(Table 3) FERI%K, #ETHIME COPD fEHRE A
DOHFEEBIHET L TO L RELBEWERET
5. A3 VI RCERBERGICE U TR L
T, UL, COPD 2 H#EE I &KEBI
BRSO FHBIBIRSIBZ ShTWna™, Bib,
Fig. 1it/r L2 BA &ML I3 VI A
COPD 2 HERICE BINEETH S L%
RETHRREEZ SN,

Renkema 5% 37  E—FR D1 COPD
BEICTTVZF800ug/WA/H% 2 FMHE
£ U()—BRET Q) ESEQ) FBIRM I 2
LEZD T Ep SERRAER E COPD itk
WZT7a4 NIRA#E4.F 3%, Dompleling
SMWIL 24 M, B.HEAL, i3y LRIRAD
A 4T U T 101 fld COPD fEHIH FEV., 25 80
ml/FL FAKT U725EFIC 2 4£ BDP800 1 g/
WA/ HEMY 5 &) —BRE TR Q5
RIS ERHD =R I LG LT 5.,
Z D% B RIBH R VHIERART B A
REI OB, HBHEE &0 > h OERFZ
MILESNBOSVENITIHA R T a4 RAIZ

2k B2NE E1S —29—

Respiratory function —\
mm)p | Worsen
stable FEV, o

| !

Methicillin-sensitive staphylococcus
Streptococcus pneumoniae aureus

Moraxella catarrhalis
Haemophilus influenzae
Other bactena

Pseudomonas aeruginosa
Enterococous faecalis
Other bacteria

Fig. 2 Changing species of respiratory infec-
tion according to progression of COPD
in patients with on acute exacerbation
of COPD
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