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Biological Features of Microbes Isolated from Nasal Secretion of Rhinitis and/or

Sinusitis in Young Patients
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Division of Otorhinolaryngology, Chiba Children's Hospital, Chiba Japan

Abstract

We investigated biological features of microbes isolated from nasal secretion of
children affected with rhinitis and/or sinusitis who visited us in 2001.

Seventy samples isolated from sixty-six patients were investigated. Pathogenic
microbes were detected in 63 samples. Non-pathogenic microbes were isolated from
six specimens and no microbe was detected in one case. In the sixty-three samples
containing pathogenic bacteria, three different species were isolated from 12 sam-
ples and, two different species, from 28 samples. Twenty-three of all the samples
contained only one species.

Of the 167 samples, 115 (68.9%) contained pathogenic bacteria and 52 (31.1%),
non-pathogenic ones. Major pathogens isolated from nasal secretion were H.
influenzae, S. pneumoniae and M. catarrhalis, occupying 96.9% of all the nasal
and/or sinus infections investigated. This clearly shows that nasal and sinus infec-
tions are chiefly caused by those three species.

We next investigated all the samples including the specimens obtained from the
other organs such as pharynx and sputa as well as from nasal secretion. In the .
influenzae infections, BLNAS was isolated from 71.4% samples; BLPAR, from 8.9%;
BLNAR, from 12.4%; and BLPACR, from 0.3%. In the S. pneumoniae infections,
PSSP was isolated from 13.6% samples; PISP, from 59.9%; and PRSP, from 26.5%.

Although susceptibility of H. influenzae and S. pneumoniae against ABPC was
low, both the microbes were fairly susceptible against Cefditoren (CDTR).
Penicillins, however, should be still therapy of first choice for nasal and sinus infec-
tions. Because the appearance of antibiotic-resistant pathogenic microorganism
such as the two microbes cannot be acceptable any more.
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Table 1 Pathogens isolated from nasal
discharge in children

—HWED A 23
BHE 40
H. influenzae+S. pnuemoniae+M. catarrhalis 11
S. Pnuemoniae+ M. catarrhalis+ GAS 1
H. influenzae+S. pnuemoniae 12

H. influenzae+ M. catarrhalis

S. Pnuemoniae+ M. catarrhalis

H. influenzae+ GAS

M. catarrhalis+S. aureus
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Table 2 Culture results of pathogens isolated
from nasal discharge in children

IR 115 #& (68.9%)
Haemophilus influenzae 42
Streptococcus Pnuemoniae 35
Moraxella catarrhalis 32

Staphylococcus aureus

Group A streptococus

FER B 52 ¥k (31.1%)
Viridans group 25
Corynebacterium spp 15
Neiseria spp 8
Staphylococcus epidermidis 4




Group A streptococcus 2(1.7%)
S.aureus 4(3.5%) 1

H.influenzae
Moraxella catarrhalis 42(36.6%)

32(27.8%)

S.pneumoniae
35(30.4%)

Fig. 1 Pathogenic microbes isolated from nasal
secretion of 66 children affected with
rhinitis and/or sinusitis (N=117)
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Fig. 2 Prevalence of resistant H. influenzae isolated
from nasal discharge and from all samples
in 2001 in Chiba Children's Hospital.
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Fig. 3 Prevalence of S. pneumoniae isolated from
nasal discharge and from all samples in
2001 in Chiba Children's Hospital.
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» -7z (Table 1).

BB 167 #RT, =0 2 BRI 115 %
(68.9%), FEWEEIEH2H (B1.1%) ThHh-

H2% ¥le

7z (Table 2). WEEOH TR GZ DI H
influenzae T 42 % (36.5%), DT S. pneu-
moniae 75 35 tk (30.4%), Moraxella catarr-
halis 75 31 ¥k (30.0%) T&» ~7= (Fig. D).

H. influenzae ®7 Y E V) ViTxtd 5 E&%
P & B-lactamase EEA D H #IZ DTt Fig.
21/ L7, Bid 513 BLNAS i3 65.6%,
BLPAR % 21.9%, BLNAR i 12.5%i24 51,
MERAEZE TRIEI N 2BRED S REHITIE
Roni» -7 BLPACR 28 1 # (0.3%) #&
Hahi.

S. pneumoniae ® PCG IZxt3 % B2 %
Fig. 3iZm L7z, ThZEhBH &ekikizon
TOTF—F¥ %7, PSSP i3 11.8%, PISP
13 70.6%, PRSP i3 17.6%Tdh -~ 7.

H. influenzae 2%t 3 5 ABPC, CVA,
CDTR/PI 0 HFIRZHEIc > T3 Fig. 4 12,
S. pneumoniae \ZX%t9 % ABPC, CDTR/PI,
FRPM 0 # A& P 12> Tl Fig. 5 127 L
7z.
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H. influenzae TE YR 6 A 507z B-lact-
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BLNAR & 05 Hic A E o HEL»Y 1 &
H ABPC 1ot U T D H 5 D13 65.6% &
WP LTNEY, F7, 20 MIC & Fig. 4
555 & 2ug/ml T4 T %5 BLNAR i

H. influenzae,
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Fig. 4 Distribution of ABPC, CVA, CDTR/PI MICs against 324 strains of H. influenzae isolated in Chiba

Children's Hospital in 2001. (BLNAS; [ ], BLPAR;
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Fig.5 Distribution of ABPC (A), CDTR/PI (B) and FRPM (C) MICs against 242 strains of S. pneumoniae

isolated in Chiba Children's Hospital in 2001. (PSSP; ] , PISP;
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