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lijima A, Kumagai K. Changes in Fine PM
Pollution Levels with Tightening of Regulations
on Vehicle Emissions. World Academy of Science,
Engineering and Technology. 2012;72:1200-3.

A long-term campaign for monitoring the
concentration of atmospheric Particulate Matter
(PM) was conducted at multiple sites located in the
center and suburbs of the Tokyo Metropolitan Area
in Japan. The concentration of fine PM has shown a
declining trend over the last two decades. A
positive matrix factorization model elucidated that
the contribution of combustion sources was
drastically reduced. In Japan, the regulations on
vehicle exhaust emissions were phased in and
gradually tightened over the last two decades,
which has triggered a notable reduction in PM
emissions from automobiles and has contributed to

the mitigation of the problemof fine PM pollution.

Okazaki K, Kusaka T, Kondo M, Kozawa K,
Yoshizumi M, Kimura H. Temporal alteration of
serum G-CSF and VEGF levels in perinatal
asphyxia treated with head cooling. Cytokine.
2012;60(3):812-4.

OBJECTIVE: Granulocyte-colony
factor (G-CSF) and vascular endothelial growth
factor (VEGF) are thought to be associated with the
pathophysiology of perinatal asphyxia. To clarify

stimulating

any such association, we analyzed the serum levels
in neonates with perinatal asphyxia treated with
head cooling.

STUDY DESIGN: Temporal alterations of serum
G-CSF and VEGF levels were measured within 24h
of birth in five neonatal cases of severe asphyxia
treated with head cooling, five neonatal cases
without head cooling, and four healthy neonatal
cases.

RESULTS: G-CSF in sera markedly increased and
sustained in severely asphyxiated neonates treated
with head cooling, while VEGF decreased and
remained low.

CONCLUSION: G-CSF and VEGF levels in sera
might be associated with an early phase of brain
protection after birth in severe asphyxia treated
with head cooling.

Saitoh M, Takeda M, Gotoh K, Takeuchi F,
Sekizuka T, Kuroda M, Mizuta K, Ryo A,
Tanaka R, Ishii H, Takada H, Kozawa K,
Yoshida A, Noda M, Okabe N, Kimura H.
Molecular evolution of hemagglutinin (H) gene
in measles virus genotypes D3, D5, D9, and HL1.
PLo0S One. 2012;7(11):e50660.

We studied the molecular evolution of H gene in
four prevalent Asian genotypes (D3, D5, D9, and
H1) of measles virus (MeV). We estimated the
evolutionary time scale of the gene by the Bayesian
Markov Chain Monte Carlo (MCMC) method. In
addition, we predicted the changes in structure of H
protein due to selective pressures. The phylogenetic
tree showed that the first division of these
genotypes occurred around 1931, and further
division of each type in the 1960-1970s resulted in
four genotypes. The rate of molecular evolution
was relatively slow (5.57x10* substitutions per site
per year). Only two positively selected sites (F476L
and Q575K) were identified in H protein, although
these substitutions might not have imparted
significant changes to the structure of the protein or
the epitopes for phylactic antibodies. The results
suggested that the prevalent Asian MeV genotypes
were generated over approximately 30-40 vyears

and H protein was well conserved.

Yoshida A, Kiyota N, Kobayashi M, Nishimura
K, Tsutsui R, Tsukagoshi H, Hirano E,
Yamamoto N, Ryo A, Saitoh M, Harada S, Inoue
O, Kozawa K, Tanaka R, Noda M, Okabe N,
Tashiro M, Mizuta K, Kimura H. Molecular
epidemiology of the attachment glycoprotein (G)
gene in respiratory syncytial virus in children
with acute respiratory infection in Japan in
2009/2010. J Med Microbiol. 2012;61(Pt6):820
-9.

This study performed a detailed genetic analysis
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of the glycoprotein (G) gene of respiratory
syncytial virus (RSV) detected in 50 Japanese
children with acute respiratory infection (ARI) in
the 2009/2010
constructed by the neighbour-joining method
showed that 34 and 16 of the RSV strains could be
classified into subgroups A and B, respectively.

season. A phylogenetic tree

Strains belonging to subgroups A and B were
further subdivided into GA2 and BA, respectively.
The nucleotide and deduced amino acid sequence
identities were relatively high among these strains
(>90%).
implied that a relatively high frequency of amino

The deduced amino acid sequences

acid substitutions occurred in the C-terminal 3rd
hypervariable region of the G protein in these
strains. In addition, some positively selected sites
were estimated. The results suggest that RSV with
genotypes GA2 and BA was associated with ARI in
Japanese children in 2009/2010.

Kon M, Watanabe K, Tazawa T, Watanabe K,
Tamura T, Tsukagoshi H, Noda M, Kimura H,
Mizuta K. Detection of human coronavirus NL63
and OC43 in children with acute respiratory
infections in Niigata, Japan, between 2010 and
2011. Jpn J Infect Dis. 2012;65(3):270-2.

Human coronavirus (HCoV) is a member of the
HCoV-229E,
HCoV-0C43 and the severe acute respiratory

respiratory viruses that includes
syndrome (SARS) CoV. Recently, new types of
HCoV, such as NL63 and HKU-1, have also been
described. Poor growth and a lack of cytopathic
effect in cell cultures were major deterrents to
research on HCoV in the past. However, with the
development of polymerase chain reaction (PCR)
technology, the field of coronavirology has
developed widely and rapidly. However, according
to the Infectious Agents Surveillance Report, only
54 and 59 HCoV-positive cases, including 18 cases
from Niigata, were reported in 2010 and 2011,
respectively, in Japan. Although, we succeeded in
isolating HCoV-229E viruses from children
suffering nasopharyngitis using CaCo-2 cells in

March 2008 and April 2010, we failed to isolate

any further HCoVs thereafter. Thus, we carried out
a screening analysis targeting for HCoV using
RT-PCR methods to clarify the epidemiology of
this virus in Niigata, Japan. Between August 2010
and July 2011, 507 throat and nasal
specimens were collected from patients with upper

swab

or lower acute respiratory infections at pediatric
clinics working in collaboration with the Niigata
Prefectural Health authorities as part of the national
surveillance of viral diseases in Japan. Since we
were able to isolate respiratory viruses from 376
specimens, we next investigated the presence of
HCoV in the 131 specimens from which no other
respiratory virus was isolated. Viral nucleic acid
was extracted from the specimens. Then, we
screened for the amplification of four HCoVs by
multiplex PCR using outer sense and antisense
primers and by heminested PCR, as reported
previously with some modifications, using inner
sense and outer antisense primers. Direct
sequencing was used to determine the sequence of
PCR products of 443bps and 328 bps for
HCoV-0OC43 and NL63, respectively. When the
screening identified a HCoV-positive sample, we
also amplified a part of the spike glycoprotein
region by PCR using our original primers to
construct a phylogenetic tree. As a result, we
succeeded in detecting HCoV-OC43 in 10 and
NL63 in 7 of the 131 specimens. Neither
HCoV-229E nor HKU-1 was detected. The
sequence data for the spike protein was available
17 HCoV-0OC43- or NL63-positive
distribution  of the

HCoV-positive patients was between 2 months and

for all
specimens. The age

9 years (average 2.3 years) and most of the patients
(14/17:
Clinically, 15 patients presented with fever and 13

82%) were less than 4 vyears old.
had upper respiratory infections. We found 5 and 2
NL63-positive cases in December 2010 and January
2011, respectively. Interestingly, the NL63-positive
cases were all observed in winter, with the
HCoV-0C43-positive cases observed thereafter.
According to national surveillance in Japan, HCoV

detection has been reported from only 8 prefectures
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including Niigata, Osaka City and Mie. Therefore,
the epidemiology of HCoV in Japan is not well
clarified and HCoV surveillance may have been
ineffective. We should continue to clarify the
etiology and epidemiology of HCoV using a
combination of virus isolation and molecular

methods such as RT-PCR.

Nidaira M, Taira K, Hamabata H, Kawaki T,
Gushi K, Mahoe Y, Maeshiro N, Azama Y,
Okano S, Kyan H, Kudaka J, Tsukagoshi H,
Noda M, Kimura H. Molecular epidemiology of
human metapneumovirus from 2009 to 2011 in
Okinawa, Japan. Jpn J Infect Dis. 2012;65(4):
337-40.

To clarify the molecular epidemiology of human
metapneumovirus (HMPV) in Okinawa Prefecture,
located in a subtropical region of Japan, we
performed genetic analysis of the F gene in HMPV
from patients with acute respiratory infection from
January 2009 to December 2011. HMPV was
detected in 18 of 485 throat swabs (3.7%).
Phylogenetic analysis showed that 17 strains
belonged to subgroup A2 and 1 strain belonged to
subgroup B1. We did not observe seasonal
prevalence of HMPV during the investigation
period. A high level of sequence identity was
observed in the strains belonging to subgroup A2
(>95%), and no amino acid substitution was found
compared with other strains detected in Japan and
other countries. The pairwise distance values
among the present strains belonging to subgroup
A2 were short. Our results suggest that the
predominant HMPV strains belonging to A2 are
highly homologous and seasonal epidemics were
not seen in Okinawa during the investigation

period.

Obuchi M, Toda S, Tsukagoshi H, Oogane T,
Abiko C, Funatogawa K, Mizuta K, Shirabe K,
Kozawa K, Noda M, Kimura H, Tashiro M.
Molecular analysis of genome of the pandemic
influenza A(H1N1) 2009 virus associated with
fatal infections in Gunma, Tochigi, Yamagata,

and Yamaguchi prefectures in Japan during the
first pandemic wave. Jpn J Infect Dis. 2012;
65(4):363-7.

In May 2009, a novel swine-origin pandemic
influenza A (H1N1) 2009 [A(HLN21)pdmQ9] virus
was first identified in Osaka and Hyogo Prefectures,
Japan, and then spread to other prefectures in the
following several weeks. During the summer,
pandemic influenza activity remained low, but it
then increased and reached a peak in November
2009. In most cases, infection with A(HLIN1)pdm09
virus has caused mild disease, but there have been
sporadic cases with severe or fatal outcomes. An
amino acid substitution of aspartic acid to glycine
at position 222 (D222G) in hemagglutinin (HA) has
been reported to be associated with severity in
several countries; however, many A(H1N1)pdmO09
virus isolates without this mutation have been
identified in severe and fatal cases. To further
explore the molecular determinants of pandemic
influenza A (H1N1) virus associated with severity,
we performed whole genome analysis of the virus
isolates obtained from fatal cases in Gunma,
Tochigi, Yamagata, and Yamaguchi prefectures
between May 2009 and March 2010. Nasal swabs
were collected from hospitalized influenza patients
and sent to the district prefectural public health
institute for diagnosis and viral strain surveillance.
Clinical  specimens  were inoculated onto
Madin-Darby canine kidney (MDCK) cells for
virus isolation. Viral RNA was extracted from the
virus culture supernatant. RT-PCR was carried out
using virus-specific primers established by the
National Institute of Technology and Evaluation
and the National Institute of Infectious Diseases,
Japan. Amplicons were purified and sequenced. In
Gunma, Tochigi, Yamagata, and Yamaguchi
prefectures, a total of 12 fatal cases were reported
to the Ministry of Health, Labour, and Welfare of
pandemic

Japan wave.

A(HIN1)pdm09 virus isolates were successfully

during the  first

obtained from 9 fatal case-patients aged 4 to 85
years. Of these patients, two developed pneumonia
(Patients 6 and 9) and one developed multiple organ
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failure (Patient 2). Patient 8 had a comorbidity,
namely subarachnoid hemorrhage. Five patients had
underlying diseases: chronic obstructive pulmonary
disease in 3; multiple myeloma and diabetes
mellitus in 1; and lung cancer in 1. Six patients
were taking medication: oseltamivir in 4 and
in 2.

influenza-related deaths were reported in pregnant

zanamivir In this study, no pandemic
women. For comparison, we obtained 6 isolates
from influenza patients with mild conditions
(Patients 10 to 15). Nucleotide sequencing of viral
whole genome segments, i.e., the polymerase basic
2 (PB2), polymerase basic 1 (PB1), polymerase
(PA), HA, (NP),

neuraminidase (NA), matrix (M) protein, and

acidic nucleoprotein
nonstructural (NS) protein genes, was conducted
for all 15 viral isolates. The amino acid sequences
of viral proteins were deduced from the nucleotide
sequences. The consensus sequences of each
segment consist of 2728 (PB2), 2312 (PB1), 2366
(PA), 4733 (HA), 2440 (NP), 4401 (NA), 3449
(MP), and 2376 (NS) nucleotide sequences, which
were downloaded from the Global Initiative on
Sharing All
(http://platform.gisaid.org/dante-cms/struktur.jdant
e?aid=1131). Amino acid substitutions, namely
S203T in HA, V100l in NP, V1061 and N248D in
NA, and 1123V in NS1, known as specific markers

Influenza Data EpiFlu database

for cluster 2, were present in all analyzed sequences,
indicating that these viral isolates belong to the
cluster containing a large majority of circulating
A(HIN1)pdmQ9 strains in Japan during the peak
phase of the pandemic. No reassortment with other
seasonal (either HIN1 or H3N2), swine, or avian
influenza A viruses was detected. A total of 39
unique amino acid differences were shown in 9
isolates obtained from fatal cases: 5 in PB2, 4 in
PB1,9in PA, 6in HA, 2in NP, 6 in NA, 3in M2, 2
in NS1, and 2 in nuclear export protein (NEP). Of
these differences, only V191 in HA was common to
2 isolates, A/Yamaguchi/217/2009 and
A/Yamaguchi/248/2009. A marker for oseltamivir
resistance, H275Y in NA, was
A/Yamaguchi/248/2009

identified in

derived from an

oseltamivir-treated patient. No D222G substitution
in the HA was observed in any isolates analyzed in
this study. Alternatively, a D222E substitution was
A/Yamaguchi/247/2009,
derived from a fatal infection. This substitution,

found in an isolate,
however, seems to be unrelated to the disease
severity of the A(HIN1)pdmOQ9 virus as reported
previously. Another mutation in the receptor
binding site, V132E, was found in both the isolates
A/Tochigi/2/2010 (fatal case-strain) and
A/Yamaguchi/273/2009 (mild case-strain), but the
impact of this mutation is unclear. A mixed
population of viruses possessing 163K/E in an
antigenic site was found in an isolate,
A/Yamaguchi/217/2009,

infection. The virus isolates derived from fatal

derived from a fatal

cases had sporadic amino acid changes in the PB2
and PA proteins more frequently than did those
from mild cases. Notably, 6 of 9 isolates from fatal
cases had one or two amino acid substitutions in the
PA, e.g., E2K, A70V, P325L, V387l, S405A,
V432F, L5891, S594G, A limitation of this study is
the relatively small set of data analyzed. The
pathogenetic role of the virus mutations observed
remains to be investigated further.

Kiyota N, Kushibuchi 1,
Tsukagoshi H, Ryo A,
Hirata-Saito A, Harada S, Arakawa M, Kozawa

Kobayashi M,
Nishimura K,

K, Noda M, Kimura H. Genetic analysis of the
VP4/VP2 coding region in human rhinovirus
species C in patients with acute respiratory
infection in Japan. J. Med. Microbiol. 2013;
62(Pt4):610-7.

Detailed genetic analysis was carried out of the
VP4/VP2 coding
species C (HRV-C) strains detected in patients with

region in human rhinovirus
acute respiratory infection in Japan. Phylogenetic
trees were constructed by the neighbour-joining
(NJ) and maximum-likelihood (ML) methods. The
NJ phylogenetic tree assigned 11 genotypes to the
present strains, whilst the ML tree showed that the
strains diversified sometime in the early 1870 s.

Moreover, the pairwise distance among the present
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strains was relatively long, and the rate of
molecular evolution of the coding region was rapid
(3.07 x 107 substitutions per site per year). The
results suggest that the present HRV-C strains have
a wide genetic

divergence and a unique

evolutionary timescale.

Kobayashi M, Tsukagoshi H, Ishioka T, Mizuta
K, Noda M, Morita Y, Ryo A, Kozawa K,
Saffold
cardiovirus (SAFV) genotype 3 in Japan. J
Infect. 2013;66(2):191-3

A new virus, Saffold cardiovirus (SAFV)
belonging to

Kimura H. Seroepidemiology of

genus Cardiovirus of family
identified and
characterized, but its pathogenesis is not yet fully
understood. SAFV type 3 (SAFV3) is thought to be

the major genotype and is relatively frequently

Picornaviridae has been

detected in patients with acute gastroenteritis and
respiratory illness. In attempts to elucidate the
pathogenesis, we conducted a seroepidemiological
study of SAFV3 in Japanese people. A total of 114
serum samples from subjects aged 0-66 years were
collected in Gunma prefecture, Japan, in 2010.
Subjects aged < years showed no evidence of
infectious disease with minor congenital cardiac
defect or inguinal hernia. Other subjects were
healthy volunteers. All samples were collected after
obtaining informed consent from subjects or their
parents/guardians. We measured neutralization
antibodies in the serum using a representative
SAFV3 isolate from a child with upper respiratory
infection. The neutralization antibody titer was
measured using MRC-5 cells and results greater
than or equal to 1:4 were considered positive.
Antibodies against SAFV3 were found in 95.6% of
samples. Notably, 100% of subjects aged <5 years
had SAFV3 specific antibodies. The geometric
mean titers (GMT) of neutralization antibodies to
SAFV in subjects aged 0-1, 2-4, 5-10, 11-19, and
<20 years were 30.7, 36.3, 72.9, 80.6, and 79.1,
respectively. Subjects aged <5 years had
significantly higher GMT of neutralizing antibodies

to SAFV than those <4 years (p<0.05). These

results suggest that SAFV3 is a common agent in
than 90% of
individuals of 5 years of age showed evidence of

our population. Indeed, more

exposure to SAFV3. To date, at least 8 genotypes
of SAFV have been
pathogenicity and antigenicity of these viruses

confirmed, but the

remain obscure. However, cases of severe SAFV
infection have been reported. Thus, additional
detailed epidemiological studies are needed to
ascertain both the characteristics of each genotype
of SAFV and the relationships between genotypes.

Sakano C, Kuroda M, Sekizuka T, Ishioka T,
Morita Y, Ryo A, Tsukagoshi H, Kawai Y, Inoue
N, Takada H, Ogaswara Y, Nishina A, Shimoda
MA, Kozawa K, Oishi K, Kimura H. Genetic
analysis of non-hydrogen sulfide-producing
Salmonella enterica serovar typhimurium and S.
enterica serovar infantis isolates in Japan. J Clin
Microbiol. 2013;51(1):328-30.

Whole-genome sequencing of non-H,S-producing
Salmonella enterica serovar Typhimurium and S.
enterica serovar Infantis isolates from poultry meat
phsA

thiosulfate reductase gene and carriage of a CMY -2

revealed a nonsense mutation in the

B-lactamase. The lack of production of H,S might
lead to the incorrect identification of S. enterica
isolates carrying antimicrobial resistance genes.

Wakai K, Sano H, Shimada A, Shiozawa Y, Park
MJ, Sotomatsu M, Yanagisawa R, Koike K,
Kozawa K, Ryo A, Tsukagoshi H, Kimura H,
Hayashi Y. Cytomegalovirus retinitis during
therapy for T-cell acute
J Pediatr Hematol

maintenance
lymphoblastic leukemia.
Oncol. 2013;35(2):162-3.

Children with acute lymphoblastic leukemia
(ALL) may accompany with viral infection or
reactivation such as cytomegalovirus (CMV) under
(SCT).
lymphohistiocytosis (HLH) or

stem cell transplantation However,
hemophagocytic
retinitis due to CMV infection under chemotherapy
has been rarely reported. Furthermore, primary

CMV infection tended to occur in infancy in the
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Japanese pediatric population, but now tends to
occur later in childhood. Here, we describe a first
ALL patient with retinitis and HLH due to CMV
infection that occurred during maintenance therapy
for T-cell ALL (T-ALL). The patient was a
7-year-old boy diagnosed with T-ALL at 5 years of
age. He had no increased susceptibility to various
infections on his past history and had no
hypogammaglobulinemia at presentation. He was
treated under Tokyo Children’s Cancer Study
Group (TCCSG) L04-16 HEX/BFM95 protocols
followed by consolidation therapy for 10 months.
He responded well to the induction therapy and
btained complete remission. After consolidation
10 months, maintenance therapy
consisting 6-mercaptopurine (6MP) and
methotrexate (MTX) was started. At the 7 months
of maintenance therapy, the dosages of 6MP and

therapy for

MTX were reduced because of occurrence of
leukocytopenia. The leukocytopenia (less than
2x10°%/ pL) gradually worsened and other symptoms
such as fever, and hepato-splenomegaly appeared.
On the first day of hospitalization, his clinical data
were as follows: leukocyte count, 1,000/uL; platelet
count, 7.6><104/ML; hemoglobin concentration, 10.0
mg/dL
(normal range, <0.3mg/dL). A significant decrease

g/dL, and C-reactive protein level, 1.7

in CD4 positive cells was also seen (33 cells/uL).
Ectopic enzymes, alanine aminotransferase [ALT],
lactate dehydrogenase [LDH], and y-glutamyl
transpeptidase (y-GTP) were 55 IU/L, 475 IU/L,
and 74 I1U/mL,
concentration was very high (10,385 ng/mL). A

respectively. Serum ferritin

bone marrow smear revealed phagocytosis but no
leukemic cells. According to the diagnostic
guideline for HLH555, he was diagnosed with HLH
from these

clinical data, such as fever,

hepatosplenomegaly, pancytopenia,
Cells

containing inclusion bodies were found in urinary

hyperferritinemia, and  phagocytosis.
sediments (5-10 cells/field by microscopy). CMV
genomes were found to be positive in white blood
cells and serum by PCR. ELISA showed significant
elevation of serum IgM against CMV, although this

was not detected in a serum sample before onset of
fever. In addition, there was an increase in CMV
p66 antigen (C7-HRP)-expressing leukocytes (12 of
47,000 cells).
(VZV) and Epstein-Barr virus (EBV) genomes were
leukocytes (<10
copies/ug of purified DNA). From these clinical

However, Varicella-zoster virus

not detected in serum and
data, the patient was diagnosed with HLH due to
primary CMV infection and treated with a steroid
and vy-globulin. When the serum ferritin level
decreased and the platelet count recovered, 6MP
and MTX treatment was restarted. Although CMV
antigenemia persisted, he had no treatment for
CMYV infection because of no clinical symptoms of
CMYV infection. Thereafter, retinitis (left eye) was
observed by fundoscopy. Ganciclovir was
administered (10mg/kg/day x 7days), followed by
oral administration of valganciclovir (900mg/day x
21days, followed by 450mg/day), resulting in
negative CMV antigenemia and improvement of
retinitis. In the present case, we considered that the
causative agent of HLH and retinitis was the
primary CMV infection during maintenance
chemotherapy. CMV retinitis is reported in 15-36%
of human immunodeficiency virus (HIV) infected
patients and 0.2-8% of patients who receive
allogeneic SCT. Thus, both diseases might be
associated with extremely low levels of
CD4-positive cells during maintenance therapy.
Indeed, a decrease in CD4-positive cells due to
infections such as HIV may frequently be
accompanied by retinitis due to CMV. Furthermore,
there remains the possibility that steroid therapy for
HLH sustained CMV antigenemia and caused
retinitis. Therefore, anti-CMV drugs might be
required at an earlier phase. In conclusion, CMV
infection should be considered not only during
allogeneic SCT, but also during chemotherapy. It
has been reported that primary CMV infection
tended to occur in infancy in the Japanese pediatric
population, but nowadays tends to occur later in
childhood. Thus, the number of pediatric ALL
patients with primary CMV infection during

chemotherapy is expected to increase in future.
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Nakamura M, Hirano E, Ishiguro F, Mizuta K,
Noda M, Tanaka R, Tsukagoshi H, Kimura H.
Molecular epidemiology of human
metapneumovirus from 2005 to 2011 in Fukui,
Japan. Jpn J Infect Dis. 2013;66(1):56-9.

To investigate the molecular epidemiology of
human metapneumovirus (HMPV) infections in
acute respiratory infections (ARI), we performed
genetic analysis of the F gene in HMPV from
patients with ARI in Fukui Prefecture from August
2005 to July 2011. HMPV was detected in 53 of
741 nasopharyngeal swabs (7.2%). Phylogenetic
analysis helped us assign 31 strains to subgroup A2,
1 strain to subgroup B1, and 21 strains to subgroup
B2. The prevalence of HMPV was peaked between
January and June. A high degree of nucleotide
identity was seen among subgroup A2 strains
(95.6-100%) and subgroup B2 strains (97.5-100%).
In addition, no positively selected sites
(substitutions) were found in the F gene in these
HMPV strains. The results suggest that the
prevalent HMPV strains in Fukui were associated
with various ARI in Japan during the investigation
period.
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2 FEETORE

INMER, SHET, BHEE BBz &
HEF @BHE— THEBRY FHER B
{EE, K+HE—. 2009/2010 ¥ —XVICERN TR
HEN-RSOMILAGEEFDHFER. £86
BIEARREFS, RIGTH (201244 8)

[1Z U 1iZ] Respiratory syncytial virus (RSV) 1.
AN 2 UL B R SRR GLE (AR % 5] & R
T EERWREAETHDL, Ll KELICTBT
% RSV O FIZIIRIZICAHE RSN L L HE
ESND, RSV O EE k& "IV EHTH D
glycoprotein (G)i%, Mg L &7 &% —~DF5EX
PURMEICBEENH D Z ERRBINTED
RSV D75 J5U P LSk e il 1B 5 ~ D BUR D 72 D12 G
BETOMITIIEELZE X NS, 4],
2009/2010 > — R UNZE N (F &R R K OFEE IR
REARIR) THiH &N72 RSV @ G s 7 IcB
DT EFRIT 21T > o /R, AT O Az245
TZOTHRET L, (M XOHIE] EiigRo
JEG YR E 8 A= T 1) ) AL 95 SRS T S B UEE L7z
ARI FBF R OMHEER SWRZMEFE LTc, G
A HART X 2009 4F 9 A5 20104 4 A & L7,
RSV @ G #fs 11X, Parveen o d k|
U TATo7z, BEED O —7 = A FRME
RT3 X OV Rt GEBERS &%) 138
B - T2, [FERB L OB L] M &z RSV
DE=F1%. subgroup A 1%9 =T GA2 %,
subgroup B IZBWTITT X TBARITH T,
it S VTR R D AR [FIPE I S 2n o 72 23
C-terminal 3rd hypervariable region (23T, %%
AFOYA FTTY IV BERB LN, DLk
D LMD, AFIZEBWT, 2009/2010 > — K
R B LHBREBIRTNZEREEZ AT D RSV 3
WATL T2 Z ERRE ST,

BFHEz, ABEXE, DMERE FLOTRSE
DANREEE. MEMEDMEMIBRBESE 33 H
BIR=, #RM (201246 A)

fli 2 OIENGER 7 A VA HEIZ RS 7 A LA
(RSV)°T A J 7 A LA (HRV) 72 Eldhans s &
ORE i B OEBEICEBEICEE L TWwWs 2 &
PDREINTWD, LrL, 6595

T A NADFEMIR S FEFIIARATH L, £ 2
T, 2007 4 11 A 725 2009 4F 3 H £ T, AT
KOBJEYE R 115 Bl 5. (RT-)PCR IEIZ L » T,
T2 DR EE 7 A /L A (RSV. HRV 2 & 8 &
YO R To, TOME., RSV OB
H S 7= D13 47 $11(40.9%). HRV O B3 ki &
M7= D% 36 $1(31.3%) TdH - 72, RSV & HRV D
7 AR S = DX 14 61(12.2%) TH o 7=,
HMPV EJl & 5 UM% HPIV B coR iz h
ZHLHI0.9%) DA TH -7z, 7=, 16 D
(13.9%) &2 H1%X, RSV, HRV, HPIV, EV,
HMPV. InfV, AdV. HBoV iZW bR &
N7 /no7=, RSV & HRV O RIMEMRAT I L O°
RIEIENT OFER NG, ZNHD T A L AT
TFEWNZ S TH o7, £72. RSV (FHGrE - M
BOPEERER2NVEZENH L M &3, HRV
(XM OBEEE D & 2 BE N L &S T
WAHZ ELHLMNE RS, EBHIT, ZTNET
AFRITF T D HRV D43 FHEFII AR A%
Moz Z B WAWD 2RI R RYLSE D B
FiH E 472 HRV O FEM 72 55 P2 FHRAT 24T
IR T RIORETE 21T -T2, ZDOFESR,. HRV-A <°
HRV-C [T HRV-B £ ¥ $ Z < it s, EizHY
IZZHETh VxBTS,
—J7. ITHEFR R S iz Saffold cardiovirus
(SARV)IZ, /MO B IBRLRIKE N DR S
e WO RENDH DD, JRIEMEIZIEZ - & 0 43
STV, & 51T SAFV I 55213
ThdZ b, MRmEGYEZ 2T 2115
7 WHEAR DN D B 423 #RiEDN 5 SAFV O
T, EORR MK (2.1%) 75 SAFV
DR S BRI, SAFV3 23 6 1R, SAFV6
NI THoTz, EHIT, HERTHEEINZ
SAFV3 Z IV THUR R AR AT 2 A, 5
% £ TIZ 100%HUR 2 A5 Z & Mo Tz,
PLEDZ &5, SARV 1L, Wk 2 YL E O 5
K &720 5 E T2 100%D b b 23NEYLd 5 Al
REMEDN R Sz, LoxL7eA 6, SAFV (2B
T DI T2 < 5% & BIZFEM 2582 LT
WS RERH B EEZBND,

RANEM—, REFR— BAEEXNK, LUOEHR,
mEEZ BOME, REHR, KF X,
K F BFLEXFOERMAICE TS PM25
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Ba0ERESBRERSR. £ 29EI7OVL
HE-BifRERE, LAMT (201248 A)

Simultaneous high-time resolution observations
of PM2.5 components were carried out at four sites
in Kanto area in summer and winter in order to get
data sets for evaluation of air quality models and
analyze factors of variation of PM2.5. The
variations of PM2.5 were generally similar in both
summer and winter. However, an increasing trend
with higher concentrations of NO3;, SO, and NH,
was observed at Komae on July 28-29. In summer,
particulate NOs; was low concentration whereas
gaseous NO;3; obviously increased in daytime and
decreased in nighttime. The ratios of gaseous to
total NO3 in nighttime were >0.6 at Komae and
Maebashi
temperature and humidity. In winter, the ratios of

almost zero at probably due to
gaseous to total NO; were much lower than in
summer. SO, generally indicated similar variations
spatially and temporally in both summer and

winter.

mEEZ HRSEF RBNIIER—,
EOMmE, &8 = BAR=AK LOES &
BHAER, IBF X K ¥ 2011 FEFER
WMH-BHZBETETTASILEEARIMNLD
PMF f##7. 8 29 BT 7RAYV LI 2 -HiHRE
e, JdLhMT™ (201248 A)

Simultaneous measurement of ambient aerosols
was carried out using three aerosol mass
spectrometers in the Kanto area during summer of
2011. Organic aerosol (OA) was detected as major
component in this sampling campaign. The organic
aerosol mass spectra was divided into two types of
OA components, oxygenated organic aerosol
(OOA) and hydrocarbon-like

(HOA), using positive matrix factorization (PMF).

organic aerosol

The OOA was ubiquitous in various atmospheric
environments, on average accounting for 44%, 49%
and 55% of the total OA in Saitama (urban), Kazo
(rural), and Maebashi (rural), respectively.

BRAEER, — &=+ BRERICBTH2%/N
BFRYPEPLART LAY ODOEHLEE. £ 53

AEFR—,

BEXSRBREFEFR, HET (201249 A)

ST SN AN *u%@%é@)%i@—ok LT A A
< ABREIRNEE STV D, A F~ AREED
¥iEmksSE LT, Bla— 20BN R L - T
T LVRZvasy (Ly) Zabs5nTnb,
FalZTZNETICES - XFITB WO THUNL T
T Ly ZE LR, EFELD BAFICH
WIRETREIND Z ENmhoT-, LvL,
FEM 2 U RERBIT S > TV, iz
Lv OENTOBRHFNIZLZ <, %@%%ﬁ%ﬂ
B 72 PEHHIR 72 E AR 72 83 2\ ARBFSE T
IR TR D A A~ RRBED R ﬁ“%?lﬂi‘%
T A7, 2009 FITFEM L2 EHEIHING Ly
DAEMEEFNZ SO\ THE L1,

EAN—, XBHE—, WAXSA, HA&RE,
AHRE, BikMHa REATE, RAEER.
2011 ££ 11 RICEARTHAISNT- PM25 BRE
DfENF. ¥ 53 BXRAREZESES, MET
(201249 A)

2011 4F 11 A RAJICRER T CIRFPHIZ o7
S TEIRED PM25 BEIHI X L7, SPM b [AlAk
\CERE L 72> CTUWNZA3, SPM & PM2.5 @ L
MO KR FDOFFIT/ NSV ERGND. £,
SPM DA [E 5341 & W5 &, BB O KAR T
BCH EHAHPELNTWDD, ERICEIHR A
FETHY, FRZ6 BRI ERA SR
T, EROATIHERFICEREL 2oTWe., £
ITC, 2O L XxDOEED PM2.5 OF RO
7 DRRRFEALRCE Ok A 70 E & fijkT L, *
DR 2B 22 LTz,

*EHEE— EA/NE—, &EFEz WOE#,
RAEXEAR HOMNE, KSRAE EK * B
W AIZHITSE PM25 EMAA> OE RS #
RERNESN. ES3REXIREFRFR, WEH
(2012 9 A)

BRI ED SN TWDHKRKE THIET LV
X, FOFEEPEHE ZIRAERRL 2OV T
BT U FERENRBWVE IV T, B RRA
LNTW5S, ZZTPM25 D& DD Tk
ARy OREE - ZEE M oE S . KREE
TNAOYVTETURIEEZ B9 E L, 4 BEREEAL
D7 4 VE—HEIC L D RS RBIRNI LY
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(LR O @R 2R 72, ZOBHINS E
ZLRFBOHEBICHOWTERE L,

RBRAEXEA. EBEAESICETHM/MIFRY
BEOLLERSORY 2EHRENHES T,
F SB3EXIBREZSFRFINRSE, BET
(2012 % 9 B)

2009 AFIC BRI AL E D B E S AV /IR R
W2, — B2 TR REH CROGAE
S D KK ST D BIRCEER CIRRHL
PR XD REIG Y E DN~ &gk S
L, KREBTHER & 7 O A Hls T 13N RL 7
DALFRRLES ZIRAER DO TFE R R 2 L TS
N5, FABAHBICE N CTIIHEEZO LD 2
INA T~ ZPRIGE DS HUB R A O IR 58 AR TR &
o TWA AR B D,

FERS R AR BREE SR AT i, BRI ALE
T ARG IRIC W TRUINRL - D5 Y FERE & 0 2
T 572D OBIHNCE Y A TV D, 2007 4 D>
DIIMUNRLFH O AR ICER L, KiEHER
BeRFERC (WSOC) R ZIRA KL (SOA)
DR L L TCUHIVR IR, NA A~ ARBED
L LCLARIZva oz f ML —
Y=y OREEITH-> CEZ, ZhE TOEM
AR BB N eIk (2 35 1 2 Nk R
DALy DRI DWW THEAT LT,

Ekmfm, DMNERS AREH, BEHER &
KEHRRO-OHDMTKDHFLETRDER

fEEMICB T AMR. BREKESE 77 XL,

LHE™ (201249 A)

FRBREIE, MR KGR E) 2 T I EH R 2 Sl
RNTET ML o TEHEERNT A =X Thb,
T, BEOHEWERES(N L—Y)Dk
WRET NV ETEISHBEINLGMEEZ, fEx DX
BRIEDO 2 B EER(ET VRN T 28, b

—HEHRDBRNETDEETTOWEBITE LT D,

ol 2 E THE KT O LTI (REE)D
HRENS, ITFICBT2HFRIEOBERY &
RS DA T o CX 7o, £ 2 C, REE ¥ i&
KBEDOBEFICE LT L —Y DR HICR S &
T ORI E ST, ZRERAET 572012,
Cr* o FAKIGEBHIR I B W THEZIT - 72,
WO 3km M FIZHHENTZ= U TND 11 O

FHAICR LT, CrEs L —HicET Ll
FRAT 24T > CH I OZ Y 72 B KRB & RHR L
=, — Rk REE OEEMBNNY — 0 20
T AL =T LT ZOELMED D 11 7 &%
BIUT-, ORGSR, BARRED G < BB 0 0358
WEHETE SN H PR+ &, REE OFEEMEN &
BN NgR EHER S 7= H T R T —
B L, ZHIEEAKBRHROBERIZE L T, REE
OFEPMENS L —VORHAERVEDL ETHAR
WD % X R B 2 BT,

FARE— SFHEEM, FHigEz BAREAXEK
BEHSEA NERE /O91M\LABELRKE
REEGEOBEY. E£27OERBPEHIEY
AWARRER, BT (201249 AH)
[iIZewic] e A% (NoV) 1%, BV
VIANABHZE TSR e — TR &
FRIZ R OWBREIZRNT A VA TH Y | A
BIF2EREFHFEORRKE Lo TWD, BF
FICBT D Nov OofmEIL, BRELERE
0514004 5 (AT, AEELETD) 2k il
GTRENEERTHIPREEZERBL THD
RAIZHET 2 F CORFFEPRE ORI
B2 528 BIARHATHS, £ T, NoV %
GBI FHMA) & MRS OB M D
WTHREEITo O THET S, [(MEE T
E] A EHT 2011 429 A5 2012 4 3 A
T CTHBIRANTRA LR HERIC X
STHRILENTZ NoV B TH - - #H %
I L7=, #iAIZ. PBS T 10%ALANUL L= W
v (L0%AAD) L IEAFES 7 (4
) \2oW\W T, TNEN-80CHERTFE (2> br
— /L) | SRR A 5 [mlfTUV 4°C T 24 B,
72 FFRHE], 168 KRfEIPRfE, 25°C T 24 WFfH], 72
REfM. 168 BEIRAF L7=, =hEht 7 v
WCOWTRAEEIZHELTL Y 7V H¥ A4 L PCR
FEIZXomHENn5d NoV EaFEICHOWT
ENT 24T o 70, (AR & B 5] 10%ALK T,
oy b —LiZBIT5H NoV =t B —3¥ & thifg
LTC4CTT20MRG L > T AR/
92.0%., 25°C T 24 i frfF LY o 7V D3 fe
KD 151.3% ThHh o7z, —JF, EFETIE, 2~
e —b b bl U CHiis g 2 5 BIfT o 72
VT IVHEND 38.7%, 4°CT 24 WiE{RAFE L
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7= TN RD 172.0%TH -7, 2D
DFREFRITNT NP BEZDEL
RAFSAE S NoV s i ~5 2 58X
DI WZ ERHA BN E 5T, —RIZ, NoV
FRBEFICBWTHEFITHENTANVLATHD
EHEHI S TEBY . RNANR T A )L AR FH T
SR SNTIFAETE oo L HAI SN D,
ABFFEIZE W (NoV %2 U 7 V& A A PCRIEIC
L BT 2HEAICE, LBREE THILL,
AU OB B S 72 £ ORIR DR 175
TRXRERMBIIZEAEEEE 2N L

NG DNo T,

FHigz, SHEA, MRER, AREXHEK, &
BRERF, K B, HEEX NMNEXRE KH
H—. EMRABRA/EREEBLEIA)IZKS
/A0 NVABEHZEOF M. F B EBEARERM
EWFER, BET (2012410 A)

[EM] Jevagrzx (NoV) X, ERNEB L
OV HERE ENZ 35 W) TG A TG E O E RN &
ANALLTH#BEINTWD, &ERMITIE,
G L L CORBEEE 2 LT R R
HEEGOREDEIRE L TEZL AL TN
%, NoVIZ & B ERRFEIR X, — @M TdH 5 23,
FEAED D IR . NoVOHEHEN R 5 b
WAEMNHD, LN T, NoVICEY LT3/
BUEREHE ORI E~O KRG A HIET 5
ZENEETHD, NoVORAEZWIL, &%
RS %8 5505140045 12 X 5 @ RS 728 5 TR A
O (AEE) NELLTHEDRLTWD A, B
BizWra 2 A ELS ZSHREEITIRETH
L. o, MFERLEREE (ELISA) A A
Jr7ua~< R E (C) b DM, KR
BMEICHER S D EShd, i, fb55k
s EE (BLEIA) 18X 5 @Sk E 2o
T ZHRAR & M AT RE 72 o A 7 L3 B 38
SNz, AMFFEIE. BLEIAD B R, FER
FORY 2T LOEEMEZ ML L T 5 2
LxBEmE L, [FiE] mifkix, ghEF
BT LD 1G& LN EEOLIS2RIKZ W,
INTEIEICHER L= Y 7 v % A ART-PCRIEIC
X ZNoVDJE &% HE L L TBLEIA, LAMP
(Loopamp / & 7 A /L A GIGIH & i3 %
N SRBHE R R 4E), ELISA (NV—AD(II)

AW . 7 I AEMRASH), IC (74 >
sre-sna, TUAEMKRASI)ICL DK
Mtk L, fra17>7-, 7. BLEIAT
DYRIANA, =ma—TA VA TT /)7
ANV L DRERISEIZ DWW THERZAT -
2o [#EFR] U 7% A LRT-PCRIE & 5k
HEEH U RA2E LITR Lz, 2O E,
BLEIAIZE & T RAIE EIFIEREOKELZH
THZERHALMNE/ -T2, —JF T, ELISA
RNCIL Z S DT HEITEE LEE MK - 7=,
72U T H A ART-PCRIETHM L 2o 7=
138 IAD 5 B IRIKTIEBLEIATEEME L 72
SN, FRb0a v —#iIM1gh 7z v 10°
o =P T CTho7z, £7=. NoVLSADH R
TANA, A=A A TTF ) IAILA
& DRFZRNMEITIR O Lo T,

#1 U7 ILH A LRT-PCRIE & K 1 D Ehil
JRE (%) FFERE (%) —BE(%)

BLEIA 93.5 100 94.1

LAMP 89.9 92.9 90.1

ELISA 51.1 100 55.6

IC 54.7 100 58.9

[£%2] BLEIAIZ, AEETHL I TAEA
ART-PCRIE L IFIEREDRELEZH L, DMK
HUE RS L, H1gdh /- 0102 ¥ —RETH -
oo T2 RVATAIZEY ., Z2HOBKE
HRICHET D Z ENARETH D (1205 14/
i) o Atk RVATLADIAA NRT 4 —
VAR EDBRA NI HIZHNETH DN, H
BAEFEF T D 2 H MR O R#H 72 NoV 2 7
V==V WS HT A ENARETH D Z &
DR STz,

FHAfm PERR EHEEE SHREF&E,
INEHRE. Y—ARAA—FZFRALLERR S
WEHE Cs BEDMFIICOLT. £ 30 RRER
2-NEWMLEHARFERS, RBEH (2012 4 11
H)

— W BEFEM BE NG O BEHTRIK I LT, P —
N A—F ZVEH LTI M Cs IREED
Tl B O e HEGH H ik 2 et Lz, 2012 4 7
AN O —RBEEMBERS 3 i b, HEHA
JLER(F L — RM)RTOFEIK 15 HktE2~ U D 2L
Kl ENENEBL T, $—_of A —HF T &
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DB R R R L Ge FERM HBR(QEE)IC X
D B Cs e (PCs & BTCs o AR R IE L
Too T ORER, HGHRER L B Cs RIS
VLRV IE OB 2N R S L7272 0 (R=0.99), (1)
O—WEER B HE Cs IREZHEFTX 5
ZENbh otz Kk Cs R EE (HEFHE) =
T R B 2826901 — 6 ...(1)

ZAUT R | BRI B EER 0.2 uSv/h DFE
JRIT ISP Cs J2 FE 7N 5374 + 516 Ba/kg (95%
X)) EHEETE D, 272 L, ARG L7k
SRR IE, 42 0.040~0.200 pSv/h TH - 7=
e, fEEHTBOWTII IR EGEL L2V
FHOAEE LW, £o, ZREH O OITITEY
e XORBE L L METH A D,

—&XMF, BARXEK, HkdfR, OERE,

INERE. BRRICEBTAXREHPM25EKSD
EB 200251 ARV ADHERERN—. B
JERBRL-AEHLEHERERS, AT
(2012%11R)

PM2.5 OHEHIFIEIR DR300 72 5 D4
oy DZEENRIA A B E L, 201241 A XT3
AIZ PM2.5 Oy & a1 T-7-, 3 HiL 1
AIZHA_EERMICEENEGLS . ZOLEEHH K&
Mole, A & HICEKEDOZEITR T, PM2.5
DH) 8 El % (56 B AKIEMERK S & B8\ IE D FHBE 23
Rz, 1 A28 5 PM25 OEE EFICX
NO;y N KRELSPBEELTWAZ ENREBEEN, 3
HITHB W TIZ NOZITHIZ T SOZMRNEE L Ty
HEEBEZONTE, £, 1 AEAEFH Y o AW
& PM25 BEICADOHBENAONTZZ L0k,
Al CIE 285 A & MR D RWIER Y O JE
IZ &> TPM25IREN AT HHAICH D Z &
AVAN /RS AW

BHEF MIHER BBz GHE— K
Bt FHEME KHE— FKIBIZHTLHER
SA/IAINACOHSFFEE. F£2EHKRERE
FREAXRMASFMESR, BETH (2012F 11
A)

(B8] B hT4 /2 7402 (HRV) 1%, &
MR gR Y E (ARD & 5] &k 2 9 R E R0 R
KTH 5, HRV 1T A L ZZHIZ, HRV-A, B
FORCIZHEEND, HRV-C 1. A K O'B LA

FRICHE 2 O ARHZBE G- T 25 &0 o &G B 5 D3,
EZLIIIRERALREN S, A, BN (1
AR KR OREAIR) TARIBEZ L LBRE SN
HRV @ VP4/VP2 coding region o FEHl 72 i b %
ToleDT, fEREHRET D, [FiE] 2009 4F 4
H 7236 2011 4E 12 H iz T, BRI KR Og
WL IR R E mUER R 2 2 L 72 ARILEBFE
HEE S Tz SIEH RO IR K VR W S R R
1345 fiRZ 1B E L7z, RT-PCRIEIZ XL U HRV
VP4/VP2 coding region D #ElE - i 24T - 7=,
PCRISIEFEEMICOWTHE A LY Yy —T A
B K D ARSI 21TV IERERE S (ND)
B b (ML) IEIC X 5 RBuRHEMT . p-distance
fif AT K OF positive pressure fiEAT 217> 7=, [
R fbam] 1345 MR 165 MK 5 HRV 23R
& 7= (HRV-A:98 £, B:4 £k, C:63 #k) . HRV-C
T ERER, RAE IR TR 72 EfEa D
ARI 2B &, ZOW 19 #kZ VT NI i
WK DT AR AT & 2 A 11 s Ik
Entz, £72. MLIEIC K2R, —h
D OFRIZ 1870 FEAUHTH AT 43I L 72 FTREME 23 7R
eI 7o, £, B Sk E O p-distance
(XA R < . MEAT REIEC oD M R E A R X1
TN T AN ADNY T IVF =BT &
FERUES THD Z LR ENT, 7B,
fEHTHE I positive selected site I L S L7205
oo LED Z &0 B RFITH T H HRV-C 115
B FREZ AL, k272 ARHIZBEE L T
D EBRBEE N,

iR KEF, AERF HLEHF BFRIER,
REXEE, t&ABF THHERE DMERS.
BERATRELEAVERNVI—ZRELET S
BREEH. F 25 EMAHERRMLEHS
SERFERXMMENRRS, EEKT (2013
£2A1)

[1Z U ®1iz] Campylobacter jejuni subsp. jejuni
(LAF C.jejuni ) &, b TGS D L REE -
THIHEOERZEREZTREFTHEHTH D, 15
RINTRHOERLHEI KR EZ I L TRRET D
TEPHESNTWVD, B hOREEE LTI,
~ 7 u T A RRNERPEH & L THELE S
TEY., 7= 5REHNIT A RMEZ RS,
Flo, EHFEIE= 2 —F v SREFNT ST D
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PEE QBN EE L 72 o T 5, ARE, YHIEIZ
BOWTHEZRF & T HEMBRENBE L
D BHNTEREOREFEICE LR o7, L
L7en b, Alal, AR MR, PCR, & A
L7 by —2r A, PFGE &0 mit 21T o172
A, PR O EIC SR N HEET O AN
Boni-oT, wET 5,
[F=FIOMEE] 2012 428 H 20 A, BEBRANO
BHDFaFZ 253 2 TE A L7 [l — O R R DY
THRIZE DR Z R LTV D & D H A3 i
FTiZd v 321 BICAREEFT A FRA 2 LA L7,
WHFRIZ A —5IC 835 3 2 FI A L
TEBH., 9B AB®D2MRICEBWTHEEIN
WENT, BHFZEFTICB W T, A-B figkDHE
HAE, EFEHME, S5 L0 ROREHERAED
WAEDFOREEIT T2 A, AlERIZON
TIXME 3 gk 2 mfls (BFAE 11, feFHEE
1/2), B Mgz >\ CIEfE 9 Bifk 6 ik (&
FAH 6/8, HEFEIE 0/1) /5 C.jejuni AR
Nice 3 FaRRIZAKIEDNE— OB A FKE % F
ALTEY, A+B JigxlZB W TIIEE %217 -
TWihotz, 72, 3 figkicm L =a%T
ol A B R OBE L, Skl
JHAGEKREMEA LK LEREZRILS T
Wiz, THRHDZ Enn, HHKEBRYRE T
HEMHEEZEED, A B sk D KIE KO R
R OELTREZI T, LMLZARNRL, C.
jejuni XL, ToMOBEFERE IR I
RinoleZ Eint | RO REFE L LT
Wiz, [MEFROTGIE] (1) #ME 2012
F8H21H (AMEs%) & 22 H (BHEsk) 124
it 5% PN B B CER L &S L 72 AKGE K B VR K OMVE
FEMEL O BESI- Cjejuni 8Kk 2. 5k
(1) /KB K25 @ Campylobacter #iH Kk
1200ml % 6000xg, 30 43[#], 4°C Tk, Thi
Z P 75 B K 12ml TR L 7= (100 15 324E) o
b ImlZ7 VA NI A I RN
L. A5 F T 42°C 24 FEf L5 #1% . CCDA 12
HICBBER U IR R T 42°C 48 WiffRs % L7,
[AIFFIC, [E4% CCDA BiHiiz 100ul i ., =27
— U T®KEL . MAFRT T 42°C 48 IFfRRG 48
L7z, £72. BB D 25ul 2 AT A4 KA 7 A\
WFL, 724 =G Ev b (=vAAL) IZ&
07T LYt E T2, S HIZIE, C. jejuni &

X —/ v k& LT, Klena O Linton & D ik
> T, PCREFENE L7z, 77 L— MIT
V7 U B A K o Tl L 72 DNA 2 W
72 (2) FEAEZ MEMRAE  Kirby-Bauer (512 L 5
—RET 4 A7 EZANT, X0 U REH O
FUTrAEE, JrT7uxHir S uTn
XHhor, VAR T a XY ATkt T 5 0Bk O
B MEZ g~ T, BT FELEMN =2 —7—t
VRURHIAZMEH L, AR R T 42°C 24 KR
B, PHIEMoREIZME L, (3) PCR
EBIC XD ERE OB 5B KO
ATCC29428 #£ (2 > v T . DNA Mini Kit
(QIAGEN) K URzmestitif% (QlAcube) % v
T.DNA ZHit L=, 2NHDT T L— &
T, Kaisar, Zeng & O FIEIZHEV, 12 Ji )R
imis1 (flaA, cadF, racR, dnad : W75 & H9%iE (2 B
H.. virB11, ciaB, pldA, : #f%(2 B (2B 5| cdtA
cdtB, cdtC : MifaE£EAMIZE S, wlaN @ ¥
TN —EGERICE S, CirA: =T a Ry
F U R R AR BE) ORA R AT
@) A V7 by —7xr RAEI XD HEFES
DFENT 3 BEREIZ DUV T, Zirnstein & D FIEIT
PEVN, % 7 v o SR ERAIE (BT~ 5 gyrA fE Ik
D FEEINEZ XA V7 v — T 2 REE AW
TRE L., ZNENDOKRE DEW & AT LT,
(5) 7SV AT 4 — R VELIKE) (PFGE %)
2K DB AT 3 BERR D DNA HE1E D
Z . HIREESE Kpn | 20 Sma | (TaKaRa)iZ & %
PFGE EIZTEMT L7z, [DFEER] (1) AEAKD S
@ Campylobacter f t 2 gk DK 2 B AR )
Hlx, BRIEICIAMEOREIXR N>
72. F£72. Klena, Linton » ® J5#£i2 L % PCR %
WX ThEETFIIRE EhZanol, Ll
RS KD & YL tE D3R D T,
TERERIIZIERA & HER S D RS D3 sl S vz,
(2) FEAE= A Bt 8 BRI ~T, TV
U AEE, Jrvuxhrr rmraxy
VUZEER LT, AR TR Xl o0
TIEHFM %2R L7z, (3) PCR JEIT & % ¥ M
faF DOk  ATCC29428 #ki%, flaA, cadF, racR,
dnaJ, ciaB, pldA, cdtA cdtB, cdtC, wlaN, cfrA @ 11
BRETFEZHRAL TV, —FH, B8R ~T
23, flaA, cadF, racR, dnaJ, pldA, cdtA, cdtB, cdtC
D8 EETERAL TN, @) FALT hy
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— 7 T AR X D IEE S DR Sy HE 8 B
D gyrA OEHESINTIT X T—E L=, £,
Campylobacter jejuni DFFE%ERK 3 Kk (ATCC29428,
ATCC33560, ATCC49349) & ¥EJLECSIZ Lhik L
72 & Z A, ATCC29428 & 3 ILE 23— L 7=
D3, oD 2 FEAERE &IN5 TS 7 AT
e S iz, (5) PFGE kIC X 2 i 1@ #r
PFGE (2 X 29k /8% — 1%, il FREESE O FEE
WZEBT . TRToONBR T LT, [E%]
Wik 2 Mk O KIEAKDHIEBRAE IV T,
Campylobacter |ZfEH S 722> 72, L LA
O DS DILEE 7T LGB LT 2 A,
PR TRETH DN, fix OFEEZR
TR MR SN OBERER SN, Th
O ENDL, BEKE LTHEH I TWVZK
BRI, MBI K 0GRS, DOREA 5
Thol-AlREMEN R I N, T7obb, KK
D157 T Campylobacter 2 [EMETH - 7= DT,
A HEER D B AKE K 2 B L 72 A B 2 B T
T CIIEENS SN TE Y (BRAKKE 0.1mg/l @
AR RS MY U LA ) IR 23560 L T
Wiz itk aboEBZ o, £z, ¥—
7y NEIE O A X%EE %7 PCR {EICE -
Tt Campylobacter Z i CTE 7272 Z &
O, BAKFTOME X, Blaf LV ETHIES
NTWEZ ERRBINT, —FH, TBERICE
V% HRANS M R B AR T DR N —
gyrA fEIE DI ILEL S, PFGE DykEh/ R % — %
T RT—E L7z, gyrA fEIRITEEERICE W T
fEx OERPFRESNTEY, BROEZDYR
TVWHEIKTHD Z RIS, Lo Lian
5. Al F_TOHEER THILA S 2 58412
—H L7z, ZNHDZ EiE, DSz 8 BRI
FA—DbDThHHILEMIRALTND EEZ
bid, LEDOKERNG ., Al & B i D&
FNBAEES LT C. jejuni 8 #RIZIF —H K TH
0. IKIEKRDPEGIR T H D rTRetED D TR
ZENIRB ST,

WOES KSEHE SHER AHNA,
WAED, ERAEN, RENL, MERE B
ERMFNFBCSFIKEEEHEE. 470
BAKBEESAESR KRS (2013 %3 A)
HIIE . BT o0 [ B R 10km B E

DI 2Rt e LT AKE T %0 7 THE
EALICAIE L TR, HieE L TIRABED
FERBNER L 2> TS, AHFZETIEZ, =
DT 4=V REFRLEZHLWERESE e/
TLAORFEEHEL, TOKEICET DREMR
T BNET R JiRik 9 HuSIcB W CRE
BITo T, EDORER, 4 9 # D BOD FHMHE
I 0.5~0.9 mg/L TH Y, [KRETHBEZL T
oo —H T, EFtHICBIT 2 2EREE (1.0
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