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Epidemiological information regarding the periodic epidemics of
influenza C virus in Japan (1996-2013) and the seroprevalence of
antibodies to different antigenic groups.

Matsuzaki Y., Sugawara K., Abiko C, Ikeda T., Aoki Y., Mizuta K., Katsushima
N,, Katsushima F., Katsushima Y., Itagaki T., Shimotai Y., Hongo S., Muraki Y.

and Nishimura H.

J.Clin.Virol. 61(1):87-93,2014.

BACKGROUND:
Although influenza C virus is widely distributed throughout the world, epidemiological information,

based on long-term surveillance, has not yet been acquired.

OBJECTIVES:
To clarify the epidemiological features of influenza C virus infection, and to examine whether the

prevalence of the antibodies against the influenza C virus is associated with the epidemics.

STUDY DESIGN:
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Between 1996 and 2013, 36,973 respiratory specimens were collected from two pediatric
outpatient clinics in Yamagata, Japan. The specimens were examined for the presence of influenza C
virus using cell culture methods. Isolated viruses were antigenically analyzed. The differences in
seropositivity, with respect to the different antigenic groups, were examined using serum samples

collected in 2001 and 2011 by a hemagglutination inhibition assay.

RESULTS:

Influenza C viruses were isolated from 190 specimens during an 18-year period. Most influenza C
viruses were isolated from winter to early summer in even-numbered years, and the frequency of
virus isolation per year ranged from 0.43% to 1.73%. An antigenic analysis revealed that the
dominant antigenic groups were the C/Yamagata/26/81 from 1996 to 2000, the C/Kanagawa/1/76 in
2002 and 2004, and the C/Sao Paulo/378/82 from 2006 to 2012. When compared to the other antigenic
groups, the seroprevalence of the C/Sao Paulo/378/82 group was lower in 2001 for individuals older

than 5 years and was higher in 2011 in individuals younger than 40 years.

CONCLUSIONS:
The results from our study suggest that epidemics of influenza C virus infection periodically occur
and the replacement of the dominant antigenic group may be caused by immune selection within

older children and/or adults in the community.

Molecular epidemiology of enterovirus 71 strains isolated from
children in Yamagata, Japan between 1990 and 2013.

Mizuta K., Aoki Y., Matoba Y., Yahagi K, Itagaki T., Katsushima F., Katsushima
Y., Ito S., Hongo S., and Matsuzaki Y.

J.Med.Microbiol. 63:1356-1362,2014.

Enterovirus 71 infections have become a major public issue in the Asia-Pacific region due to the large
number of fatal cases. To clarify the longitudinal molecular epidemiology of enterovirus 71 (EV71) in
a community, we isolated 240 strains from children, mainly with hand-foot-and-mouth diseases,
between 1990 and 2013 in Yamagata, Japan. We carried out a sequence analysis of the VP1 region
(891 bp) using 223 isolates and identified six subgenogroups (B2, B4, B5, C1, C2 and C4) during the
study period. Subgenogroups C1 and B2 were found only between 1990 and 1993 and have not
reappeared since. In contrast, strains in subgenogroups C2, C4 and B5 appeared repeatedly with
genomic variations. Recent reports from several local communities in Japan have suggested that
identical predominant subgenogroup strains, which have also been found in the Asia-Pacific region,
have been circulating in a wide area in Japan. However, it is likely that there is a discrepancy
between the major subgenogroups circulating in the Asia-Pacific region and those in Europe. It is
necessary to continue the analysis of the longitudinal epidemiology of EV71 in local communities, as

well as on regional and global levels, to develop strategies against severe EV71 infections.
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Detection of the human coronavirus 229, HKU1, NL63 and 0C43 between
2010 and 2013 in Yamagata, Japan.

Matoba Y., Abiko C., Ikeda T., Aoki Y., Suzuki Y., Yahagi K., Matsuzaki Y., Itagaki
T., Katsushima F., Katsushima Y., and Mizuta K.

Jpn.d.Infect.Dis. 68:138-141,2015.

The available literature on human coronaviruses (HCoVs) in Japan is limited to epidemiological
studies conducted over a maximum of 1 year. We conducted a 4-year study of HCoVs by analyzing
4,342 respiratory specimens obtained in Yamagata, Japan, between January 2010 and December
2013. A pan-coronavirus reverse transcription-PCR screening assay was performed, and all HCoV-
positive specimens were subsequently confirmed by sequencing of the PCR products. We detected in
332 (7.6%) HCoV strains during the study period, comprising 133 (3.1%) HCoV-NL63, 83 (1.9%)
HCoV-HKU1, 78 (1.8%) HCoV-OC43, and 38 (0.9%) HCoV-229E strains. HCoV detection per year
ranged from 3.5% to 9.7%. HCoVs were detected mainly in winter, with January (28.5%) and
February (25.3%) 2011 and December 2012 (14.6%) being the only months in which HCoV-NL63
detection per month exceeded 10.0%. HCoV-HKU1 displayed clear biennial peaks in January (18.3%)
and February (10.7%) 2010 and in February (18.8%) and March (14.7%) 2012. The peak detection of
HCoV-0OC43 was 13.6% in November 2010, while that of HCoV-229E was 10.8% in March 2013. Our
results indicated that there may be annual variations in the circulation of individual HCoV strains.
Further long-term surveillance is necessary to clarify HCoV prevalence and circulation patterns in

Japan.

Picornavirus—like cytopathic effects on RD-18S cell lines were
induced by human coronavirus 229E not picornaviruses,

Matoba Y., Aoki Y., Tanaka S., Yahagi K., Itagaki T., Matsuzaki Y., and Mizuta K..

Jpn.d.Infect.Dis. 68:78-79,2015.
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Analysis of the population genetics of clades of enterohaemorrhagic
Escherichia coli 0157:H71/H- isolated in three areas in Japan.

Hirai S, Yokoyama E, Etoh Y, Seto J, Ichihara S, Suzuki Y, Maeda E, Sera
N, Horikawa K, and Yamamoto T.

J Appl Microbiol. 117:1191-7,2014
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AIMS:
The genetic differences of enterohaemorrhagic Escherichia coli 0157 (0157) strains isolated from
humans in three widely-separated areas in Japan were analysed to provide information on possible

geographic aspects of 0157 pathogenicity.

METHODS AND RESULTS:

Epidemiologically unlinked 0157 strains were isolated in Chiba (300 strains), Fukuoka (260 strains)
and Yamagata (81 strains) prefectures. These strains were classified in clades by single nucleotide
polymorphism in seven loci and lineage-specific polymorphism assay-6, and differences between the
strains in each clade were compared by population genetic analyses using the IS-printing system.
Analysis of the clades from the three areas showed linkage disequilibrium of the strains in each clade.
Comparison of the genetic differences of strains from the three areas in each clade, from calculated
®PT values, indicated that the strains in each clade were the same population in all three areas,

except possibly the clade 12 strains.

CONCLUSIONS:
Population genetics analyses confirmed that the distribution of 0157 strains in the clades isolated in

three areas in Japan were similar and stable.

SIGNIFICANCE AND IMPACT OF THE STUDY:
The pathogenicity of 0157 strains infecting humans was comparable due to the similar, stable

geographic distribution of 0157 clades.

Epitope mapping of the hemagglutinin molecule of A/ (H1IN1)pdm09
influenza virus by using monoclonal antibody escape mutnats.

Matsuzaki Y., Sugawara K., Nakauchi M., Takahashi Y., Onodera T., Tsunetsugau-
Yokota Y., Matsumura T., Ato M., Kobayashi K., Shimotai Y., Mizuta K., Hongo S.,
Tashiro M., and Nobusawa E.

J.Virol.88:12364-12373,2014.

Abstract

We determined the antigenic structure of pandemic influenza A(H1N1)pdmO09 virus hemagglutinin
(HA) using 599 escape mutants that were selected using 16 anti-HA monoclonal antibodies (MAbs)
against A/Narita/1/2009. The sequencing of mutant HA genes revealed 43 amino acid substitutions at
24 positions in three antigenic sites, Sa, Sb, and Ca2, which were previously mapped onto A/Puerto
Rico/8/34 (A/PR/8/34) HA (A. J. Caton, G. G. Brownlee, J. W. Yewdell, and W. Gerhard, Cell 31:417-
427, 1982), and an undesignated site, i.e., amino acid residues 141, 142, 143, 171, 172, 174, 177, and
180 in the Sa site, residues 170, 173, 202, 206, 210, 211, and 212 in the Sb site, residues 151, 154,
156, 157, 158, 159, 200, and 238 in the Ca2 site, and residue 147 in the undesignated site (numbering
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begins at the first methionine). Sixteen MAbs were classified into four groups based on their cross-
reactivity with the panel of escape mutants in the hemagglutination inhibition test. Among them, six
MAbs targeting the Sa and Sb sites recognized both residues at positions 172 and 173. MAb n2 lost
reactivity when mutations were introduced at positions 147, 159 (site Ca2), 170 (site Sb), and 172
(site Sa). We designated the site consisting of these residues as site Pa. From 2009 to 2013, no
antigenic drift was detected for the A(H1N1)pdmO9 viruses. However, if a novel variant carrying a
mutation at a position involved in the epitopes of several MAbs, such as 172, appeared, such a virus

would have the advantage of becoming a drift strain.

IMPORTANCE:

The first influenza pandemic of the 21st century occurred in 2009 with the emergence of a novel virus
originating with swine influenza, A(H1N1)pdm09. Although HA of A(HIN1)pdmO9 has a common
origin (1918 H1N1) with seasonal HIN1, the antigenic divergence of HA between the seasonal HIN1
and A(HIN1)pdmO09 viruses gave rise to the influenza pandemic in 2009. To take precautions against
the antigenic drift of the A(H1N1)pdmO9 virus in the near future, it is important to identify its
precise antigenic structure. To obtain various mutants that are not neutralized by MAbs, it is
important to neutralize several plaque-cloned parent viruses rather than only a single parent virus.
We characterized 599 escape mutants that were obtained by neutralizing four parent viruses of
A(HIN1)pdmO9 in the presence of 16 MAbs. Consequently, we were able to determine the details of

the antigenic structure of HA, including a novel epitope.

The dominant antigenic group of influenza C infections changed from
C/SaoPaulo/378/82-1ineage to GC/Kanagawa/1/76-1ineage in Yamagata,
Japan in 2014.

Tanaka S., Aoki Y., Matoba Y., Yahagi K., Mizuta K., Itagaki T., Katsushima
F., Katsushima Y., and Matsuzaki Y.

Jpn.d.Infect.Dis. 68:166-168,2015.
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A case of pneumonia caused by Legionel/l/a pneumophi/a serogroup 12 and
treated successfully with imipenem.

Nishizuka M, Suzuki H, Ara T, Watanabe M, Morita M, Sato C, Tsuchida F, Seto d,
Amemura-Maekawa J, Kura F, Takeda H.

J Infect Chemother. 20:390-3, 2014
The patient was an 83-year-old man hospitalized for Haemophilus influenzae pneumonia, who

developed recurrent pneumonia after improvement of the initial episode. Legionella pneumophila

serogroup 12 was isolated from the sputum, accompanied by increased serum antibody titers to L.
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pneumophila serogroup 12. Therefore, the patient was diagnosed as having Legionella pneumonia
caused by L. pneumophila serogroup 12. Case reports of pneumonia caused by L. pneumophila
serogroup 12 are rare, and the case described herein is the first report of clinical isolation of this
organism in Japan. When the genotype was determined by the protocol of The European Working
Group for Legionella Infections (Sequence-Based Typing [SBT| for epidemiological typing of L.
pneumophila, Version 3.1), the sequence type was ST68. Imipenem/cilastatin therapy was found to be

effective for the treatment of Legionella pneumonia in this patient.

Clonality and Micro-Diversity of a Nationwide Spreading Genotype of
Mycobacterium tuberculosis in Japan.

Wada T., Iwamoto T., Tamaru A., Seto J. Ahiko T., Yamamoto K., Hase A., Maeda
S. and Yamamo T.

PLoS One. 10: e0118495. 2015

Mycobacterium tuberculosis transmission routes can be estimated from genotypic analysis of clinical
isolates from patients. In Japan, still a middle-incidence country of TB, a unique genotype strain
designated as 'M-strain' has been isolated nationwide recently. To ascertain the history of the wide
spread of the strain, 10 clinical isolates from different areas were subjected to genome-wide analysis
based on deep sequencers. Results show that all isolates possessed common mutations to those of
referential strains. The greatest number of accumulated single nucleotide variants (SNVs) from the
oldest coalescence was 13 nucleotides, indicating high clonality of these isolates. When an SNV
common to the isolates was used as a surrogate marker of the clone, authentic clonal isolates with
variation in a reliable subset of variable number of tandem repeat (VNTR) genotyping method can be
selected successfully from clinical isolates populations of M. tuberculosis. When the authentic clones
can also be assigned to sub-clonal groups by SNVs derived from the genomic comparison, they are
classifiable into three sub-clonal groups with a bias of geographical origins. Feedback from genomic
analysis of clinical isolates of M. tuberculosis to genotypic markers will be an efficient strategy for

the big data in various settings for public health actions against TB.
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oo IHIC, BRFEOMENE LT, BIEETI, HREEFEN TOREKEZRAE LD, B
MEEELNLTWRW., %1%, BE - BABYZR EMITr 28O0, BRE E 0K

RO %247 5 .

[&% k] 1.T.0oka et al. Emerg. Infect.Dis., 18(3):488-492,2012.2. T. Ooka et al.

Emerg. Infect.Dis., 19(1) :144-146, 2013.

Wi TOREABRRXEMH SFES

W 8, e fe, FR ARSAT, MR OKRHE, T Rz, RHE SE, S EK,
iz Bz

%590 [ H AFEEIR 24, 201654E 3 H 27-28 H, REIF

ZU DI IWBRTITER 21 FE S, JRAIE U CHEBBIER BE 26 O Rk IC R LT VNTR (24
FEIE) AT & Tl LT D, BEICRZ SIS FRICT, ZOARAMRCIEHIZOWTHE L TWBE R, 4,
R OFERID, £ 2 FERNC TR A TIT L7z & 2W S - FHI 05 OB IR YL & #EE S 1,
HIIR T DIRYAER B IR A FEfCE 72D THRET 5.

BEE PR 254F 6 H, AREBEND 90 fRidetk (b2, WBIE G2) <HBI1 >DBITHAH-7=. S40h
LERENEZEZ B> T2z, F6l 1 L L7 F#AM%T N95 ~ 27 2355 LTS LT ey,
BfE DA TR L2 25 3 40 QFT-3G(LLF, QFD)BETh o7z, FIRENEODIZ, [H Uik
THEB 1 AT L TV WB RIS BIEK QFT 2 35hE L= L 25, F 2Bt o3 i 72 R AEFT I
—HE AN, BENEYEST R EE S TORMEERE L. TORE, FK 26 4 1 A OEHIEREZE O I
X BIRAE T, F6 1 BABE L CW I EBE T2 2 4 OF#EF <FEH 2 - 3> ITREEPRD B,
FEMeD BT CHifEE E B S e, AL, T2 13 11 KF X PRRREREE 1+, F6 3 1% v 5
PRI T, & bICIERIEIAL 2L, WHEDOH TORGIEE I VIR TH o 72, F6l 2 13Fk
25 4£ 9 JICHENME L7 QFT 2SFaPET, TRk 26 45 1 HICBHIE & o272, (REEFTTIE, ARBRICK L, T
% 25 45 9 H R4 IZ[FRBE D U FRBUIC AR L7cBHE GECHZETe) OFR N LEENEDN DI FFHO Y
ANT vy TEREE L. —F, EMEZ TR LR LLE SNZREZEYD, HRBRENHE L H M
W WD EHEGRT 2720, B O X M7 A VAOEFEE T2, £z, BEHIZ A FEEOBEN
YRR T B EITHE LB OB LT Y & &b, RIE~DHFE OFT BHRE 11 &~ EBIFEH
EFEM L. TO%, FE 2 ARICHEE L IR HFERN D, FF] 1~3 oz, FHSICER: LE
BY 25 4R 8 HITfifiiZ (b1l 2, G2 &) &l Shviz 60 fRAME<HFfl 4> WIR —EMBA Lo, &
Bl 4 1% A FEBROBBEREA 4 < A ) ZITHICORER & W2/ e h o 72y, AR ERT O & B <
L0, F=Hl 4 DRG0 Rietk) <F I 5> 03 24 FFICAYRRE TIELT L CW o= Lz 728, H4f
ADOTHROY L, ARPEICRE SN TW=3ifl 5 O X EESCH AT HimEIC#l- THRA L. 20
FER, K60 FERTICHEREDIRBIEN 7= 2 &, BLOWIER X MREG DR & R, Wk T L
bl an.

H5 5 (HEERYLIR) ORI - ABNE, TRk 22 4F 6 HICIEORBER AR LD Z & T, A Fkin
b C MRAEWBRICHEN SN, [REXERELERE~— I — (7 2)0 ERENOMNAERWE OBKE 50T
Tz, FPEER C BBt CRIBBLE O DL, ElhO - OB R IBRITIT DR N E W TR D A Fibt
CEBERE 2B TS, 24 4E8 H, HETHNR TWD & ZAZFACRERINMBABLL 2o
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7o ABERFORE X EEE CT AT Z b L1, BEHREBOFMER RMOMA A LW Lizz®

YREDOEIRENZ —I T AT TORNTAT oA RERGLILEZ A, SIRICHRPE/ALET LT
7o, BRIZZERBINULETH -T2 b0, B THoZmOWSIRO~Y A7 EENHEL TWWRHho7e 2
L, BEDTFIEIAES 7 EHY LN 2 EEMNEFRENGH O MM o7z, Jeds, F6 1 IXFIREH]
WRPBEBRICABE L Ty, SRS ELSHEZHTE LT, £z, WHNOSMRIMNI BRI o722
&, ME— ABEBIRI IS M L7z CT AR TOBEANEDNTZN, HH 1 BNEICRELZIT>TEY, BE
ERNTO 2 WEGIIEEM TR IUIE R TH o 72

sl T O R F 25 - BEIZ ] 6 DIELHE 2 i < AR LT\ e, TOR<HG] 4> 0%
BT, FHl 5 DK - E<BoT DN B%E MRICHRME RS A Ei L. 0%, LBl IfETOF
ST 1 A DS IS TifERE & 2T AU UNTR 8 —E L 72 2S, —fRERA~OBEIERITMHER ST,

FE LW UNTR b &R BRI O FFE ORAITIN A T, ko EREM & BREFHEOR ALY, #
EDOFETHFID B OBEPN RS 5 3 X OMs; T 0 BYshi kB IR 2 F i T & 7=

BB EMIEICE (T 5B EERK 72 O BRI B
Fim &2z, WE AR, 1A KRR, Bz B2
590 0] B RS RS ARE, 201643 A 27-28 H, REWE

[AAY] R FORER ORISR & - TEWR K 2 HEE T 2/ 0 25 T, BI7E VNTR BRI
DEAS, BYIRZERICHEN THON T WD, WIR BBIIES SO FHETH B, B RER]—
- BRIC R HRRHEER, EHEFHE L OEE R L, Hx OFFNZOWNTI R BFEM L REAES LI T
bo. AHFZETIE, WY —7 oY — A LB ) DRI L > TERE LR BERSRIE R 2 %
BL, TERERGIRREOMAE BT & 3412, VWNTR BB ICET 2 MR 255 2 L4 AL LT,
[FiE] 2009~2011 I IR CHIEL B Sk S AL BEIGPEMRE A 838 (266 N) @ 5 5, VNTR BUSUA#AT
MERETH o7~ 184 ¥k (69.2%) A KkfZ & L=, VNTR BIRNIL 260k % & de 24 SE A AT L, 23 fEikLL
LO—EkE S TAE—LER L. FORRE, 77 AF—IT1TH 49K) LV, RIFETITIZN
5% 3T Illumina HiSeq 2000 12K 5> a— h U — REATICHE L72. H3TRv st FRELSI & L7~ v &
U TRMT ATV, BRkD EZEE (SNV: Single Nuclear Variation) 4/ AU A RIZHiH L7, fEHTIC
I% CLC Genomics Workbench % f\>, SNV fHGEIKITEE T = — R (FHFEEETE2RL) IR/ LT
R L7z, RERBEIOELE] SNVIEE bp LT R —#RE LTIIT LT 24, 1T 57 AFZ—D557T
I TAB—DHPFE—RICEDHEHITHDZ EBA SN E 72> 7. VNTR BRI F MR FE 1% F R A 1S
Lo TREIZBIEMERS MBI L T2 6 7 7 A Z —1F, T_XTH ) AEIZ Lo TH & » Fl—HRIC L B RG
ThHol-Z E DR S To. NTR BUSI—E 4 OFRE D b IBERIR O ATREM S RIB SN 4 7 T A X —
T, 1 77 RAF—DHRNPE—KThoTlz. E£iz, BEMOBEENRBD NIRRT 8 7 FAX—TIF,
175 AZ—DHNFE—ThoT-. 7 DI L > TR DEMEEHESNIZ WIR 7 5 2% —(3,
BRI T AL TR, bR ST B, Abnt ST25/19 BEICET L TEY, ZNbLDOREKICKIT S
W EOFATR, VNTR BN 1 2 ARG MRRIER T 2 /TRt R Sz, S BILRITESE « /MR
e, MEh (FiRR)
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YI+—FALTAaA94IILRX 2T RD-18S HIfIZ &k 5 75k

XE B, BA FF, B9 Y, | g, KB 8, BUE #, R 31

% 68 0] H A E Fa WAL L aie s, 2014 48 A 22-23 H, MlA

[BE] Fexid, 2009 0D 8-11 AIZH 74— RUAT 4 A7 A VA 2B (SAFV2) 12Xk B/hEoAMESR
TR YLE DFRAIT AR L, /A% L7z (Saffold cardiovirus infection in children associated with
respiratory disease and its similarity to coxsackievirus infection ,Pediatr. Infect.Dis. J.30:
680-683,2011) . Z O HFSL TIL SAFV2Z O A 27 U — = Z X, Reverse transcription (RT)-
polymerase chain reaction (PCR){EK N — 77 = AEIFITHMEZMER LT, OB, Fex N@ufEH
LTV AR TONEELRD T, KRk oT2. —F, HRRAEERBIRI 2 TEFT O L) 51%, RD-
18S #MMIZ L W SAFV2 (2013 40> 5 #K) $5 LT SAFV3 (2007~2008 4E0> 4 ¥R) OLFEEICKII LTV 5

(56 55 [B] H AEGIR 7 A /L A%4% 5 2B-12) . Fx I, FrBRREERERFIFERT A & 2 @ RD-18S Ak o
5% %%0F, 2009 FEIC SAFV2 NIGHECTH - o IR E R, oBEE AT,

[ k] 54 B> RT-PCR BB D 9 5 49 BIIDWTC, Mk Z FriE R m ko RD-18S Miflaic i L, 4R H
* THEIS L, cytopathic effect (CPE) OFEAEEI L. CPE " o7 b DIZDWTIL, virus
protein 1 (VP1)IZ-DV T PCRIECHANE, v — 27 =2 AIZE D SAFV2 THH Z L 2B L7,

[REROBE] 27V —= 7T 1stPCR Btk Td - 7o ifh 33 9 18 T CPE 78, SAFV2 A3
BEXiT-. Nested PCR BtETH o7z 16 BINSIIDBECE ehrolz. T b0 &b, FBEEND
5% %0 7o RD-18S Mifidix SAFV2 OEZMEICEN TWA Z BRI N, 51%1F, 2010 FLFFICS
WTh, A7 Y ==V BRI ONTHHEEZED, E-MEEFEERT DL, BRENT & RES
FTWVEZ.

RD-18S & 505 LCFSWE L7e, HiBRAREBRTIRIAIIZERT ¥ A v 2, BAEBEL, RIVEE
SRR LET.

IR T8 SNT= Mycop/asma pneumoniae @ pl EinFERIT

oA HR, WS MEWR, BOE B, B EAF, BRE OER, EA #ub, iR T,
RME kK, KE B, ¥ -, A G

%68 0] 0 AME FE AT E##RE, 2014 4 8 H 22-23 H, MliA

[B®])  Mycoplasma pneumoniae (LATF, Mp) 1%, FHEHICE L, BARLEIIK L2 TIERET D<A
a7 T A MROERETHD. Mp Db MRS LR~ OBEEEZH O h LRSS T Th D Pl
EHZ=2— N5 pl#EE, BERIOEWCEY 183, 2B L2 Wik (2a, 2b, 2¢ &) OF
5 EHICOE SN D, ARBFFEIE, WRERTHITT S Mp @ pl B FRHOBMIEREEZHME LT, ART
W 10 MU/ S L7 Mp O pl A= 1B AT 2 Sk L 7.

[5E:] 2004 55 2013 ED 10 FEFNT B Tl S 472 Mp 358 BRZxt4 & L, PCR-RFLP {EIZ &V
pl BIZFREMNT L=, Mp &/ A0 pl EisFHElE 4 PCR CHIE L, HIRIED & HIMREES Hael 11 THIWT
L7z, &bz PCR-RFLP /N Z — o Z S ATHM RO E Ll L, 1M, 28, 2a MBS LT 2b WA FE L
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. —J7, 2c BUX PCR-RFLP /X% — L OWEN W=, BEHO 2¢ BIOHEIEES) O FHE I D PCR-
RFLP /N & — U & 7R LTZBERIZDOWT, PR ¥ A L7 hyr—2 = AT KV 2¢ BUTHREA OIERLS % f
THZETRIELT.

[RR]  WRIRCHBES Mp 358 BRIZ, 278 Bk (77.7%) 2% pl Efx17 1 AU, 80 & (22.3%) 7% 2
AUHAE (2a Y ; 10 Bk, 2b B 5 BK, 2c Y ; 65 #K) CAESAL, 2 BEIIMRH S er otz RRTIX
2012 ARLLAMIE 1 BUBE 3% o 7oA (85.2%7100%) , 2012 4FLARE 2 BIEHREOEIGAHEIM L= (2012
B 5 26.5%, 2013 4 ; 66.1%) .

[BE] DORETHITOZREZKT Mp O pl BTN 8 0D 10 I 1 U & 2 M CTE S #b
DEHEEINTND. EITAFEIC L, 1 BERRITOER & 72572 2005 FLUEBIEICWZ D £ T,
pl WA TRINE & #do 2 KEITHE STy, L LAERICE W T, 2 BEmEOE S 2012 4F
DBEEML T D Z Enmaiiz. 2ol ik, 2R tb RV ENO—HIIZB W T, it
ITOERE LT Mp O pl BARTEIA 1 B2 5 2 R ICE X b > T2 AEEEEZ R LT\ 5.

B THEE ST Mycop/asma pneumoniae D4 OS54 FitttBEFER
iRt

gnoR t, WS NEWR, HOE #, LRy THEA, RME B, KE B, R HET

%35 MU IREFRAESS , P26 10 H 25 H-26 H, RAEIHF

[iZC®iz] Mycoplasma pneumoniae (LATF, Mp) 1%, FHEHICEL, BREAPLEI K EErTERET S~
A AT TAHROERE TH L. Mp BPMEDOE BRI THDL~ 7 v T4 FREERE CIT, v7nm
T4 R) Wit A 777 Mp (X 2001 IO TG S CUREIMEMICH v, BER SN TS, Mp O
~7 a4 Rit#FE LT, v7aJ4 ROERERNTHS 23S YARY —</L RNA (LR, rRNA) R
AA VD 2063 AL, 2064 AL LT 2617 (D FERDPRSNTWDA, WERICE T 5~7 1T A Nl
P Mp OENAIIE &2 TRV, ZCAE, RENZBIT D~ 874 RitHE Mp oFmfeiEz B E L
T, WIRBREEMICHT CHBE L= Mp D~ 27 1 T A RilittEiE s 128 BIEA R E i L.

(x5 R OT51E] 2004 4R 5 2013 45 (10 4R ICITEIRA ORI Z Tl &35 6 BT, Mp J&
YUEN DT B L0 BRIR S U2 HEERO R 1, 391 MR D 0B L 72 Mp 358 #RaE T4 L Lz, it
RER OG5 DNA Z 3 L, 23S rRNA SR T N A A > V#EI%Z PCR CHYIE L7, PCR FE DI IE
Sz AL b —F T AL DIREL T~ 7 7 74 NiittE G+ EROA &L T L7,

[#55] x5 & L7= Mp 358 BEH 131 £ (36.6%) ([~ 2 15 A NilitMds +ZERZ2 M L= (A20636 ;
81 Bk, A2063T ; 43 Bk, A2063C ; 1 KK, A2064C ; 1 4%, C2617G ; 4 ¥k, C2617A ; 14%) . 4FERHEREIX, 2006
4EZ A2063G 25 FAk, 2007 4EIC A2064C ZERERZ 4 1 BRT ORI L7214, 2009 4 7 H 5 2010 48 1 H I

MU C A2063T A HKEA 43 MR L7z, LIFE, A2063G 28 Bifk % Hu0a 2 A2063C, C2617G 38 L T8 C2617A 28
Bk 4 FEFA R L7, 2009 LARE O SR H=1% 2009 4 ; 76.4% (42/55) , 2010 4 ; 37.5% (3/8
BR) , 2011 4F 5 20.4% (10/49 £F) , 2012 4= ; 48.2% (54/112 #E) , 2013 4F ; 32.3% (20/62 ) 7Z-o7z.

[(B2] bAEO~ 7 174 NittE&ETEARBREERE, A0 0ME VCIIFELINL TR Y 2006 4
(2 30.6%, 2011 4FiT 89.5%CEL-E &ND. £/ Kawai B P, A2063¢ BHEZ .0 L+ DB BN
2008 1T 50% %, 2012 4£I2 80% 2RI LaHmE L TWVD
Fex OMEFTTIE, 2008 FELARTIZ /0B S - BRI 2 BROBTH Y, 2009 4Fi% A2063T 25 BEE & L5k
U7 (BB 76.4%) OO0, TORTHE—HIEO 3 fifk (PFER 1 RBLOVNAK 2 K) 1

41



No.48 2015/10

FRJm U 7= SE M A ) D D BEE Td o 7. 2010 4ELAREIE A20636 285 % s & U 7o 28 BAR DS HkE O LR
HEn, ZRBHRIT 20-500THR Lz, B EoZ Lavh, 2010 LM, 2ENR M O~27B2T5A F
ML ARRIZ R Lo 2 b, BRBRERIITHIRECTIC L 2EEHN G 0 e 2 EESLETH
DT ENHI LN oTz.

D sEAERRS. MRS DAL X 2013 5 41 @ 273-9.

2) Kawai et al. Antimicrob Agents Chemother 2013 ; 57 : 4046-9.

3) Suzuki et al. Pediatr Infect Dis 2013 ; 32 : 237-40.

IWERIZEBTIARET— 2 Z2RAVEDOARBEERTAETILOESE
W A
B2l m Yy FTHGES, 20144512 H 20 H, RIHR

[iIZCOIZ] WEETIEEDO D OB IFENRL VR, ZOBRERIIFIZII > TREREIL2ENHDH. K
BRI, BRAMED Y Y T Ay (E~FKITHIT TEIR - W bt:, Shhn—Hs4& L THRICE b~KET
%) OENRZBOEBEEZ T THEKT 52 LT, EOOOBRBKBRERDIEL2E 2L LTS L
Ez, [RERFPOFEOOONRRREELRE TRTHET NV EHET L L2 E Lz,

[5i£] 1984~2014 4F (31 4E[]) OARRICEIT S A~T A OO N HIFRERZ INELEKE Lz, 3l
EEE, AT H~YE 6 ADHVEHRIE, AiE 12 A~Y%4E3 ADABREREB IOAREHESRE, 226
ONZHITAE 12 A~Y4F 3 A0SR Gt 21 HH) L L. K87 %1%, KEFERNHED Y, K
BRCOONHIFRENEP L WD L)AL 4 #S0FHEE A viz. Ao ZHEHEFEA &E T L
THE (p<0.01) &7RoBBAEEE Mm%, AIC (RibiEERLNE) & HEICE Ao “HEHERS A
BETVERIR L2, BHTIZIER ver. 3.0.2 Z 7z,

[RER] B4 7 A - 8 AR, M4F 1 A -2 ARFEREE, BIOFME 12 A~24 3 A0S &
(56 HE) LEOODONRIFEFTR L OMICENENGEREOREENEZFE O, Zhb 5 HAICLS
SERET N ERH LIREE, UTFOBERTHR LGz ; yi=e 0002967000086 &y,
ATAE 7 HSEHROR, X2 AidE 8 AR, X35 AidE 12 A ~M4E 3 H OREE &,

(B8] AFEICEY, BIFEOENEL, LOBRERERN/ZVIEEBHEOOONHIFBELNEZ D2 &
BREN, BERNREBEREZ TNT2ET VOMBIIRI Lz, 5%, FOBELENPLL D L THIS
TR, FRNCRRICERIEREZIRT 2 & T, 2ONBRTPHOMELZ(ES Z L AFHRIZRD.

2014 FEIUBRICETBCRAVINI VYO L LADHEERR

B, A% PR, BAR T, RME B KA wB, BE SR, BE BT,
BE #, fnvr 35

41 [mLITERARBEASS, 2015463 H 5 A, RILE

[iZU®Iiz] A 7oA 2020, VL B ORI 5. Cll A 7 )L A L 2 [ F—AERIIC
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INED EKEREBZTHKDLIDE SN TVEIN, KEXZROMEARED TREXZSIERIT D
MHITWD. Fox i, I REYER AT RFRAE FEICIE S, BT A L A VEREIR AR B %8 AR
EHRT DI EE MY A NV ADNEEE T LTV D. ARl 2014FEDOFEICB W, CAlA 7T
Y OWAT OB S L7z,

(x5 & L] 2014 45 1 A6 12 H £ TICRNEREE A 22 Lo BB D DRI S iz SIEHTHN <V
R L& 1960 MiiEExIg s L, BEfMiaz H\wie~vA 7 v L— MEIZL D UA NV AD5BE1T -
Fo CRIA TN T T A L ADSEEE MDCK MARIZ 31T 2 MR ZEPE S R OB L OVEVE > b Ifusk,
=0 UM ERE 72 i ERERE BRI &V 4TV, RT-PCR 512 L 28 a F ORI CTRIE L. & 51, 4Bk
L7z ANRIZDONWT C BA U7V FOREHIR TH L~ I NVF =2 A7 7 —8 (HE) IZx¥
5%/ 7 a—F VHURE T i EREEEE M I RRER T X 2 BURARAT 2 FE b L 7-.

[#3] 2014 £ 1 A5 12 HE T 21 BRIEDD CBIA VIV F oA VARSI, BT 4
T4 H~8 ADOHIMICES L, mBEEA 11 ik &R bZ0 o725 ATV T, Y H ORBRIEE 145 Bk
DI 8%\ K AT2. 3B S UT= B3 D 17 1 (80%) 23 5 ik LA F D/ T, 38°CLL EDFEEN 18 1] (85%) , A
SAR, MARED EXUBERD 18 1] (85%) IZRBD b, TRUBEX S 3 #ildH 7.

SEESNT CBIA V7N U F 7 A LR 21 BRIZOWTHT » 1= HUBENT Tl $T HE £/ 7 = —F AR
\ZxE9 B S/ — )8 Kanagawa/76 At & —23 5 13 #k &, Sao Paulo/82 Rt & — 9 2% 8 #RIZ KNI
SN, 2 DORERFERFIZHTHATL TND Z & bhoT.

[BL] CHA TN FORATIE 1 BB E OMBEICHEEL AR BAELS VIV PO — XM
HELERICRAETIEMICHD. A EOWITHEERO FRIE LY 2014 FORICHB S, 72,0 B
A TN HF T A AT HE OFUFEMEIC LY 6 SOFRHF (Taylor/47, Kanagawa/76, Mississippi/80, Yam
agata /81,Aichi/81, Sao Paulo/82) TSI ND. IWERIZBVLTIX 2006 F0 5 2012 42 T Sao
Paulo/82 ZHSWAT D LW T - 7273, 2014 £E1% Kanagawa/76 RREDIHENESL L 7o o 1=, IR IRIC BT
DO XD AT ORZARIL 2002 4 & 2006 4RI Z o TRV, FFIZ 2002 4 & ZHUTHi< 2004 HI2iE
Kanagawa/76 RHEIZ L DR ERFATHHERINTNDZ &b, 5% bIEZ M LA ZEHT 2
VEDRDD.

YXIAATOEERS illudin SOEFES L URKE

R BERS, FoH &R, A2 FIE, KE wB (LR RELENTIEAT)

%41 BT RARMEASS, 201643 H 5 B, RILE

VR XTI I D EREFILER 12 F~25 FO 14 FRICEET 281 AL THY, IWBRIZZEOMH
EREETHREZ THL. INEIET272DICEHTmY /a2 BRMDHILRLETHY, ZOMRIIL
REEF LEOOTEETHS. SEIIHLEDOY X327 Ho illudin S FHEICOWVWT, EALITEND
IR DEICOVWTHRFEZIT 72D, ZOMBICRKBEEENTWD I LR g ol Fiz, HRIC X
LEREEMALIZE A, 1 ABMEKRL7Z5ETH illudin SIFEFETHZ L3 gnoi.
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PEREEGLIEBEVDERT—FSINEDRSE

SR AlE, Fnm EAR, SRR SRR, AKE wB (LR REANIERT)

%41 BB R AR AT, 201543 A5 H, RIE

BRI L D2EBPHENEET 2 FRICZWIIBRICENT, PEIEERICREICEDOJRR L 72
ST ZRET D IFEERBT 5 2 LIIHEFICEECTH L. AFETIE, H—0HETEROERY
%[RRI HT T & B LC-MS/MS 12 XD —FHEIC DWW THRE L7z, 0DS & A 4 A ME & B Ho
~YNAVFE— RN TLERANDZEICEY, Mo Re D 5 HEOWM O 14 TR T FIRE72 5 A ear
L. F7-, #BtofhH, iR oL B>V T HBRE 2T 7.
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