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Group B Streptococcus (Streptococcus agalactiae) (Z3BF 5 FEH Mk

AAS ]
R VNN A R e R

(Fnoc4E 5 7 20 H52 )

B# L v HBE (Group B Streptococcus, GBS, Streptococcus agalactiae) 1%, FrAVoMimE, HEE%
OEFFNETH 5. F72, Hles, PRBEBEE R ERNREERIYEZ ISR T2 LMo N Tw 5,
WERHES LD GBS 1, —HRICN—% 527 & A RIEITEIETH - 72720, GBS EIIED TFi, HBOE—
BPSEIE, R=5 57 5 LRETH D, HE, RLOWEZWMHEI, KIF2IHD, ZHROENS, X—=%F
75 NRBEOEWN ST, R=V) Y&y 232 (Penicillin-binding protein, PBP) 27 3 / B %
BL7eR=% 57 5 2 RIMEZE BB L ~ % EKR (Group B Streptococcus with reduced beta-lactam sus-
ceptibility, GBS-RBS) 2*HE SN T 5, FEICHEBIFEDOR= ) VIREZEO = ) AMRERZE
B#L ¥ EHE (Group B Streptococcus with reduced penicillin susceptibility, PRGBS) 7 &%, [RIERIC
~7ugA4 FRE Trtud o RELMETHL L% L, ZHIMPEENARD Db, REHT
X, "= 77 % AREEHIZ GBS ITBIT 2 HANME S, HEH L WE LS4 ZoMo3EITH 5 5 GBS

DHEHFNESEMEIZ DOV TR D,

Key words: B # L >3k, Streptococcus agalactiae, GBS, EHIMiME, HUEHE

1. FUBIC

B#L % EW (Group B Streptococcus, GBS) 1%, i#
WA ED 7T A0t B 5 7 —BIEEAMEOERE T, —ik
DOk % B & KER DO/, MRIERR M Coeaia itk
P& oau=—2BKT 5" & bEREBRAED S 58
&N, Lancefield HBITBH LI N5 BHEMMEL ~
ERW O WL, (3124 THS Streptococcus agalactiae D—1H

TTH D RIELHEROENIC L ZIMFERIL, Ta, Ib, 11, 101,

IV, V, VI, VII, VIII, IX® 10 EsmMeNnTEH, IX

ANZ 2007 4RI S N7 HEHT LW RITH 7. 7z,

VII AL, 2T M B EIFIEh, ZFRETICH 5 4R
B oA & OG0k & 2o TW A IMERTH 57,

2. BHELUBEDOESR

K [# Baylor College of Medicine @ Carol J. Backer i+
FCIRVIZ X B &, Streptococcus agalactiae DIRAN D5 EE,
1887 4£® Nocard & Mollereau @7 T ¥ AFHEIZ X A e iZ &
PDITBEIENTEDLL)ITHLH", TOHK%, 19331213,
Lancefield {112 X % Lancefield Bt 233826 & 1P, 1935 48
\21%, Lancefield & Hare % & A & O 5B 255 ST
W5 F 72, 1935 412 Congdon 7% Lancet il HEIZHE S
FEEYE o GBS BeiliiE, Migeo 1HERI % ", 1938 4E i1,

LH WG © (T466-8550) 55 U441 = T3 BRI X 5 R T 65
R KPR B R SR 8RR 5190 S 1 2
ARATEH]
TEL: 052-744-2106
FAX: 052-744-2107
E—mail: koujikim@med.nagoya-u.ac.jp

[ U< Lancet (2 Fry 25, HEIZEE D SOIEM: o Bl sE Bl 2
3HIHE LCTWvBY, 1960 I REK, B4 IR o & GesiE o
B BIAHE ENTVDEY Y, LA Lads, 1970 4EAH
HHIC BRI E W O RS 12 FUR 2 O IR & L CRtak &
NTWDH, b MEEAE L ToRRBIZ%H o e 1973 4
Backer Wit 502 &E 2MOFHLICE Y, BHER, 34
HAMOFLILO WM, Mi%k, BEROFEREFREE L TR
MEND L)z,

3. BEL > YREREAE

BH#EL U BRENE, HrE R olmE, Bl o o5 EE R K W
ELTHILNTWSDAS, HrAl B L & BRI ERG9E I, 4
BOHDS 6 HIZHAET 2RI E A% 7 HA 5 90 HUW
\ZHIET 55T GBS IYYE I SN D 2 L% Ww, T
IFD 10-30% FLEEIZ, B BEL o BRI % M55 | MR 5 1 1 1
WLTHY, FIHA GBS EARED—EIE, BREL ¥ HIKK
PR T AR S OBEROEEIERRETH L EEZONT
WO AR oM E, B O BIEERIL 5% HEE &R
, Fr—m&ity Lo/l LTHRMER, SEEEREE
EDOMRENRBIE L HIET 5720, BREMICHETH S L
EZHNTW5h, 20728, KE Centers for disease control
and prevention (CDC) %1%, B#EL o EREH 2 55 4R
T AR L, SRR ) VORI ARG T 5
SRR RIS A IR L, £ o%ERETEBS 1,
B GBS BRAYEASRAMEIANC B 2 L HiE SN Tn B,
KETIE, FFEA GBS KGR (X, 1990 4E A0 & 121 1000
WMED=D 17T TH o 72hs, G i g 532
S N7z 2000 AEAR LRI 1000 H S 72 0 0.34-0.37 1112 9K
BLEHESNTWS, I—a v O—FOETIE, 4
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1. PRGBS (BL-B516) (ZK3 5% 9Ffid B-F 27 & 255D MIC [ug/ml]
R PCG PCV  ABPC MPIPC CEZ CFPM CTX CZX MEPM

S. pneumoniae

ATCC 49619 0.25 0.5 0.12 1 1 0.03 0.03 0.12 0.06
S. agalactiae

ATCC BAA-611 0.06 0.03 0.12 0.25 0.12 0.06 0.06 0.12 0.03
S. agalactiae

ATCC 12403 0.06 0.03 0.12 0.25 0.12 0.06 0.06 0.12 0.03
S. agalactiae

Bl 0.5 0.25 0.12 4 2 0.5 2 128 0.06
B6 0.25 0.5 0.12 4 1 0.25 1 32 0.06
B7 0.25 0.12 0.12 2 05 0.25 0.12 4 0.25
B8 0.25 0.25 05 4 1 05 0.25 64 0.12
B10 0.5 0.25 0.12 4 1 0.25 0.5 16 0.06
B12 0.25 0.5 0.25 4 1 0.5 0.5 32 0.25
B40 05 0.5 0.12 8 1 0.25 0.5 32 0.06
B60 0.25 0.25 0.25 4 1 0.25 0.25 32 0.12
B68 0.5 0.25 0.5 4 05 0.5 0.25 4 0.12
B502 0.5 0.25 0.5 4 05 0.5 0.25 16 0.25
B503 0.25 0.12 0.5 2 05 0.25 0.25 16 0.12
B513 1 1 05 8 1 1 1 64 0.25
B514 0.25 0.25 0.5 4 1 0.5 0.25 32 0.25
B516 0.25 0.25 0.25 4 05 0.5 0.25 16 0.12

5% - PCG, penicillin G : PCV, penicillin V : ABPC, ampicillin : MPIPC, oxacillin : CEZ, cefazolin :
CFPM, cefepime ; CTX, cefotaxime ; CZX, ceftizoxime ; MEPM, meropemem.
(K . Kimura et al. Antimicrobial Agents Chemother. 2008 : 52 : 2890-7. % 5 & A3k 2 LIYER)

MCTBHL Y YERHOREEZ A2 ) —= v 755D TIlER
<, #EWR GBS IEYSED ) A 7 OFEWIERICH L, BUsE
AR5 T HEAEBLTCVwEEIALH LY, EHNTH
2007 44 & HARERHE NFFHE 7 & 55 Wa ks B 1 {95 1
OfEEHIEF SN, BN TOIRIERIE, 2011 ED 5 2015 48
(2 HLEEE GBS J&YLE 1Z 1000 HPED 72 1 0.09 74, BE3EH GBS
IR 1000 D 72 ) 012 L HEE S b & DMED D
%W, F7z, 2007 EH S 2012 E ORI OEPY 10 L oOFATHr
A VR EEYE GBS EHAEAS, 1000 HiEED 72D 013 1F & o
25",

—7Ji, BEEL VHEREE, RO A LT H R
BYSEZ G| X R T EDMONTE Y, s, MRS
BVAZ T 725 —ThHbIEPHMLNTVEY, %L D
THIEAHEA TR 23 H Y, FELEEA O GBS K
SEBINMEIIC D B & DEEHL VW2,

BH#L YHEEICHT L MY ZF ik, REM GBS
EAGECTHHES NG Z L DS WILFERNIH T 541407 7 F ~
ZEAHEEETH Y, ROMBHEY, RIS T, K2
AKBENTDH DRV,

v RS, vV DEREE RS EMSNT
BY, THOE, EPKTTL720, BHmERTIIRE M
BLoTwBY Fz, yARH L ETHEDNLEF A VT 4
FET LW EHOBBAICHEMEZT ISR T L M
SNTHBY, MEFETIMEL 2LHMTH L7,
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4, NXN—4279 2 LREICH T 5EXIMME

41, XZD U RSN B #L > Y EE (Group B strep-
tococci with reduced penicillin susceptibility
PRGBS)

WA OVUEWE, R=3 ) U HEARE A S 7z 1940 4148
V60 EDHE D, BRSBESND BIFL VY ERB A &ET P
WILL >~ EREREL, T X_XT—RRICR=2) V2D LT 5
N—=¥5 75 NRFIENETH - 72720, BEL v ERE K
BHED PR M ORI O S —RPEE L, X=2) Y ZMROET
BR=55 25 ARHETHB T, ZOL) nd, Faid,
2006 412 Interscience Conference on Antimicrobial Agents
and Chemotherapy (ICAAC) 128\ T, 2008 42 Antimicro-
bial Agents and Chemotherapy #ill, =31 MREZM
B#:L ¥ EkH (Group B streptococci with reduced penicil-
lin susceptibility, PRGBS) DIFfE%3EL, % OIFAE %
S22 (3K 1).1995 4E00 5 2005 4FICENTHHES 7z 14
B PRGBS &, TXRTHEADEE,SHEES N, =2
¥ G O/NEERRIEEE  (Minimum  inhibitory concentra-
tions, MICs) %%, Clinical and Laboratory Standards Institute
(CLSI) OEDBER=Y ) Yy GEMEDOT L= KL V<
012 pg/ml Wz % 025-1 ug/ml R L72%, E512, BH#
L VY BRI OFE#ERR ATCC BAA-611, ATCC 12403 & Lb#x
L. PRGBS Z, *F%#3¥ V¥ (MIC 28 ug/ml), £7FY
¥4 (MIC 4128 ug/ml) @ MICEZ R & %W
52T L7279, 14 %k PRGBS &, Pulsed-field gel electropho-
resis (PFGE) #I2X D, Zu—F LV ThWI L%, BHo»
THolzh, X—=% 5275 ARFEOENGTDO—>, HifakE
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Penicillin-binding protein (PBP) 2X of Group B Streptococcus
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GBS »R=31) vt 328 (PBP) 2X O

PBP2X D b T Y AXRTFF =X F AL Y OWEHEHLERRT 2 L EZONTWEEF— 70T {EFEIC VA0SA, QS57E O 7 3/ FRiE i

T %o

(Kimura K., et al. 2008. Antimicrob. Agents Chemother. 52 : 2890-2897 %551 H L, FH&H %)

%5 2. PRGBS Hi3E PBP2X i#f{zx¥ % allelic exchange TE A L7z 2 AR 2 XN—% 5 7 & 123D MIC

_—_ MIC (ug/ml)

PEN PCV AMP OXA CFz FEP CTX ZOX MEM
S. pneumoniae ATCC 49619 05 05 0.12 2 1 0.25 0.12 05 0.12
S. agalactiae ATCC 12403 0.06 0.06 0.12 0.25 0.25 0.25 0.06 0.25 0.06
S. agalactiae ATCC BAA-611 0.06 0.06 0.12 0.25 0.12 0.12 0.06 0.25 0.06
ATCC BAA-611 (B12-PBP2X) 0.5 0.5 0.12 4 2 05 05 32 0.12
ATCC BAA-611 (B503-PBP2X) 0.25 0.12 0.25 2 05 05 0.12 16 0.12
S. agalactiae B12 0.5 0.5 0.12 4 2 1 1 32 0.12
S. agalactiae B503 0.25 0.12 0.25 2 05 05 0.12 16 0.12

%55 © PCG, penicillin G s PCV, penicillin V ; ABPC, ampicillin ; MPIPC, oxacillin : CEZ, cefazolin : CFPM, ce-
fepime ; CTX, cefotaxime ;: CZX, ceftizoxime : MEPM, meropemem.

S. agalactiae ATCC 12403 & S. agalactiae ATCC BAA-611 1%, GBS ®¥E#akk, S. agalactiae B12 & S. agalactiae B503
3, RS EE S L7z PRGBS ko ATCC BAA-611 (B12-PBP2X) 1%, ATCC BAA-611 {2 PRGBS T % B12 ®» PBP2X
AT % allelic exchange T A L 728k, ATCC BAA-611 (B503-PBP2X) X, ATCC BAA-611 2 PRGBS T& % B503

@ PBP2X i#fx ¥ % allelic exchange T A L 72k

(K . Kimura et al. Antimicrobial Agents Chemother. 2008 : 52 : 2890-7. 7 & F & HeLZE LIERK)

EWMHETH LR ) Y#ie Y v 7827 B (Penicillin-

binding protein, PBP) 2X D} 5 Y ARTF ¥ =X F X A
VL MHEN B FEIC, Q557E, V405A ot L 77 3 /R
B2 SO AFOT I BRERRO b, QB57E, V
405A 1%, PBP2X D F T VY ARTF ¥ —¥ F X4 Otk
HLZERT 2 EE 2 ONLRAEET — 70T OIS
LTwa% (1), PBP2X @ Q557E F 721 V405A # &t 7
I/ BRiEH#L % allelic exchange OFHET, X—=% 57 % L%
HIEED BEEL O ERH OB MERRIE AT 5 &, M2
R, BkED PRGBS E[EE%EDL RV FTR=YY ¥, FF
Ty, k7 FVR Y AREZEEER L (FK2),
DT EHS, BEEL UHERRILZ, PBP2X 7 3/ B
BT ETR=ZVY Y, FFF V)Y, ETFVF VL
REZMEE 2 5 2 EFHS 2T - 72 2006 4E3 H2 5
2006 4F 2 HICE N TR GBS N 72442 D GBS D )
23% HIR=Y ) IR ZMETH B Z EXW S PIR o 727,
4 ® PRGBS O#ELIKE, 7 2 7 ® CDC &bk L
T2 N—=T30 B F D ODTI—T QRO A LL
WDTN—TP 4 3TN =T EHFLE—TD

-
—

TN—T¥ HEO TN —Th 5 Y, PBPIIT I/ EEEE
B L 722 LR SN TV B PRGBS F 7213 R=21) ¥
I TH 205, oR—=% 527 5 L%HED MIC A E
AL Twat MERSERDI RS X LTV 5.5 5 PRGBS
DTS N L OWEPHE N STV S A, <=
) O MICHERERIZEL, 72, PBPsD 7 3/ i
MR —5 57 7 A RIEMEZEICE G5 550057 ST
BOT, SBROMMPULETHLLEEZLNDT,

PRGBS 28w ou, MBI L7002 e T 5720, 1977 £
5 2005 4EVZE N CRER 78 S 1072 349 ¥R oo B BEL  HERIA
IZ PRGBS 25Z £ N C WA Eh & al L2A%, Zho otk
OWHIZIE, PRGBSI EHENTELT, HEDL Z 5, il
@ PRGBS 1%, 1995 fEICEHN TR GBS N TH 5%,

1995 4F % 5 2008 4F (2 [ PN C B R 5 B S 7z 28 Bk
PRGBS (22T, Multi-locus sequence typing (MLST) fi#
WMEERLIE S, Sequence type (ST) 1 % &t Clonal
complex (CC) 1 F7/21x ST23 % & & CC23 12N, %
% 7 MRS R OMA 5 PRGBS 2B L T 2 & 28
B S92 7 - 72%, JFI2 ST458 L XN 5 ST1 @ single lo-
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#3. PRGBS IZBFB7NFuFxsu @tk ~27uas4 Fiftoss

PRGBS (n=19) PSGBS (n=38)

P value*

(PCG MIC, >0.12mg/L) (PCGMIC, <0.12 mg/L)
VAR 7a® VIR (i E 72139 MIC, >4 mg/L) 19 (100%) 7 (184%) <0.0001
Ty zxu~vA4 YUtk (i MIC, >1 mg/L) 9 (47.4%) 3 (79%) 0.0012

*Fisher's exact test % i\ THEMFNT 24T - 720 MIC i&, CLSI O HE - TR E LT Lz,

M&EE © CLSI, Clinical and Laboratory Standards Institute : MIC, minimum inhibitory concentration ; PCG, penicillin G : PRGBS, Group
B streptococci with reduced penicillin susceptibility ; PSGBS, penicillin-susceptible Group B streptococci

(Kimura K., et al. 2013. J. Antimicrob. Chemother. 68 : 539-542 X W 5 L, FHHEIUZE,)

cus variant 2%, 39% % 5%, PRGBS %, EMNOE#E O
W s AR S HEES N D Z L0572 %, ST4581%, #
NOOBKRLS XN ST OWREEND - 7275,
Fx oWE T, ENO SRS OGS RBR? S 58 S h
% GBS |2 ST458 "%\ & DHIRIIE SN b o 720 HFE
% T ST458 DRRIFIIAHTH %,

PRGBS &, M2 E2H M2 LLBLLT VO T A
Wt EZ, ENIZBWTL Y ERFIEGYEICH LT, X<
WSENDBT ¥ Y ¥ @ PRGBS (25§ 2 X E A0 3 % a)
L7-& 2%, PRGBSIX, 7y E¥¥ ) Y CRESND DIGE
WAL W E DR E Y, 2o Z &1, PRGBS ®—#
X, 7YEY) UTRESNLDICHEERIA 200, ZORIC
PBP2X 127 3 / BRi& % S5 L PRGBS L ZfLL T3 &
ERRIBELTWD,

PRGBS ® 9 &, HRGHES N2 7 F V% ¥ 2w BT
#iZ, PBP2X ®A 7% 59, PBPIA ICH 7 I/ MRl 2
L, 770 2KR) VRPFEED MICEAFEALTWLZ
LN, B ZEOERE D SHP SN TVBE?Y, o2 Eh
5, JF3%, PRGBS (&, PBP2X ®& 7% & 31l1o> PBPs 127 3
BB AT LI L EBRYVEL, X=FF5 75 LRFED
MIC iz ER X3 T T ERFHREIN, ZOBICER O
BINEROEN2D DR 5 EDfEHEN 5,

Tt DR=) AMREZVE B BEL O ERE O DR, v
THREDEIKE Td 5 Streptococcus uberis 7% PBP2X (2
QB54E EH#i %, v MR EMEERYYE % 5| X 23 Streptococ-
cus dysgalactiae subsp. equisimilis (SDSE) 7% PBP2X (2
Q555E i 2 MR L, TRZNROBE TRV ) VREZ
PR L 722 S ST 9%, B,
YRR AL U ERB OB E R T O MELDH B
B, A OWHEDFKEREDI I, AL VHEKETIIRZ Y
) VEREZERIEME T E S, ENO ABL VR T
=) MRIEREZHARITHBEH L T vk BEbh Y,

4-2. %EmE PRGBS

PRGBS i&, R=3¥ ) VIIMEZETH L DA% ST, [FH
BB I L - T, ~ 2054 FREME, 704
O¥ ) urREMLETH S 2 D% L, LRIMPEMERN 2 # -
TVBEZERHEHLNIIR S TWVEY(ESI), 7, Dk
%% F % PRGBS O BENHLHEEH b i ST 37,2012
£1 A2 S 2013 4E 7 HICENTHEES L7z 306 B> GBS @
I b, 45 Bk (14.7%) A3 PRGBS, =9 % % 31 #(31/45, 68.9%)
LA EE PRGBS Th 5 Z E S HE SN TWAY (M 2),

4-3. PRGBS ORHEKICOWVT

PRGBS I2x%) 4 %)= @ MIC fiiZ, 0251 pg/ml T

4 HARBRRBEYFRMEE Vol 29 No.4 2019

HY, CLSIOED B EMOT L —7 KA~ F=012 ug/ml
WEFE LT b7z, KREBZEBREEM 2 ETEAIRTY
% HEYSEAKZ PR CIE L < PRGBS & ¥ T & % H5EH]
ThHolzo Ao ABSER R ZHEEZ AW TR LAz L
25, #PEO PRGBS /=) VML A E SN S &
EFW O R572Y EOHK, AL, WEHOH— %
WRLZZZE) THAHD, PRGBS DM UFE L7209 H
WFFADHIH R Y AR S L Twie v,

PRGBS DM EHSHIZT 2 HEE LT, A ET1 A7
IRk E I LY ZoREL, fEIORMTH B 720,
% DEFMEZOMBEMAEZE TEMITEEEEZZ 5N, Ly
L7235, CLSISNED 727 L —2R,4 v igil, &4
PRELLBDTL =2 KL v i, ZORKEOHE
R AL EEE %2 5o

F72, 4%, PRGBS EIRFMEZER L7z, 1EKD2HH
H0H % GBS EIREEHIZ PRGBS (233 % MIC A v &
TFTTURMZAIET, K 100%, FrEEE 81.6% Ok
M CTPRGBS #0HECTE 5 X912k -7 T @ PRGBS i#
REEHIE, HRENL LI LD ENLETNLDS, Tl
NTELETRIIRMEZET L EBbNE, ZO0, T4
1, LTI N TS5 T PRGBS # #BIRTE 2wk
%2z, PRGBS IZ$ 57+ FTF 0 MICENEWT &
FRHHBL, HREATVWS, 74+ F3F V25675
Methicillin-resistant—Staphylococcus aureus (MRSA) #&iR
B8 PRGBS % J&BE 72.4%, FF5LE 084% THEINTEX 5 2
EEREMLY,

SR ORI % BiE 9 % Loom-mediated isothermal amplifi-
cation (LAMP) #:12 X % GBS OMEZEL WL ONERS
nNTBY, N TIEHRENTWLE D ML RY, PCR
%R LAMP %12 & % PRGBS oMz, KM S
TV,

Z A% PRGBS @9 %, WHIF IR % H 3 50555
SN TW5b, EINTHRESN/HRT, MEEREH Tl
HOGBS LR, NETrOREMED T T = — %N
L, ~H¥2LGBS B2V O=—%EKT 29, &
DORRIE, FEMZMITIC LD, EIMICHFS 35 eyl operon 2
» 5 CylK O 5 RIFC L D IRBEMPEE 2o Twd 2 L,
thiamin pyrophosphokinase (tpk) @ 276_277insG {2 &
Tpk DA RKBPERILTBY, Toloilan ==k
NI TWAL I ENPHLNE RS TWET, ZO/KIE, F 3
Il — PERFM T, @ESHINS GBSO a0 =—
LHEORELEDIO =2 BRT LIRS, ZOKROK
Wik, MEERFHOALR 53 3 2 L — MERFHIZY



GBS 12 817 % FH % 187
250
200
PRGBS 14.7% (45/306)
multi-drug resistant PRGBS 10.1% (31/306)
$ 150
z
o
2
E B multi-drug resistant PRGBS
_&E-‘ 100 202 m PRGBS
= PSGBS
=
50
19
0 4 -2
0.003 0.007 0.015 0.03 0.06 0.12 0.25
MICs of penicillin G [mg/L]
2. FEIRZHE GBS 123813 % PRGBS, Z#liitth: PRGBS O # 4
(Seki T., et al. 2015. J. Antimicrob. Chemother. 70 : 2725-2728. S5 L, FHHIWE)

# 4. PSGBS, CTBr PSGBS, and PRGBS ER7BERRICBIF A~ 27054 FR¥E, 7t ax s a v R/ Ik
HoHEE
[X 45 PSGBS CTBr PSGBS PRGBS
< a4 FRE TFax o Rt/ Ik 48/ (147%) 148k (51.9%) 18 %k (72.0%)
<2ruI4 FR¥E 70F0F ) arREONTRHIIEMN: 277 ¥k 13 Bk 7 Bk

Chi-square test 1 X 2 ftatf#Hr <id, P<0.0001,

it © PSGBS, penicillin susceptible group B Streptococcus ; CTB" PSGBS, penicillin susceptible group B Strep-
tococcus with reduced ceftibuten susceptibility ; PRGBS, group B streptococci with reduced penicillin susceptibil-

ity.

(Banno H et al. Eur J Clin Microbiol Infect Dis. 2018 : 37 (8)

BT ENEETH L, ZOIZ, FROMBEEY GBS

T T ® small colony variant D T3 0, Staphylococ-

cus aureus 7% EMEFECTHE SN TV L EFHERR
thymidine biosynthesis D & 135 7% 5, FHOEMEIC X
) small colony variant & 7 > TWAHBITH %,

4-4. GBS-RBS

NR=Y) O MICHAS CLSIDED 5 &M DT L — 7 K

4> +=012 ug/ml ##8% 5 H ®% PRGBS & IFA TS 2

R=Y ) O MICHPEEDOT L =2 KA ¥ N EBZ RV,
PBP 27 X /VBEHAESGL, thoR—¥F 527 5 LR3E (£
It 7 7axE) »R#) @ MIC flins EA- L 7= kkAassrik,
WHEENTWVWD, E7F7F ViifER=2 ) VEEBREEL
Y HERE (CTBPSGBS)® %t 7 + F 7 MUK Z WM 7 &
M, FNICEIND, Fxld, PBPICT I/ MRl % A
L, N—=%3527 % L%ED MIC ffia’ EH L7-#%, PRGBS
RENSOMZE IR LT, Group B Streptococcus with re-

1511-9. A2 5 FHH YA L TR

duced beta-lactam susceptibility (GBS-RBS) & IM-A Tw 5%,
CTB'PSGBS b Hc~ 7 u s 4 FREMME, 7vtox )
Oy REMERZ AL TWDE Z DL L, LRIMEEN DD 5
ZERWS DR STV A (£ 4),

4-5. GBS-RBS DEEKRE =

PRGBS &, ZN T TrilhE ORI S 5 S h
B2 EKREGT, FRUSMCE, R, BEY, BEK, JE
RO T 7T ER L5 SN TWv b, 2007 4240 5 2008
R T DB E 25 L7z 122 NOIFROEZ 7 75 5 458
SN/ 141 B GBS DA 513 PRGBS I3 S 7z 7o
f’ﬁi‘“’ 2014 4F 9 A2 5 2015 4F 9 H IS4, B0 9 Jiti 7%

W25 75 L7z 4530 NDILIR DO A T 7% 5 4B S 7z 477 ¥k
@ GBS ®Hi7 6, PRGBS TldZz\Wwas, €772 AKY V%
# ) MIC A5 > GBS-RBS 275 bkl S 7% (£ 5). =
NHH/KRIE, H—2rua—rTlEanEEZLNTWS, Ih
558X, OMBRY, PBPICT IV BEREZAETH

HABRB AW R HEE Vol 29 No.4 2019, 5
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#5. IElmAH oS 7z 5 Bk GBS-RBS @ MIC

% MIC (ug/ml)
PCG ABPC MPIPC CEZ CETB CzZX MEPM EM CLDM
P-071 006 012 05 025  128* 2 0.06 0.12 0.12
P-122 006 012 05 05 256* 4 0.03 2 0.12
P-139 003 006 05 05 256* 4 <0015 >128 0.25
P-319 003 012 05 0.12 64* 1 0.03 1 0.12
P-334 003 012 05 012  128* 1 0.06 05 0.12

&5E - GBS, group B Streptococcus : PCG, penicillin G ; ABPC, ampicillin : MPIPC, oxacillin :
CEZ, cefazolin : CETB, ceftibuten ; CZX, ceftizoxime ; MEPM, meropenem ; EM, erythro-

mycin ; CLDM, clindamycin

(Moroi H., et al. 2019. Emerg. Microbes Infect. 8 : 2-7. 2255 L, HFHALE)

# 6. R HE PRGBS & CTBr PSGBS D45 HE=e

i 20054E3 H25 200642 H 20124E 1 A5 201347 201348 A4 5 201548 A
PRGBS 10 #k/442 ¥ (2.3%) 45 Br/306 #k (14.7%) 25 MR/377 ¥k (6.6%)
CTBr PSGBS ANHI* 29 #k/306 ¥k (9.5%) 27 Bk/377 ¥R (72%)

PRGBS, Group B streptococci with reduced penicillin susceptibility (PCG MIC >0.25 pug/ml and CETB MIC
>128 ug/ml) : CTBr PSGBS, penicillin-susceptible group B Streptococcus with reduced ceftibuten suscepti-
bility (PCG MIC <0.12 ug/ml and CETB MIC >128 ug/ml) : PCG, penicillin G : CETB, ceftibuten

*FUFEClE, CETB @ MIC (illE L TWwWin,

(Banno H et al. Eur J Clin Microbiol Infect Dis. 2018 ; 37 (8) : 1511-9. & & A2 L THEK)

LEREREN, MR CRY O H ¥ GBS-RBS @4 $
BITH 5o

FrAEROMBLI D S5 SN D 2 & 2% v MLST 0 ST

123 % GBSRBS 1, ELHRGHESNTI 2d o7,
UL 2%ds 5 EBRMICSTI7 A2 S BINFEZFH LT
PRGBS # #5385 Z EDSHHETH A Z s, &
512, FEBE, BV =7 h 5 A R EY: GBS EYYE A
SorEEsh:, PBPICT I VBEWREZA L7, STI7T &t
CC17 \2J8 9 % GBS-RBS b #Hiti SN TWn3Y,

$ 72, EANOBIBIEEICBWT, 357 HICED, 73AD
S O BE A S 77 ¥ D PRGBS H35HE & M2z AT B3
WHEEINTBY, AFOREFHALETNTVREY,

[EIPN T EESR1E, 2005 4F 3 H 25 2006 4F 2 A 12 PRGBS
ASWEIR 7B GBS W od 2.3% (10 #k/442 #%), 201241 AH 5
2013 4E 7 A 12 PRGBS 2% 14.7% (45 ¥£/306 #k), CTB*PSGBS
2595% (29 #k/306 #%), 20134E8 H 2 5 201548 H 1
PRGBS 78 6.6% (25 #:/377 %), CTB*PSGBS 2% 7.2% (27
¥R/3TTHR) 725 T BT (F£6),

4-6. GBS-RBS O4¥8

Fxlx, PBPs DT I/ RiEIRD /Y — Ik 5T, GBS
RBS Z /0§ 2 ML RE L 727 (E T, £7, PBP2X
WCOART I BEHRIDDS5NS S D% Class I, PBP2X &
PBP1A 127 3/ BEWRAED 5N 5 b D% Class I, PBP2
X £ PBP2BIZT7 I VBB EDOSNL D D% Class 111,
PBP2X & PBP2A & PBPIA 27 3/ ES#O 5N 5 %;
D% Class IV &34 L, EHIZPBP2X 7 X/ ERIEHIC
405A %R B H D % Subclass a, QS557E # il 5 %)0)%:
Subclass b, V405A & Q557E i Jj % & % b D% Subclass
c, ZOM%E Subclass z EHH L7z, Gk, Moy — 2T
PBPs 127 3/ R A R0 S, Class V, VI & L, #r
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27 F—7 3 BERA PBP2X T 5L, Subclass
d e, ELTWLTPETHY, HREICENLSEHETDH
%o Gk, TOSMFEICLY, N—=%F5 75 ARFEOKAK K2
P TEDL LI RDIEPEEITNG,

5. ¥70OZ4FK, UXaA¥3IF, AMLT TSI B
[
*z7u74F, YryayIF, AMLTISFTIVBO

TERRE T, BEIEMEOY RV —2050SH72=>v hiC
wmaEL, YU sEAERTHETSIETHDL, GBSOV
7154 P, )RV — 2 oENEc 02t £ 7213
FAHPEHE ISR TE Do VRV — 2 DEEERA O ZA LD
G, 23S rRNA OZERR ) RV —< )L ¥ //\7'%0)74{3'%@
ichl), AFMUEEE I — F$ 5 erm Efs TS
% 23S rRNA DT TF=rEEO2F VI s30T 4
R PEASKER S TH B, ErmiE, ~27 a5 4 Pk, v~
a3 Hﬂé, AMVT NI T 3y Bt FKICNS L,
erm BIEF %R L 728k bW B MLS phenotype %779
X912y, HEMO constitutive MLS (cMLS) phenotype
DA L FERI O inducible  MLS (iMLS) phenotype ® 35
E5H b, GBS T, erm #fzT D55, erm (B), erm
(T), erm (TR) 7 EHHE SN TWEO7,

mef MIZFHEE, ~27uaF4 FHERY T2a—-FL, <
ruas A4 FEMBAMCHERL, 14 B3R, 15 HE~Z 7054

FRIEITEN LNV BB SIEE 2 ), mef @151 % ¥
P L7-/kIE, WbwWwD M phenotype & 7% 5, GBS 2051,
mef (A), mef (E), mef (I), mef (B) PREMZ &A%
HENTVEY, mef (E) &, msr (D) &3ITHFELET S
DL, 2ODOBBTEFMI LT, T AT AL
LTHWTWBEEZTVLIEEL VD,
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)

#£7. R=V) ALK GBS (PRGBS) &t u- 7 7 ¥ 2 RFEMIEZME GBS (GBS with reduced B-lactam susceptibility, GBS-RBS)
D, RV UEEEY 2828 (PBP) I2BFAT I JBEHRONY — Ik B0

77 A UV A PBP2X PBP2B PBP2A PBP1B PBPI1A I3
I Ia V405A — — — — B8, B502, B503, B514, B516, R1, R2, R5,
R6, R9, No. 18, MI19, MRY08-517, MRYO08-
528, MRY11-004, MRY11-005, NUBL-2449
Ib Q557E — — — — B6, B10, B12, B40, B60, B68, 3789-04, 6138-
03, 7507-03, 8607-03, R3, R4, M16
Ic V405A, Q557E — — — — B513, MRY08-527, Al, A2
1z Z DAl — — — — EZ,6MRY08—1422, One clinical isolate, GBS2007,
II ITa V405A — — — Yes
1Ib Q557E — — — Yes Bl
IIc V405A, Q557E — — — Yes
11z Other — — — Yes
IIT ITa V405A Yes — — —
IIIb Q557E Yes — — — R7, R8
1IIc V405A, Q557E Yes — — —
1IIz Other Yes — — —
v IVa V405A Yes — — Yes
IVb Q557E Yes — — Yes
IVe V405A, Q557E Yes — — Yes
1Vz Other Yes — — Yes Isolate2009

Yes' &, ZOPBPICHEELT I BERAIMAET LI LE2RT —

i,

13 PBP2X @ 10:SSNuos motif DI 12 VA0SA &I % A 5, “Q557E" 1%
Q557E" 13, PBP2X 12 V405A & Q557 B i A3 5. “ Ol " 1&, PBP2X (2 V405A K U8 Q557E {EH#id e\, FloEE L+

ENBT I BEREAET S, PBP2X A TR, PV ATRFF—E R AL v OFEHLEZTRIRT 5EF— 7 DL

ZOPBPIZHEELR T I BREIRAFAL L 2\ 2 & ZIRF, “V405A”

PBP2X 9 552KSGss1 motif D312 Q557E Bt 2 473 5, “V405A,

G573 BUN)

OF I MERAEREELT I VBERE AR T, PBP2X TO7 I/ B, B- 527 5 ARBMRZUEORYMNDAT v T EZ LML
W, PBP2X D F T Y ATRFF—ERAL Ly TOT I/ WiEHIE, $§_XCEELRT IV BEREEZ S,

i - PRGBS, group B streptococci with reduced penicillin susceptibility : PBP, penicillin-binding protein.
(Kimura K., et al. 2015. J. Antimicrob. Chemother. 70 : 1601-1603 2> 551 L, FHEILE)

Nucleotidyltransferase % 2 — K3 5% Inu #{x1 = 5L,
Y rad I FERFILT A2 ETY »yay 3 Nt (L phe-
notype) ZMHHL TV AKDIMEINTVEY,

6. U>aY3IN, APLTRITFIVA FLyOLF
1) 2

ANVFNZIIVA, TLyniaFY oD,
HIEMEO) R —2D50S % 72=y MIKHEL, &
WIEEREMNET LI L TH D, Isa BT 2HERL, )
YatIR, ANV IS TIIVA, FLvuaFY Ui
P (LSAP phenotype) %% L TV A MEINTWEY,
Isa 1% 7-1&, ATP-binding proteins # 2 — K L, ABC trans-
porter & LT, HFEAEZHM L THEEZFE5LTns LFH
ENTVE2S, oA BEHEEEARD N EnI LY
2B, ZOMEEREITEEICEMHE I Ty, GBS T
i, Isa (C) 2%xd L HEEsh, D\wTlsa (E) 258
ENB™Y, Isa (E) &, Inu (B) £V Y7352 E0%L,
GBS Pl #+ @ streptococei, enterococci, staphylococei 2> 5
bR EN TS,

7. 7Z)bA 0%/ 0O REMmE

TG uFx ) uryREORENGS T, GyrA, GyrBA 5
72 A DNA gyrase & ParC, ParE %5 7 % topoisomerase IV
Thbo ROMBEY 74 aFx ) a Vigtk GBS D)o

WF1E, 2003 412 Antimicrobial Agents and Chemotherapy
REICRR SN R A oML, IO 7 V—T0
WX T H DY T oOHEIT X D & GyrA @ quinolone
resistance-determining regions {2 S81 L, ParC ® S79F @
M7 I MBEREPESL, 70F0x ) oy Rk e %o
TWh, Z0%, EINELBLAA, TAUA®, 752 A™,
HBEY, REY, A7) 77, AFFY, TAEFORE
Mo 7 F X v L SREE GBS 23 HE S T 5,2010
E4 AH 5 2013 4E 3 HICHEPN O AR EYE GBS EYE D 5
S EEE T 443 KR TUE, 402% A GyrA & ParClC7 3 /&
BEA L7 VA as oy REMERTH L LRGSR
Tw3®, F7z, Hiako PRGBS &, K#5 Ok K 7
vAax oy REMETH 2, BNHEEHME 2 &7 F
LABEMH TR SN T WD qnr % qepA R ED T T X
I N7 VO R a Vi EEE T, ROMBIRY,
GBS 2> & ORI 72

8. FhIHAU U

ThIHA 7Y, VRV —=2D30SHT2=v M2
WAL, 73I/T7YVRNA ORGEZHEL, ¥ V82
HREHEST S, 7 b9 4 270 Viithix, R F 7210
VRV =L OREIZLDLTENE v, GBS T, VARV —
LDOREETTH tet (M), tet (0O) & EHHESNTNEY7,
GBS Tix, tet M) I2&2 T bIH¥ 42 ViittEDs% <,
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<7 u 54 FitE@EET2FABICRET 52 L% 0w e
LI Tnwa,

9. /O3 L7 x=a—)liitE

78757 2=2a—VHMEDY ARV —AD50SH T2
=y MIHAEL, ¥RV HEBHENET S, JuT AT
Za— UIHETEELDIDNIE, ruS A7 20— VT kT
VI VA7 x25—¥ (CAT) &b u0s 7 2=0—
VORI L 25D THbD, CAT 1L, type A & type B
WCRBIEHN, GBS TIE, type A BT S catQ 7= &5
ENTWBEY, catQ 1X, ~27 1 F 4 Fiitt@EEF mef (1)
L)Y LTwWARIERHD, 4bET, IQ module & FEA
TWAHIZEH b VB,

10. U772 E> U

V77 v¥T i, RNARY 25 —BIZMEHL, RNA &
WAHEST S ETHRREHEEZ B L TWb, RNAKY X
I —¥ RpoB IZERAELFLT, V77 v ELVihE o
TP T AN W ERSMEINTNDEY, FAUYDLOD
WETIE, M5O GBS ZMAI L2 2h, V77 EY
> ® MIC range 2* 0.125-2 pg/ml, MICs %% 0.5 ug/ml, MICy
A1 ug/ml & & 5%,

1. JUaANTF R

7)) aARTF FRIHEE, D-7 7 =2V-D-7 7 =V IH
AL, MBS ZHEST S L THEBIEEZRBIEL TV b,
TAY B, WNREYE GBS EHED S 40 S N, vanG
element A L7zNra~ A ¥ Viiftk BEEL v ERE A2
B, HiE S Tnwb¥, 20 vanG element &, Enterococcus
faecalis HETH B EEZ 5N TWBEY,

12. ZOMOMEEOEZ M

12-1. 7 3/ Ec¥Etk

73 B AROERER L, )R =2 AEL, F U
TEAMENET LI ETH D, —MHICGBSITHTET 3
J BB AR MIC i i ShTwb, 4 ORET
1%, 74 ¥k®D PRGBS K3 547~ ¥ <4 ¥ ¥ O MIC O 454
1% 32->256 pg/ml, MICs & 128 pg/ml, MICyid 256 png/ml,
80 kD~ =3 ¥ &M GBS (PSGBS) (2%F3 % MIC @4
Al 32-256 ug/ml, MICsx i 128 pg/ml, MICw iE 128 png/ml
THo 7Y FUMRSATEH OH LTV RI ¥ v b 74D
PRGBS 12 %f ¢ % MIC 45 4ii i3 64-256 ug/ml, MICsx i 128
ug/ml, MICyld 256 ug/ml, 80>~ = 3 1 ¥ &M GBS
(PSGBS) 123" % MIC D44 1d 64-512 pg/ml, MICx & 256
ng/ml, MICyld 256 pg/ml & FfETH - 725,

LLads, 73 7EERE X=5525 0%
BEH CHIERAMFTE B L SNTHBY, HERICBNT
WIfE, BEEDBED N LB, 7YY v EF V<A
oG EHERT DHRE O AET A, 72, PRGBS 12
LT, 73 EBHkE =552 % LREOPHDBHMT
HEDOBETD R INTVWBEY,

12-2. KRAKTAS >

FARTA T UL, MREERTF K70 0 v O % HE

8 HARBRMAEYF ML Vol 29 No. 4 2019.

T5HZ L THRWMEELZ L T b, Etest IZX A% T,
Streptococcus agalactiae ATCC13813 16§ A HR AR~ A
Y@ MIC 2%, 64 pg/ml & OHERDH LY, KLY 06D
WG TSRO GBS ZMaf L7z& 2 A, RAKXTA VD
MIC range 7 1-=64 ug/ml, MICs 2% 16 pg/ml, MICw 2=
64 ug/ml & & %%,

123. 72U

7Y U, HERRET EF-GOU RV — L5 5 Off
BRI ZET, NV EOEREMET L EEZHNT
Who AF V) VARG T MY ERE (MRSA) ISHUATETE
ERTBEAEDRDHY, HHINTVD, FALY»50HE T,
145 ¥ GBS Wt L7z 2 A, 7YY VO MIC range
25 8-32 pg/ml, MICs5 %% 16 pg/ml, MICy 2% 16 pg/ml & &
5%,

12-4. ST A&l

ST &#1E, EMREWZMHET L2 & THRIEEZ S L
TWwdo KA YHLOMETIE, 145 %o GBS % Mat L 72
L Z A, cotrimoxazole ® MIC range %5=64/1216 pg/ml,
MICs 25=64/1216 pg/ml, MICy23=64/1216 ug/ml & & %%,

12-5. LEOY >

A¥ oY g, isoleucyltRNA  synthetase (23314
& L, isoleucytRNA JE Z [ L, RNA, HHASGK % M
#42%, Streptococcus agalactiae 9579 J2 OF 2866 (%9 5
2¥u Ty o MICIE, 05ug/ml &#HREHH 5%,

126. XXTURFL/ENTATIVRF>

FRXTVAF L/ FNTHT)AFLIE, 22D LT
NI VRVAEMEORAEW TH S, TOMEHEFE, ¥
YT EERNETH B ARL UHLOMEIZE D E 98
WD GBS DX R T ) AF v/ VT + 7Y AF ¥ MIC D4
A7 120251 pg/ml, MICs & 05 pg/ml, MICy i 05 pg/ml
THB", A 20 OREEG AR GBS Y i Ktk o
WMETIE, 296 RO GBS DOF X TYVAF L/ FNT + T 1) R
F ¥ MIC ®43Ai1d 0.19-1.5 ug/ml, MICs & 0.5 pg/ml, MICy
13075 ug/ml TH 5HYo AL Vb, 53/FOLY A0~
AV VEEGBSOF X T ) AF /TN T T ) AF v
MIC @ 434 1% 05-1 pg/ml, MICx i3 05 ug/ml, MICw i 05
pug/ml, 48O 203 A Y Vg GBS ®DF X 7Y A5
Y/FIVT x 7)) ATF v MIC D434 1E 05 pg/ml, MICy i
05 ug/ml, MICw!& 05 pg/ml & OFHREDDH 5%, 4+ OB
AT, TABRO PRGBS IZH T2 F X T Y AF /T N7+
7)) AF ¥ ® MIC D434 1% 0.06-1 pg/ml, MICs (% 0.25 ng/
ml, MICw 1% 0.5 pg/ml, 80 kD=1 ¥ &% GBS (PSGBS)
W& 3 % MIC @ 4345 1 0.06-1 ug/ml, MICs i 0.25 ug/ml,
MICy 1% 0.5 pg/ml TH - 72%

12-7. &7 bw142 >

7 h<A UL, BIRYRRTF FRERETH D, M
WORIIER L, PUANEEZ B L TwbLEZ LN TV,
HFThOOWET, 269D GBS IZHTEHF T~ A ¥
¥ ® MIC @ 4 #i 13=0.03-05 ug/ml, MICs % 0.25 pg/ml,
MICw i 025 ng/ml & & %%, & 2 O B it T, 74%k @
PRGBS 23557 b~ 4 ¥ > ® MIC D44il% 0251 pg/
ml, MICs it 05 ug/ml, MICwiZ 1 pg/ml, 80 ¥k @ PSGBS
W23 5 MIC ® 4 A 13 0252 pg/ml, MICy (% 1 pg/ml,
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MICwid 1 pg/ml Tdh -7z, PSGBS DT 1 ¥kDA & 7 b
XA Y MIC A2 pg/ml OB S, BEOTL -~
FA Y bx Bl TWwd, ZORIZDOWTI, SHOMAR
JENT DL TH %o

12-8. URJUFK

VAV R, AFHVY Y CREEMEETHY, )
RV —=AD50SH 7=y MIKAL, 70S HBEAROE
WAEARET LI EICLY, ¥R EEREREL, PIHEG
MERIELTCVWDEEEZLNTVWE, AL U925, 53K
ox)Au<4 Y YEEGBS @Y AV K MIC O 45456 1 2
pug/ml, MICslZ 2 ug/ml, MICwiZ 2 ug/ml, 48 ¥k 1) A

a< 4 ¥Vt GBS @V &V K MIC @404 13 1-2 ng/ml,

MICxid 2 pg/ml, MICwid 2 pg/ml & OHEHH 5%, HF
5 B O T, 269 #D GBS 1232 Y 2V Ko MIC
D 53 Ai 1 0252 pg/ml, MICyid 1 pg/ml, MICy & 2 ug/ml
EHDHY, Fax OMETIX, 74D PRGBS IZX§ 51D &
) ¥ MIC ®434i 1 052 pg/ml, MICsid 2 pg/ml, MICy
1 2 pg/ml, 80 Bk PSGBS 12355 % MIC D431 052 g/
ml, MICstd 2 ug/ml, MICy!& 2 ug/mlTdh Y, EKko 7
L—2 KAV MEBZHBRITAD NG o725,

129. F5¥94 70>

FrHEAL )L, TV HA 2 ) CRIEETH Y,
§ N HAWMEIC L DB E L T b, AN
UHhHDOMEICL D L RO GBS DF A 7 1) v MIC
D534 0.03-0.25 ug/ml, MICs iZ 0.06 pg/ml, MICy i 0.12
ug/ml TH 5", HF 25 OHRETIE, 269 kD GBS 1Zxf
T5F 7 A7) 2 MIC © 54 1£=0.015-1 ug/ml, MICs
1% 0.06 pg/ml, MICy % 0.06 ug/ml & & %

13. #&H I

CHETBEL EREIE, —BRICE - ERIETHDP
S0 NRBIEMTH o 72720, BEL Y ERE O A
P, FRIBEREZHETIEIR» 725N, #
—BPEDB T 7 ¥ ARBIKBRZIETH Y, »OL AN
PR % 45 5 GBSRBS MBI L TE 722 L1k, K& 4R
WOEALZR LT WD, FHIZGBSRBS 1X, HAMN L 5 & 3
HEESEVEE Z BN, WKk2S GBS-RBS 1239 5 xR
HA RS A Y E2ERT HH1C, HATHEC GBS-RBS 2B
THMAEZERL, ko) & 2529, ZoxtkzMAR
ZRLTWAKLEDSH L EEZOND, FFITGBSIE, /%
NSRS A I RE R SRR 55 S L S S
& 912, GBSRBS 30 MES N THMMEEE L SN DA
BV, —EITIEBER A2 & GBS-RBS 2375 S T
W5, GBS IZ, BEMEEIEDEKFETH Y, B %% ]
SR L2, MEEOBEA~OMMBITN 2 Z 8T 508
D Do F#IC GBS-RBS Al s 7] &g = L7zBRCiE, #
DOR—=% 57 % KFHIED MIC il & B~ OIS %

LR, VIHERERZEET 5LEN DL EEROND, T2,

GBS HA%S, EHEERIEDHRNE THH I E O HET
LUVENH B,
KBHTHOWS 2% X 912, GBSRBS # & &£ 501 B

BEL U9 BRI, ZAIERRIBE R Z AT > & box s

¥ =% 07T AERROLHIMER IR, HEDLZ A,

F72, MWIEROBIEDSHE TR Tnbe L LEDS,
PUHEERRICIE S, = HEORME 205 205, TOM
2 GBS OFHIMEALAE Sic#aE Z LI HIcE2 o, &
Mo 7T AR T 2 FBPIRSE ORI b DT Z
EDPBETHH EBDNS,

BE AR EORR T 5 2 TL 28 o 72 AARERME
WESMEEOMEZROLATNEH 2 LE T, Bk, <
=) RIEZMEBEEL Bk (PRGBS) DIEAL & HEE
X722 L 2 HBRIC, BREL U BRE 2 Hu B %3k, A
Y7 NVE YR, ABEL UHERE, Klebsiella oxytoca %®
© MR T L 33 0T 2 SEFI PR AR O fR B, SR v o
FORSE, HTEELREEREELTE VD F Lz, ARIHT
3, Fhoono b, BEL UYEEICET 2 It 4
TW7Z2EF Lz, TSR, iR L w7z g
SEWFZEFTNE 25 =3 GRNEBRHE, SIUEEHBE) KO
HETH ) F 3 4R KFEREBER R FER 5095 B
WY CENERENR) CTEBLZDOTHY), WEEoH
BI2Z, Sy, CHIEREFAIEEREHLTEY T,
FICHHME L SO A4 EERZEOZEOT T, HH#EZ,
ge e £ L, KE2 R TNk, £LoRERE, B¥
HAICKH L 9,
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Drug resistance of group B Streptococus (Streptococcus agalactiae)
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Group B Streptococcus, GBS, Streptococcus agalactiae, is the leading cause of neonatal sepsis and meningitis. Moreover, it
can cause invasive diseases against non-pregnant adults, especially the elderly and diabetes patients et al. Because all clinical
isolates of GBS were uniformly susceptible to beta-lactams, the first-line agents of prevention and treatment against GBS in-
fections are beta-lactams. Recently, from many countries including Japan, group B Streptococcus with reduced beta-lactam
susceptibility, GBS-RBS, which harbor altered penicillin-binding proteins, PBPs, the target molecules of beta-lactams, were re-
ported. GBS-RBS, especially group B Streptococcus with reduced penicillin susceptibility, PRGBS, which are non-susceptible
to the first-line agent, penicillin, are also resistant both to macrolides and fluoroginolones and show the tendency of multi-
drug resistance. In this review, I describe the drug resistance of GBS with a focus on beta-lactam non-susceptibility and drug
susceptibilities to other drugs including relatively new drugs.
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