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The growing number of macrolide-resistant strains of Streptococcus pyogenes (S.
pyogenes) is an increasing problem in upper respiratory tract infectious diseases.
This study evaluated minimal inhibitory concentrations (MICs) of erythromycin
(EM) and azithromycin (AZM) and expression of three macrolide resistance genes,
mefA, ermB and ermTR among the 300 strians of S. pyogenes isolated from the
upper respiratory tract. The genetic relationships among the EM-resistant strains
were also analyzed by pulsed-field gel electrophoresis (PFGE). Twenty-nine (9.7%)
EM-resistant S. pyogenes were identified among the 300 strains. Twenty-two iso-
lates (7.3 %) expressed the mefA gene, 2 isolates (0.1%) ermB gene and 5 isolates
ermTR gene, respectively. The strains possessing ermB gene were highly resistant
to EM (MIC>100 ¢ g/ml). Restriction fragment polymorphism analyzed by PFGE
by Apal digestions showed several clones among the mefA-positive S. pyogenes.
Our findings suggest that the mefA gene is the predominant mechanism for
macrolide resistance among S. pyogenes isolated form upper respiratory tract.
Physicians need to take into consideration the macrolide resistance of some strains
of S. pyogenes.
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Polymerase chain reaction # (PCR #)
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(primer ERM-B1: 5'- CGA GTG AAA AAG
TAC TCA ACC -3, primer ERM-B2: 5'- GGC
GTG TTT CAT TGC TTG ATG -3, ermTR
BT (primer ERM-TR1: 5- GCA TGA
CAT AAA CCT TCA -3, primer ERM-TR-2:
5- AGG TTA TAA TGA AAC AGA -3),
mefA BIZF (primer MEF-A1: 5'- AGT ATC
ATT AAT CAC TAG TGC -3, primer MEF-
Al: 5- TTC TTC TGG TAC TAA AAG TGG
3D O AT - P, PCR RIGEHRIZ,
WA (1eD, 10mM INTPREH Qub,
Taq DNA polymerase (0.25 1), 10XPCR
W (2541, 2mM MgClh (1uD, Q-
solution (Qiagen, Germany) (5.0« 1),
primer (0.5¢1) &U7. PCR K&, 95°C,
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7 NVDRIBEFT - 1z,

PFGE i&IC & 2 BIzFZ R DK

<7074 FiMERIZFRBKICONTE,
PFGE ic X 2 Bz 2 BRI 2B 5 -
fe?,. b B, TENEHK (10mM Tris-HCL
pH 7.6, 10mM EDTA pH 8.0; 1M NaCl) i
THIB IR & R U 7288, 1.6% D AKIR Fs i



HAHARGRHRIUEN AR #2028 HBl5

7 A v — X (BioWhitaker Molecular
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cholate, 0.5% N-lauroylsarcosine, 50 ¢ g/ml
ribonuclease A, 1mg/ml lysozyme) T 37°C
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EDTA pH 8.0, 1% N-lauroylsarcosine,
0.5mg/ml proteinase K) 12T 55CIZT 2 H
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Rockland ME, USA) 2 TEKIKEI 1T - 7.
kB & M, TB|IE 6v/em, /%)L A
5.3~34.9 D5MT 20 Rl & U7, WA LU 72
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N7z DNA N R8Ny — v Hig L7z,
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S. pyogenes & DEEF|REZ M
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1329tk (9.7%) MEHiEhiz. 2O EM ik
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PCRIEICL D7V 054 FitEEETFOEE
</ v 74 FiftEEZE 7, 298 (9.7%)
O EM itk O X Tickib &k, ermBi#
ZFi 24k (0.1%) 12, ermTR &IT13 54
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Fig. 1 Susceptibility to EM and expression of
macrolide resistant genes
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Fig. 2 Susceptivility to AZM and expression of
macrolide resistant gene
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Fig. 3 Molecular characteristics of macrolide
resistant strains by PFGE
M: molecular marker, 1-29: S. pyogenes
isolates, a-h: same strains

WERLUI., —J ermB¥RRIZ, T XTEELZE
e EZR U (Fig. 3).
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