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ARA,

I BN WL M i (extended-spectrum B-lactamases, ES-
BLs) J2& 45 2% JF M D0 7 20T 3% 0N IO e 28 e A i 2 de R
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1.2.3 LA R . EAEE 3 =2 B VAT 14 4 25 s ESBLs 94
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W92 M i H ESBLs M P R F A28 A B E W Z .
ESBLs {3 A 8 & %4 $f TEM,CTX-M,SHV.,OXA K& H it
KA MRYE A E 2 R AEHF 5. TEM.SHV . CTX-M B it 4 %
W, WTZETE W LL CTX-M % ESBLs & Jy# W, LR #t A
CTX-M % ESBLs {43 F W AT i 2 45 #4 D 58 L A il 07 % AR
I7 5 1 43 BT L 25 0 R A
1 CTX-M & ESBLs BI5 FRITHRFBR
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WENS = K BTG PR BA . TERZ G A LREERSE BT
77 CTX-M 24 ESBLs Y B Ak » o S U L WO F L 988k 22 0L
FHAT K AR AR i iy CTX-M 2 ESBLs £/ 110 Fh
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FE B 2 55 A I R Y 2 L 80 BV B I L S R T S T A R
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S, B A M) S AR RE . CTX-M B ESBLs Y #8)
TG R N R JUAS O S R AR 25 T T A R AE . H TR
CTX-M #4 ESBLs & 3t 2 )7 4 iy [al I8t , "4 H 43 5 A1
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Fi1-39,

2.2 SrFHEMEHm AN KR CTX-M A ESBLs [6 H fih
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SLAITH R M E B MR S, T CTX-M B WA K
53 G TR W) TBUA 3B A0z 2 2 T 1 o s B AT L I R
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Mo A R . X CTM-X #15 SHV . TEM %! ESBLs (¢ 3
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