5540 555 10 BN RN === FGERAS B )
20204F 10 H Journal of Nanjing Medical University (Natural Sciences ) +1529-

VR -
ICU ¥ X i hix 5 B I 2E i ¢ 52 B8 1A B RO 25 5% [B) IR I 4 m 50 4

FHEE AR FEL’ REELE OBS
I R R A — [ R A IR, e R TR I8PH 47100357 db iR N RIERBRIERL, Lt 100044

[ ZE] B89 ICU K b & 500 28 & }'E%E'fﬁ%(carbapenem-resislanl Klebsiella pneumoniae , CRKP) [T 245 IR 0
[T . 73 ORI e Rl R 28 — B B2 B 2018 4F 3—9 T ili 4 i B8 1A T I PR AT B Pk 171 Bk o 0 Bh OB AR T L B K
A I] B (MALDI-TOF MS) HEA 7 B R X A2 , B BRI i A A B R 25 ) e/ N B R BE (minimum inhibitory concen-
tration, MIC) B , 2037 25 £ 4143 0 (MLST) 4T [RI U5 52 , mCIM FH eCIM S2I8 34155 75 25475 AT 075 , - P9 POk P 1 I T3 JE B4
UL PEFT PCR Y S5, 4558 - B dhAh 1 CRKP 68 4% (39.8%,68/171) , ol ICU MR IX 46 £k (67.6%,46/68) . 46k CRKP
X KA BERTZE (3 IR R 2RI ER ORI R T 252553318 0.0.4.3% 41.7% ; MRAE L B 15 R R R LSk fadth
B AR SR EI R RN R MICw>128593.5%(43/46) CRKP K ST11 % ; 60.9% (28/46 ) Y4 [ I 175 43 751 Ky K47, 23.9%
(11/46) 29 K64 ;46 (100% ) ARF45HF blarc blasm Al blamy , 40 £ (86.96% ) #7417 blacrew, 6 £ (13.04% ) #E7H blapno 518 1 L BEWAT
T ICUKIX A CRKP AR LL ST B0 3, K LB MR [R5 blaces blasuy blawe T blacewo 2T i 24572 B 5 , el
N TR ICU G IX A CRKP A4 n)

[RIR] e ldr 0L MRS B 280 R ve T B s 200U 5 73 B 5 S/ N TRV B

[FEHEKS] R378.2 [XEFRER] A [EHS] 1007-4368(2020)10-1529-05
doi: 10.7655/NYDXBNS20201023
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[Abstract] Objective: This study aims to analyze susceptibility and homology of clinically isolated carbapenem-resistant Klebsiella
pneumoniae (CRKP) from ICU ward. Methods: A total of 171 independent CRKP isolates were collected between March 2018 and
September 2018 from the First Affiliated Hospital of Henan University of Science and Technology. The isolates were identified by
MALDI-TOF MS, characterized by agar dilution, microdilution methods and multilocus sequence typing (MLST). Carbapenemase
phenotype was confirmed by mCIM and eCIM test. B-lactamases and serotype were detected by polymerase chain reaction and DNA
sequencing. Results: There were 68 (39.8% ,68/171) CRKP isolates in the hospital and 46 (67.6% ,46/68 )isolates of CRKP in ICU.
The resistant rate of the 46 isolates to ceftazidime/avibactam, tigecycline, colistin, and minocycline were 0,0,4.3% , and 41.7%. MICs,
of meropenem, imipenem, ceftazidime, chloramphenicol, fosfomycin, and aztreonam were over 128. Sequence type (ST) 11 (43/46,
93.5% ) were predominant. K47 (60.9% , 28/46) was the most common serotype, followed by K64 (23.9% , 11/46). The isolates all
harbored B-lactamases of blaec., blasiy, and blamy, and harbored blacr.w (40/46,86.96% ) , blapu, (6/46,13.04% ). Conclusion : Most
CRKP in ICU are ST11, which co-carried blagec.», blasuv, blawy, and blacx-uv. All isolates showed serious antimicrobial resistance.
Nosocomial infection control may be should focus on preventing CRKP transfer in ICU.
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Table1 The distribution of CRKP by clinical setting
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Table 3 Carbapenemase genes identified in 46 strains of CRKP (n(%)]
) TR B- PR ER 2%

RS KPC-2 NDM CTX-M TEM-1 SHV-11 DHA-1
IR RFICU (n=14) 14(100.0) 0 11(78.6) 14(100.0) 14(100.0) 3(21.4)
HNEHICU(n=17) 17(100.0) 0 17(100.0) 17(100.0) 17(100.0) 0
2121CU(n=8) 8(100.0) 0 6(75.0) 8(100.0) 8(100.0) 2(25.0)
MZENRFICU (n=4) 4(100.0) 0 3(75.0) 4(100.0) 4(100.0) 1(25.0)
DAMBHICU (n=3) 3(100.0) 0 3(100.0) 3(100.0) 3(100.0) 0
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Table 4 Distribution of MLST and serotype in 46 strains of CRKP [n(%)]
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