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EZ 1 F

Wt 22 T 24 5 2 PR Ak A (O 0 2 AN AT T Al 28 5 7 1 7 R K M 1 A0 T 45D B E B, N SR IEAE Tl o 0K HL H 28
LI A ER Y . 2 R 3 B A ECRE F) /2 10T 2 I 25 M I e — R4, ZRBERE —MEHE T
DU AR, BERRIA 322 AR B (AR . R, 5 22 46 1 3 I PR FH (14 H 2 49 2 , 43 5% 25 360 11 T 247 3 =2 A 1 1R 119
MBS . 2 7 R 25 W) 2 28 @ 5 i 2 B (lipopolysaccharid, LPS) FE M 88 58 42 1€ A 2 ¥ . LPS
FE 2 2 IR R ) 2 0 R T, LPS B O3 T RES A DR K3 0 0% o VB AT DA D9 A I 245 P 2 o 7 A S
PR AT FE R ) BRI, S0 245 K 5% BRI SR AR W A5 i 245 T 3 UL 5 UK T 5 5, AT AR R A o
Wi o RIS TR PR AE DR A 24 V1 ) R , 38 R4tk R 2 g 38 o 2 3 S50 28 BRTRR B )i A% A, AT 36 A K D

it 25 PRI . F TS5 TR B, 5 BT A B, 22 3 TR R T 2 TR A S i R ) RS R & . O T T 2 T
= BRI 2 ) A Joe T F VYA 2 90 22 286 T 3R T 245 4k ) T TOU0 It » 098 22 285 T 3K T 243 R Ak 5 AU T ok 2 1) PR X 2
& AR AR SO e 5 88 3R 22 T 2R T AL 0] 00 2 AN AT 1 i 28 v T B AT K M SR A 1 5 0 I R PR S
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PNR R

JITi 58 5o 7R A B

1.5l AP BRI 8 RS B8 B Lo 3K = A B B

£ &t 24 (multi-drug resistant, MDR) 41 [ 5] i )
TRYARMEIRYT T HAE S PR rh AR5 BOR B W 2 |1
XoF i 245 B () SR R AR AR A L PR R B, R LR ORTE
AR L BAVE B[], BT U 259 i A A
R, 22 H 24 5 =2 B AR I R B A H ER AN
F, CHOAE NRERERE KB . R4 T E SR 245
W (China antimicrobial surveillance network, CHINET)
2018 LI [2], £ 30% FY Il PR 73 85 kO 2 2 BH P T
70% NEZFAMER . EZMEE DRIIRA B iR e R
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BN 2BURE, WO RRIEG. FARFTALRGY ., ik
e B IMUE AMOMAESE . HAT, IR 7 B HIX = b 2
2B T YU 25 25 5% 2 ETHE . hEEY
% 4 i W BfF T (Chinese Meropenem Surveillance Study,
CMSS) [3] FIHES MR, M 20104 F] 2018 4, k75
S e RSN B (carbapenem-resistant E. coli,
CREC) HIAG H #8 M 0.5% 19 2 3.5%, B 75 55 M ST 24 il
% 5B AT (carbapenem-resistant K. pneumoniae, CRKP)
Fi T B 5 S 24 61 2 A B AT B (carbapenem-resistant A.
baumannii, CRAB) [P H 3 i 2 i) [|) 1 4 7% 52 25 38
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3 M 7.6% B8 A 21.2%, M 64.6% HE % 69.3%. CREC.
CRKP 1 CRAB # 1t 7t A= 4L 4351y i B (5 SRR, &
TR B R (4]

% H iR 24 4 =5 [ 1 B PRI IR AT RE B R 2 W sk =
fRAFIG R = A B AS A — Rl 2P R — 2 R
o XFPPUAEFAE 20 4] 70 SRR NS SR & F
My, (HEEROL P2 AEAERMERER. Z8HE
FRIRIT 2 EM A R B R e — B . 1Eid
LTS, 2R RIEAII K 2 5% Hif 244 22 ]
PR B AT BRI PUR e . — T4 BRPT 24 4 W i il
(SENTRY Antimicrobial Surveillance Program) i i& 7% ,
2006—2009 4, 2= [ B 22 R B R I 25 PEAUIK[5] -
SRR 2 30 W R AR IR E B, 2 2 pE =i 25 14
PRAE tH 2% [ IR E Bk 2 [6-7]. X T CRKP, £
RN 25 R A5 B KR ik 43% (2013—2014 4E) [8].
PO HEF N 22.8% (2010—2012 ) [9]. v B N 21.7%
(2010—2013) [10]. FUZEPime 2414 s %) (EARS-Net)
SR, 17BN E 5 1) CRAB [ 5 22 B B & i 265 Rl it
5%, F A i A OK R ) CRAB £ 3 B 2 i 25 5688 ik
80% [11]. J&& TR IE 1 K W 35 4 B 2 36 81 3R i 24 2 A
i, AB BHIRE AR o 43 B IR K W 3 45 T8 mer-1 B2 DR (145
AR R RO K [12]: 2009 4 N 5.2%, 2014 4F R 30%.
W LN S AR GG 2, K 2 R I 2 AR 2 N
ESIPNE B35 TN P IS N

Z R R ZHLH MR e AE R, (A 5Tl
T O . 2 B0 R 24110 25 ZEA LA 2 il i 7R AR T A
TN BHE 72 [ k21 i £ 8 (lipopolysaccharid, LPS) o
Yl 22 3 T R 24 10 L R T G iRk BB RE . LPS MY
B BAME B AP Couter membrane, OM) 1 2H B i 77 »
W REEMTFH T, o LESIIE N SR )% )
Mi[13]e PEE, FECLPSAZIM ) SR [F] B 1 m) 58 15 41
(A3 VEANEE F) o T8 AR AR RIS A SR A8 R i 24 T A%
O, AR, O0T 2 R 2N 24 1 3R A9 00 3 2 B P
&R RNEE )RR R D o Bl 2 R BRI 2 2 )
Bt — PR, ALER P T AR 2L 55 )
ENAEZ I E IR R . ASCLRIR T 2 5 R 2Lt
PR F B S L BAPER (B2 ARZAT R il o B 11 B
RKIHRAED HISem, PRI T RE R 2878 54 B R 3 B
PERCAS FNEE J) BRI REIA o

2. ZMERMARBRBENIRAKER

X EL I 2 2 A A R, SR AR B0

e AP . Rk, 28R RN 2512 Va7 ek
TG P PELAG o BTN — K £ I e R AT 1) Bl PR A 7
RI, T BRI 25 K AT R B (carbapenem-resistant
Enterobacteriaceae, CRE) — H Il L &hiE R i1k, &
FEARKIGIKES R [14]. 5 2 &5 & BUK CRAB 41
b, Y2 7 i 25 CRAB 418 % 1 30 RALT-F W &
(50%) FEREM P E A G M A, &gk R R T
1. Qureshi SF[15]H AL, ££ 20 {2 i 14 & ¥ ) CRAB
BPI BT, 30 RINEREIETI RN 30%. if 2R H =
[) CRE #1 CRAB 1) H B 45 Il R 3 B 1 BRI ) A, A
SV A A R PUA 2 RIGIT B 2 BB T 2 ]
#eo Qureshi ZE[15]1045 H, ITIAMZFE KRG LELH
B R 2517 R — AN EERE R R, BOAE 206 2 5
P 3R M 245 CRAB R L B3 v, B 19 S It 2 3 e
s BARAUHZHEEEROMSAN CnRE. IT7
L 2T UG IRTT), (HRREHIA R KA L
AR R BB JEART 2P R R . DRI, NEMZRE R
HIIEREZR 257750, 20194F, 6 MEPRFAARHALRIE T 25
R SRR B[ 16]. X Se R R Rt T T
ZRWERAYIEE. FE. PARITEIEEIT LTS
DiReA 4 B Re R4 2577 RN VR L . IR B4
M2 R AR, BR2/ERmAErnr~ . 2%
PR AN T o e R CRE #5717 38 1) 25 i€ M [ 1 7] 80 H T 1B
PEZYNIRTT IR BV T AL TE 13 [18]

3. ZMERNIFANG

ERE IR T, OM 2 —MrBE MRy Bife, W]
DAHRARI AN ity L4E &FHT R 257[19-20]. 2R &
R EES LPS IR AR A 455211, UK OM 45
MADIRE . BARK - FHLE . 2R FEE 5ER A
W oy- AR T ER A A6 A BLAE F SEELS LPS 145
G AT AR LPS Hr [ AN BH B - Ca® F Mg™ [19,22]5
SRIG, 2RO T FLmn K S i I A\ T 22 0 R Tk
B, BEANWIE (inner membrane, IM) /NAF[23-25],
IR E R SR Th e, SFEEMR N EYttEE, &5
TP SET[26].

55 22 BB 2R 0T I VAR DG IR 573 — AT 24 P i B
HH O b T O I B I 2R ORI i R PR S A% R (nicotin-
amide adenine dinucleotide, NADH) - & 4L ik JF ] [27].
JUTRE SR B, 2 BB 2 AT DL #0 ) it 2 AN AT . il
28 70 B A BE AR g 1 A 1 1 11 2 NADH- B 8 A6 I8 T I 1)
WEPE, DL EE AR ) 7 A ) 4 B PRI [28-301]
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4.1, G RFITORL b R A 510 LPS A& 1

CAAES S A ZAF R il 58 v T A B A K R A5 i
RINZ B Z IR 25, FE R B A SR in i
2 2./ f%  (phosphoethanolamine, pEtN) A1 (m() 4-% J&-
4- it % -L- B $% 19 #¥  (4-amino-4-deoxy-L-arabinose, L-
AradN) B FHRFEM 7 LPS. LPS K& 3= 2 i PmrA/
PmrB Al PhoP/PhoQ X ZH i & 4t ¥ 4% . H AR ML H| n ~
(B 1): pEN {4 B S ks pEIN 7 N 2 LPS _E 2 i pmrCAB
BT 30, 1M L-AradN [ & B L-AradN i 0 #)
LPS /& H pmrHFIJKLM N FN-F K. 7E PmrA/PmrB X{
ARG, PmrB 2 AT IM A ) — Rl B AR Ak B
o] DL R AL PmrdA (PmrA & PmrB [ —F s B E 1 7D
[31-32]. WERAL I PmrA 254 2 pmrCAB F pmrHFIJKLM
BT 103 B 7 XAk S S AR5, A RPHE T
5L [4] pEtN AT L-Arad4N, 28 J5 ¥4 pEtN M1 L-AradN 750 21 I5
J5i A F1[32-33],

Jig T A B AL 22 A AT BLIE R 5y — A AR R 4t

Sensitive bacterium

lillNHlllllHHlllOIIIHHIHHHHM

Resistant bacterium via LPS modification

3

PhoP/PhoQ # 17 15[34-36]. 5 PmrA/PmrB —#f, 17T
IM H (1) 4% J5 4% s 0 2 I8 18 PhoQ 7] AT iR L PhoP  (PhoP
J& PhoQ 1 — Fi s BLIR 15 K1) [34-35]. W2 1K 11 PhoP
AT DLELE4E & S pmrHFIJKLM B0 T 186 5%, B A F
L-AradN ¥ J #] LPS H1[32]. PhoP/PhoQ {5 5 i i th 7] LA
I PmrA/PmrB 15 53 #% H 1 5 KR A A B
AR, BERRAL I PhoP i ] LA PmrD 342 85 A 2 3H0E
PmrA/PmrB WA R4, IRY PmrA G T L8R IL[37].

7E il % 50 %5 H B T, PmrA/PmrB #1 PhoP/PhoQ X{ 21
93 R4 A H CrrA/CreB WAy 2 S0 [38]18 mgrB [39-44]id
— B, CrrA/CrrB A FI T RE M A B & B . CrrB 2k
I AR 3 pmrHFIJKLM R pmrCAB ¥ 9\ T 1 22 ik [38].
MgrB & — /)N () 5 I 5% 14 [45],  7E PhoP/PhoQ XL 4143 &
G AR R AR RBEVE o mgrB BEIKITE PhoP W IR
g FiR . EIR B MerB & E 06 phoQ (3R IE, T EUHE
&1k PhoP H9 /0 [45]. mgrB R IE(E3E PhoP & A 13t FE
Fik, FEGEIKFHINER AEM.

Br T b gtk B KA . mer i —ANH R BLAEE T
AFFRL BRI, 52 R EM AR . ZHEE gD

Resistant bacterium via LPS loss  Resistant bacterium via capsule shielding

4 cps

— Positive regulation — Negative regulation

Bl 1. 2 300 R 25 K9 AL AL B 2y T HLA .
BT
LPS 315 2 R T 3R 251k

Plasmid

-

(a) =M 2AMER A M ZF RN ZHE . 1. 28R BURME 2 PR A s R 1. K
Jili ¢ o 5 A1 b AN B0 2 AN AT B I LPS BB (SR = MIEARRINIMBI PSS 7R ED G2 R R 21k . L 802 AR Z) A idE i 58 4
IV: i B R IEILENE L BE (capsular polysaccharide, CPS) iR IAFAF £ 3 b i 251

(b) B fA A Bt b iR

KL SR LPS &1, PAREWEERIER]. MerB: Mg WM IE[K B; CrrA/B/C: £ 5B R 25V 15 28 A/B/Cs Mer: I RS2 2 B = i 2556 14
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pEIN F2 RS B pEIN R I 255t A e 20154, Liu%%[46]
IR E T UKL AT 1 # BN 1 2 B R R i 24 B R mer-1
UbJE, YRR ILT HAl mer AL E N, 4G mer-2-9
[47-51]. EEJLRIBAT R, WA #H46]. il
R0 AATA46 RV 1] IR B [52] 7 K I mer B[]«

4.2. Ipx FEF A FHILPS LK

i 5 AN AT 1R 22 0 1 2 AR 2R 5 — AN P 2
JiA £ R R A 5 S R T LPS 1 58 4232 %% . LPSTE
1 A5 oE I LpX Ol B A i [53-54] (BLEE IpxA. IpxC
IpxD) &%, FFiEI LpT 8 % #4142 2 OM [55]. HI & 4.
ot . AT EE N R GE SR IpxA . IpxC F IpxD R8T
MEFHEEW L. RAEM S AN E PSR T px
SZ R R A

4.3. L BEN IS FRIE

IS 48 . 7 A1 TR0 22 BB 3R AR 25 P ) 5 — AN B =
L B (capsular polysaccharide, CPS) iRk, CPS
fAeifId 5 LPS IR FURE B A FH T B & E A R T [56]. —
TR S 2 B, CPS PR 11l ¢ ol B0 B o 2 35 B = A1 LPS
PIFHEAER, JFHAL CPS B S Z 8 W R 45 5[56]

ZEERTIR, KA e AN 98 v T A T AT DAdid e
IER (pmrdlpmrB ¥ phoPlphoQ) VLK BRI A S 1 % b
BRI 253K (mer) A5 LPSE1M, MR ZHEH R
M 251 ek, il 98 o B A AT L@ R crrd/crrB 8 mgrB
KAV CPS it BERIEREB LR R4, CEXR
¥ 35 A T AR 28 o B A TR R R TR A T 1 2 B T R T 2
B mer-1, HAES2 AT P EAR K. REW,
i 2 ANB AR AT LU IR 5 A & R R R R ELPS 564
WRMIRBZ R H R 251 (B D.

5. NEZMERMZNGIXTEDMIEN IR

BEIHE O “RUEPO AE 38 B F A g
(571 Jo JELAAR e 5 2E A AR A 51 AR, B T 20 1R 25
HpE e 2 (B . 4H B 75 ) D4 HOR IR 1 BRI
DIRERT 0 AR R AN B 25, LPS R T A JE i 41 g e+
8RB R F--a (tumor necrosis factor-o, TNF-a0) FlH A
#-8 (interleukin-8, IL-8) I UAREUAE G5 Fll 5 i S
MR AE A 58], PAItk, =BT B LPS #E AR
FE— BN R[59]. B T LPS, 1M 48 7w T A1 B oW 5 3
() HoAh B /) 645 CPS BRE A AR E[60]. KR4
WL LR R ZFEE IR, WwE. ME. ERER

MR oMz, ARBEHEM KRR SRR RS
FNEFIOM E H A (OM protein A, OmpA) [61]. il 5 R
AT B A R A EE /IR T [62], A LPS [63-64].
B, OmpA. MU ZHEFIFENE[65]. IMERMEHBERLE S
HH

i 22 VR 38 5 5 A0 B & B ) T BEAR DR [66], PLAEER N
Ik A FH 2 0 A B A R B A R I ), A IR 24
PEo MPUAE FRIEFEE ST FRARET, 5 2540 SC i iE AR
A RE A 24 TR A DA S SR B 8 4, AT AR PR B A4 b e
Br[66]. SATH, E IR R AR L i R 5 A0 A N R
M2 A DAHRIE AE YD ROA, A A R R A R AR S A
1E[66].

A SCHRIRIE 1 2 20 81 3R 24 4 22 B 1 T 5 ) A R
MIEAE . BFFEN R 2 R TE =N 25 AR A2 2 R/ E &0 T
1R B B TP IRAT Y, UK i AR SR YR B B T R B
LI HEARMEE R R B TR MM Z FE R, LS 3k
AN LB RR B A, G B — D VT AL 22 3 R R T 24 B AT
R BB )G L o B 7 PEAR AT DA B TR B AT 4 e
(Caenorhabditis elegans, C. elegans) < K& (Galleria
mellonella, G. mellonella) F/)N FRBGLAR AL

FHfE FE B0 T 2880 3 N 40 B 1 B0 Ze ok i ' E
(6710 T 24 FR)3EE JSE A ol A T 5 o 0 e A R T 247 1
TEAEA P FRHOG K2 A ST B A A FIAR S M) 58 5 F8 BORVT
fili (&12) [66]. = AHEIE ST AN 2 26 =
LI 0T i S ANZIAF R il A v T A TR AR R A B
VAR BENAER LA

5.1. fifl S NG AT

5.1.1. pmrA K pmrB F37% %} 8¢ 3 R B 1) 5210

Il R0 2 ASBIAT T P pmrA R pmrB 5375 5 62 1) 2 26 14
RV W F B0 & N AERA K. Hraiech S5[68]HF 5T
TN 9% S Ay B H B R B 2 AT B — R 2 R
FHUR, WX ZRE RS, 2 F RN H
pmrA (E8D) AL IR Wk g A R 2k 5| T I [68]. FEARSD,
TR 245 T 1A A A Tl P52 LU AU TR 152 [68] 0 £ DK BRUH 48 JEk L 7Y
W, S R R R A LG, S22 B R K BRR
DL EAREEIR, WA TR . SRR IR . AR
Ptz . TG AP [68]. il B AN B AT 1R I PR 43 25 Ml ik
pmrA RBFBZFE R 40, AR — AR,
WIMI2K [69]. D82G [701H1S119T [70], 7E4K A FA SR
H IR ) 52 A5 R B PRI [69-70] 0 7E A4 PN Tiid 24 P 11 K
JEREFEF, Jones ZE[71 VR B [F — B & h W B 1 2 36



Laboratory

Isolated from patients l In vitro induction of
Patients ,m__\ resistance
—_— ([ ® g%
N ey T
Polymyxin-susceptible
strains
Isolated from patients Selection for resistant
strains
B Polymyxin-susceptible Polymyxin-resistant strains m
. o3% o0 strains . 03% %
3 e o..'( \.‘. e r’
Y
Evaluation for fithess l @ l Evaluation for virulence
©
©
et
In vitro _growth | ‘g % | Polymyxin- | . Cae_norha_bdfris elegans
experiment _g | susceptible or 1. _._. i infection model
5 | resistant strains | |nject |
L E——— E i/
% Time !
8 s
]
oSl ... ¢
- . w O . B &
In vitro competition |* «| z22 I Polymyxin- 1| ; / G. melionella
experiment ‘__,5E I susceptible and | ; infection model
. o 5 | resistant strains | !qm
. = -g _______________ i
@ ——
Time

In vivo competition
experiment

Mouse
infection model

B 2. ffif 24 M ot 3 R M T2 7 R (R DA ik e I X S 2 0 AT AR 24 B bR IR AR SR R 4 B IRAR . BIOR 2 A TR R B T MR AR A i 2 3RS
B APPSR BEAT 28 B (Caenorhabditis elegans, C. elegans)~ KEEWE (Galleria mellonella, G. mellonella) F/INGUBYLAREAY o i 24 138 B R A
T 2 T 0 U B R 245 R TE AR A B O K 2R DR B A 9 R SN S S R HOR VR A

PRI 2R T 245 B R 2 0 et e 30 20 0 11 22 80 1 3R T 24 B PR I 2
1o SR, FHA S BRI 53 B A5 BT 22 R 1R 21N 24 14 7
JIRERIAR I RAR 710 W3R 40 B8 HH PR i 245 B ok 25 00 10402
SR REAE IR S IR 5] 271

{0 = NS AT B I I AN R pmrB A, A3 BN
R % #: P233S. P170L. G21V. V227A. 1232T. A28V Al
S17R, LA K A19 A1 AL9~G12 3K 15 % & B 2 fiif 24 11 [70—
7810 K ZHRA 5 NV U R IRFI B Sy 2 8 o8, (|
X T4 E 1 pmrB 287% (P233S FIP170L) 145 —L8Af HF
JERIEE R o 02 A BT B 1S 40 B Pk Ab249 AT Ab347 43
AT pmrB P233S A P170L 28745 . 5 K 18 kA K e £
AR R A BT N, R RANEE I T IS 72-
73], WS AZNFFHEIRBRZFE R M, R EEYE
TV BRI 8 A S I B B L T R (W 8 B R R IA AN 2
[72]. 1B BEAK AT BE-5 4046 20 R % B A o DA R i 5 2B

VIRETE BRIk /0 A 55 (73] #R1M, Leite ZE[70]R B, #57
pmrB P1T0L FEA% 1) 2 i 16 25 Y 24 8 & A B A 16 L UK A
XFRWEIERE /). AR, EAERMZ, Leite 55[70]6F
T WA ELRE T oy S 2R ZN AR s BRI, BRI
LT ST REAS ]

Durante-Mangoni %5 [75]4k 38 | — F B4 pmrB P2338
RAR I 2GR B, R 24 B AR S BUR R AR AR LL, 35
3T N R B . Wand 2579 & I pmrB P233S 548 Ff AN J
R FEE )T M. 12 BRI S R BAT B X 2 R = UK,
SARIME SN, KBTI EMW bk, Hrp, 7EREHE
JERYAETI G, pmrB A 17~26 dup A T2351 58738 1 19 AT
2 PRI B ) 5 A SR AR B R 25 AR A[79]. B pmrB
A A227V [80]. N353Y [80]. S17R [79]. R134C [81]41
G272D [82] (14 8 A 2y FF B 1Y) 22 b B 2= T 24 11 R H IR A
P ARG S M R 1 B A
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5.1.2. IpxA~IpxC Hl IpxD TN} 55 3 R S P 52 0

OV R BB T[79-80,82—851 4 S £ [px I K 5828 5 7%
77152 AR IE B AR IS A G W 4 . Carretero-Ledesma
ZE[831R B, HilpxA. IpxCHlIpxD F87% 512 ) LPS SRRk
EEAH M 1R i R 5 A 22 R T8 3R SO AE 5 3 BE AR TNF-a
FIL-6 M5 K, FHAE/DN R GG 5| L E AR A4t
T2, LPS % R 2 s M A W B ¥ AR iR 3R THTZ 21 [83] -
Wand %5 [79] & B, H Ipxd (E216*%) . IpxC (1253N.
F191L f1 A82E) HilpxD (K318 FEHLTEAS) ) o — Je A By
IpxC (pxC::ISAbal) [¥ 2R3 51 K2 I R 66 2 A B A B 2
DA R 24 55 RS A A K SR 3 ) FARAH O . WL
LL# 1 pmrB A [px FEA N3 S PE AN 8 ) (1 50, 45 3R
Y, Ipx AR AEE N3 ) 1) oA vk A 58 B 4R ]
[79]c BT pmrFlipxbb, SEWFST T G IK 2 R 0 R T 24 6
AT B pmrC FIVEY) eptA 119875 F eptd L35 ISAbal 1)
FRAR[76], K B b AT N M AN A R . SR,
HHIA eptd 55 2 Zh R R 251 2 A R &R T MR BR

5.2. i ¢ 5 7 1 R MK R 45 1

5.2.1. pmr ¥l pho FEAL X85 77 AT RLE (1 5210

KTt pmrA/pmrB 5% phoP/phoQ F7% 5| e 1%} 2 % 0
B 24 5 e, 7R AT B R I R AN B D B FAR D> o AE— T
WFICH, 7F pmrd (G53C). pmrB (229~261 dup. P95L.
G53C. 213~261 dup. D150Y. A51~A59. 213~261 dup Al
T157P) FlphoQ (L348Q Al T244N) W %2 3| 52 45 [86] .
SR, R R R R G AR Y e UL 5 381 1) E T 24 32 PR R AR A
RS EE D) S Z IANACH W B SRR [86]. 1T H., i BT
DU BAT- B 2 1 32 8 TR R 8% T SISO, A e R AR RE
0 38 S0 AN [R] R TS 25 R A8, 0 A S 25 IR PR ARA . AR
MM, £ 53— TR 7T Hh L 52 38 3 A1 2R T 245l 28 e 75 1 14 25 0
A B PRI [87]0 IX LT K ) CPS P AL /b . L& Bl
BEAG S AR B AR A 2 AR [87] 0 el 26t fod
By 30 i /v B K AT B [E] (matrix-assisted laser desorp-
tion/ionization-time of flight, MALDI-TOF) Jii i % #7 & B1L
T 2 36 A 2 240 BRI AR HH AR N L-AradN FUARHRIRBR 5, TG )i
A SR RA T SR [87] .

5.2.2. mgrB FAL XS B TG N 1) R

Arena F[88] 1 F K RGeS A, PR 1 R PR Bk
HEMM (K. pneumoniae carbapenemase, KPC) ] ST258
AUl 78 v 7 A B 5 4 N IS 1 mgrB RRAZKR ) BE ST . mgrB
RASRR I H 5o A WAL B SR 5 — Tt Feit
K, i ARSI E  SEIS AT PEAN B, B mgrB iR

T 5| R 1) 2 280 T 2 24 T R R UK A Ak 2 TR PR 3E N M A
% 72 5 [89]. Kidd % [90]46 7~ , mgrB 5% 5 F phoP/
phoQ - FHIMER A B, XA FEEFHE R4,
T L 368 3 00 ) L 30 7 3 9 0 e )9 SR AR 13 it 48 o TR
AR J1[90]. SRR YL, KiGmgrB A 3 E IR
PR BOE B A BRI

5.2.3. mer-1 RAEXSBE ST AE B 15

Tietgen 25 [91 145 35417 mer-1 IR IB AR FE A2 B K g%
75 T8 J53 RO 4% %0 T A B PRZ S2 AR B h o Se 4 sEIR R M,
K55 1 153 S2ARTE 5 2R AT PRI A R A AH ], i e
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