1162 TREF 2015 %3 A% 44 5% oM

WE . EMAFE doi:10.3969/). issn. 1671-8348. 2015. 09. 003

Pt £ Rk AR M 8 R T BN B MR BT

ko OHL.E KL, E #'Y,ZE A4
L. ERFTEZAREREFRFA 400014;2. TRERKFWES —ER S — 45K AF  400015)

Z

[(HWE] BH NHRAEZREMNTHERHFE AR IR BER G Yrh, Fik PCR ¥ ¥ LysAB3 KB A Mk & ik %
Bk ZEH ) LysAB3-D A B .2 pET28a(+) A B KM TH A4, £ KW AFE BL21(DE3) F % ik LysAB3 & LysAB3-D,4 & & F
HoFRENEMLEAEG, ¥ ABS A ZE LysAB3 & LysAB3-D A2 )G, Aa#Hb FEMENEARB A, RLEMBEALR
AhRTETRGERLARE. BR Z LysABS ARG AB, ARt v T R2MAE T TILAKA @A %%, 30 20 AHN %

HiERAEMBETTLRRNAZERARE, MM LB ZKREME LysAB-DAER ABE . A LR AR X £, &id

Ttk % kM T m ABSPRLA A, A Bh TR MEBRNL T, A2 RHA B,

[k@iRm] 2R h LM, M S RSN LT RHAE AL

[FESES] Q939 [x#triffg] A [XEHS] 1671-8348(2015)09-1162-03

Effects of the amphiphilic peptides on membrane permeability of Acinetobacter baumannii”
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[Abstract] Objective To investigate effects of the amphiphilic peptides on membrane permeability of acinetobacter bauman-
nii. Methods The LysAB3 and LysAB3-D (lack of amphiphilic peptides structure gene) was synthesized and inserted into the vec-
tor pET28a(+) to construct the recombinant expression plasmid (pET28a-LysAB3,pET28a-LysAB3-D). After expression in E.
coli BL21(DE3) and purification with Ni*" -NTA Sepharose. Acinetobacter baumannii was observed by scanning electron microsco-
py and fluorescence microscope. pretreated with LysAB3 and LysAB3-D respectively. Results Under scanning electron microscopy .,
LysAB3-treated acinetobacter baumannii exhibited not only significant abnormalities, including deep roughening of the cell surface,
but also FITC readily accumulated in bacteria. It was different from LysAB3-D-treated. Conclusion These results indicate that the
amphiphilic peptides structure increase membrane permeability of acinetobacter baumannii, which helps LysAB3 degrade bacteria.
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