DOI:10.19405/j.cnki.issn1000-1492.2016.06.012

Acta Universitatis Medicinalis Anhui 2016 Jun; 51( 6) * 813 -
12016 -5 -9 15:43:10 > http: //www. cnki. net/kems/detail /34. 1065. R. 20160509. 1543. 024. himl
1 1 2 3 1 1 1 1 1
( LPS) ;@ LPS LPS TG
B ICR N 5 VLDL
(GD5) . (GD8) . ( GD15) TCH HDL-C
LPS LPS 40 ® LPS LPS 40 pg/kg
pg/kg o : @ RT-PCR
LPS GD8 . mRNA
LPS 1040160 pg/kg. mRNA ]
16 h PCR( RT- LPS ]
PCR) N . .
®
(T6) (VLDL) R 714. 148
A 1000 - 1492(2016) 06 — 0813 - 05
( TCH) - ( HDL-C)
2016 -01 - 18
( 1 81100449) ;
( :1303063025) :
1 \2
3 230032 ’
Fomail: . ( lipopolysaccharide LPS)

haizhaomei@ 163. com

penem-resistant Klebsiella pneumoniae isolated. Methods A total of 44 strains of Carbapenem — resistant Klebsiella
pneumoniae were collected and identified. Conventional drug susceptibility test was made by Vitek 2 compact auto—
matic microbe susceptibility analyzer appraisal. Susceptibility testing for antibiotics was performed by the disc diffu—
sion method carbapenemase production was confirmed by modified Hodge test and MBL production by IPM/IPM-
EDTA combined disc test. The resistant genes were detected by PCR. Molecular epidemiology characteristics were
analyzed by enterobacterial repetitive intergenic consensus sequence( ERIC) —polymerase chain reaction( PCR) . Re—
sults A total of 44 strains of bacteria showed a high level resistance to routine antibiotics including carbapenems
penicillins cephalosporin and aztreonam. A total of 41 strains were positive in modified Hodge test and all the 44
strains were negative to enzyme detection test. PCR result showed that 42 strains were of KPC2 type none of other
gene types. ERICPCR result showed that 44 strains of Klebsiella pneumoniae were divided into 14 types and the
main type was type 1. 18 strains belonged to type I from ICU and neurosurgery. Conclusion Klebsiella pneumoniae
that resists to carbapenem shows high levels of resistance to routine antibiotic in our hospital. Strains of carbapenem
resistant Klebsiella pneumoniae appear KPC-=2 is the main reason to cause the bacterial resistance to carbapenems.
Frequent transfer treatment of the patients among ICU and other clinical departments is the primary factor of carbap—
enem-resistant Klebsiella pneumonia epidemic in the entire hospital.
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; TCH HDL-C LPS
LPS 10 pg/kg
25 ;
LPS 40.160 pg/kg
2 (mmol/L n=6 x %)
GD5 GD8 GDI5  F .
TG 1.54+0.30 1.86+0.17" 2.29+0.51" 3.17+0.63** 41.81 4
TCH 2.13+0.31 2.57+0.17° 2.46+0.59 3.04+0.38** 13.15 ° °
HDLC 2.02+0.25 2.400.17° 2.29+0.44 2.74+0.40° 11.54 2.4 LPS N N
VLDL 0.67+0.13 0.69+0.06  0.89+0.17" 1.17+0.23** 36.61 mRNA GD8
" P<0.05 **P<0.01 LPS 40 pg/kg
( CD36) mRNA
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. 5.
3 LPS 3
(mmol/L n=6 x=s)
LPS LPS GD5 LPS GD8 IPSGDIS  F
TG 2.38+0.36 2.38+0.26 3.37£0.81°  5.42+0.87*% 49.71 ~
TCH  2.41£0.27 3.1£0.57°  3.05:0.61°  4.13:0.48%* 25.74
HDLC  1.92:0.26 2.55:0.31"  2.14£0.18  3.43:0.53** 36.92 TG .
VIDL  0.88+0.14 0.83:0.13 1.26£0.32°  2.00£0.32**  46.61 ’
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LPL
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TG TCH HDL-C VLDL
1.54 +0.30 1.92 £0.28 1.81+£0.23 0.67 +0.13
LPS 10 pg/kg 1.58 +0.62 2.21 +£0.48 1.97 £0.42 0.61 +0.20
LPS 40 pg/kg 2.38 +0.36" 2.41£0.27" 1.92£0.26 0.88 £0.14*
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LPS 40 pg/kg 3.37+0.81" # 3.05+0.61" *# 2.14 £0.18 1.26 +0.32" #
LPS 160 pg/kg 4.74 £1.04% *# 3.48 £0.65" * 2.49 +0.28" * 1.76 £0.38 % *#
F 28.42 20.52 10. 60 26.47
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Effects of lipopolysaccharide

on serum lipid metabolism of pregnancy mice
Liao Jianhong' Zhao Mei' Xu Dexiang’ et al
('School of Nursing >Dept of Toxicology School of Public Health Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effect of lipopolysaccharide( LPS) on lipid metabolism in pregnant mice.
Methods 1CR female mice were divided into four groups non pregnant group pregnancy 5 days( GD5) group
GDS8 group and GD15 group . Mice in each group were divided into control group and LPS group. Mice were in—
traperitoneally injected with saline and low dose of LPS( 40 pg/kg) respectively. To further explain the effects of
different doses of LPS on lipid metabolism in mice during pregnancy nonpregnant mice group and GD8 group were
intraperitoneal injected with LPS 10 40 160 pg/kg respectively. Mice were sacrificed 16 h after LPS. Blood ser—
um was collected for serum lipids measurement and liver was collected for RT-PCR to detect related genes of fatty
acid intake synthesis oxidation and lipid transport . Results (1) Compared with the control nonpregnant mice
serum TG and VLDL concentrations elevated gradually with the gestational age and increased significantly from the
second trimester of pregnancy while the serum levels of TCH and HDL-C significantly increased in the third trimes—
ter of pregnancy; ) After LPS treatment compared with LPS nonpregnant mice serum TG and VLDL had no sig—
nificant difference in the first trimester of pregnancy while increased significantly in the second and third stage of
pregnancy. The serum levels of TCH and HDL-C increased in early pregnancy; (3) There was a dose-response rela—
tionship between LPS treatment and the disorder of lipid metabolism in the middle of pregnancy while LPS 40 g/
kg was sufficient to cause the disorder of lipid metabolism; (4) RT-PCR results showed that liver fatty acid intake
and synthesis related genes mRNA levels were significantly increased and liver fatty acid oxidation related genes
mRNA levels decreased significantly. Conclusion 1LPS exposure during pregnancy causes the disorder of serum lip—
id metabolism.
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