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[ ABSTRACT | Aim  To explore the role of prenatal exposure to lipopolysaccharides (LPS) on blood lipids in offspring
rats. Methods Eight pregnant rats were randomly divided into control group and LPS group. The rats in these groups
were intraperitoneally administered with vehicle or LPS 0. 79 mg/ kg on the 8 th, 10 th and 12 th days, respectively. Liver
histopathological alteration was observed by hematoxylin-eosin staining and transmission electron microscopy, 8-OHdG expres-
sion was determined by confocal laser-scanning microscope and mitochondrial potential was detected by microplate reader in 8-
week-old offsprings.  Simultaneously, the body weight was measured in offsprings weekly and at day 1. Results By
comparison of those offsprings in control group, body weight of offspring rats in 1 day and 1 week were both significantly de-
creased (P<0.01). Whereafter, the body weight of offsprings in LPS group were increased obviously from 2 nd week to 8 th
week (P<0.01). Compared with offsprings from control group, there were dramatic increases in the serum level of TG, TC,
LDL and AST (P<0. 05 or P<0.01). In 8-week-old LPS offsprings, the liver exhibited significant lesions, in particular mi-
tochondrial pathological alterations. The functional analysis of mitochondria suggested the expression of 8-OHdG increased
obviously, and the mitochondrial potential decreased significantly in offsprings of LPS group (P<0.01). Furthermore, the
thoracic aortas exhibited lesions, including impaired endothelial cells, and migration and proliferation of vascular smooth mus-
cle cells. Conclusion Our results indicate that maternal LPS exposure during pregnancy leads to mitochondrial dysfunc-

tion in offspring that predispose to disorder of blood lipids and even atherosclerosis in adult.
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FATAE DXIC AR A A0 M 352 108 R0 2T AL I R DU
o LPS JREH 5 AT /N S5 K 2L, T2 M 1A AR
JRR A i W 25 U0 T8 B, T 9 DA B A X o e Ak
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x 1. ZHRERHNFRRXBEEHZM (35, n=6, g)
Table 1. Effect of prenatal LPS exposure on weight in off-

spring rats(x+s, n=6, g)

A AL papiicE| LPS Jll3%2
BN 7.430. 15 6. 74+0. 13"
14 13.264+2. 581 10. 17+3. 98"
2 JA 19.51£2.76 24. 66+2. 14
3 30. 88+5. 02 38.33x1.98"
4 4 35. 86+8. 43 57.93+9. 88"
54 43.25+8.70 83. 14+11.91°
6 J 57.26+9. 82 107. 06+14. 47*
7 4 85.54+11.21 145. 15+20. 71°
8 J 114. 74+26. 86 193. 44+24. 56"

a } P<0.01, 5% R4 g,

2. ZHRERMN FRKRRMASKFERIFM (vts, n=6,
mmol/L)

Table 2. Effect of prenatal LPS exposure on blood lipids in
offspring rats(x+s, n=6, mmol/L)

I H papitckiil LPS Hll%4
TC 1.24+0.24 1. 66+0. 38"
TG 0. 38+0. 09 0. 64+0. 10"
HDL 0.93+0. 18 0.90+0. 24
LDL 0.430. 11 0. 60+0. 14*

a JJ P<0.05,b Jg P<0.01, 5%} B4 Fas

R 3. BHRERM FRKER ASTALT 2 2R R0 (2=
s, n=6, mmol/L)
Table 3. Effect of prenatal LPS exposure on AST and ALT

in offspring rats(x+s, n=6, mmol/L)

i H bogiizEee LPS JiljeH
ALT 25.61+7.23 26. 04+4. 00
AST 73.53+17. 05 99.22+17.22°

a N P<0.05, 5% R4 g,
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D T D G -
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TR, Tl LPS il .
Figure 1. Liver histopathologicalterations in offspring rats
(HE staining,400x )
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SEARTCZS W R, LPS AR 8 SR A
IR LA phy TE A 22 R AR T | 52 BT SR AL
BRAR, KRy B K, 2R AR I HES 2L, VF 20 08
W R L B A A SRR S A (1 2) .
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Figure 2. Transmission electron micrographs of liver in off-
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spring rats
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5T RRLIAR EL, LPS FFLA AR 8 Rk At 8-
OHAG"/ DAPI G ES i i B i 23 m (&1 3) .

3. FR AR AT AIE 8-OHAG'/DAPI #R12
41, T &y LPS il
Figure 3. Immunolabeling of 8-OHdG*/DAPI” in the liver

in offspring rats
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Table 4. Effect of prenatal LPS exposure on liver mitochon-

drial potential in offspring rats(x+s, n=6)

S SRR N HL 7
X HRZH 237.91+7.32
LPS Jil3# el 208. 67+9. 13"

a } P<0.01, 5% R4 g,
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3 3 i
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LPS Hl#4 .
Figure 4. Transmission electron micrographs of thoracic a-

B A XS R, R 1B

ortas in offspring rats
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ZE SIS AR S W ad i B v R e X
SRR & As IFERS R 2R 8 i Ak R G R R
JEMBIIE As &R,

As BN & 2 K TR sk by —Fh 2



228

ISSN 1007-3949 Chin J Arterioscler, Vol 24 ,No 3,2016

HZ 2 5008 P 5 M B R 1l B K S T
PN B As KAEFBEWIR R, As BF MLTH
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BRI A0 , F AT A L p A0 v A O S 2 40
LPS IS8T As KA N —iE%,
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JHF I 2 PR A 0 A0 R i A i 3 A 1) 28T e B A
R RV N 250 = < R e S DT R AW 2
FEAERFRR ACU T h R ¥ AR, AR
Z3 LPS HEL 0K B AST 7KF 8 35 7, P4 i
TEASEH AP BRETE , B2 T 40 i ™ B 32 46
JHF 2 2R St 1) | 2 300 9 0 8 5 BT AR
WESRLIAR B & AR T2 b i, 2 28 itk s HES 2L
] B 3 D R I 4 7R miDNA S Ab 451403 19 s o
8-OHAG "/ GAPI™ %32 15 B b 1 o, Z b 1A R 7
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KR REAS it AR RCR 1R TG iz AR S, 2R
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