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1.3.4 TNF-«+ Leptin

9
ELISA o
1.3.5 PCR ACTB

(187 bp): 5-CATTGTCACCAACTGG-
GACGATA3; 5'-GGATGGCTACGTA-
CATGGCTG3"; JNK (186 bp): 5-
ACTCGAGCCAGAATGAGGAC3"; D 5-

GAAGCCTTCCTGGATGATGT3"; TLR4
(142 bp) : 5" TGACGCCTTACGTGGTAACT3";
5-GGTGTTCCGAGCTGTTCAAT3 "

TRIzol RNA:
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P mRNA PCR
1.4 SPSS 18.0
X s
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5 -8AC .
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2.1 CIH
CIH 8 CIH
CIH 6
o 1.

1 PCR
(pl)
1,0 12.3
10 x PCR Buffer 2.0
Mg?* (25 mmol /L) 2.0
dNTPs( 25 mmol/L) 0.5
Forward Primer ( 10 wmol/L) 0.5
SYBR (20 x) 1.0
Reverse Primer ( 10 wmol/L) 0.5
PLATINUM Taq POLYMERASE 0.2
Template DNA 1.0

20.0

;B:CIH 6

(F=1.06 P>0.05);

CIH 6 WCIH 8
(F=1083 P<0.01)
o 2
2 (n=8 xxs)
( kPa) ( kPa)
14.23 +0.17 14.46 +0.13
CIH 6 14.37 +0.24 18.35+0.17°
CIH 8 14.25 £0.20 19.44 +0.30™*
2" P<0.05 **P<0.01
2.3 TNF-«. Leptin
CIH 6 CIH 8 TNF-a~ Leptin
(F=545.489 P <0.01);CIH 8
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0.01) TNF-a.Leptin
o 3 o
3 TNF-o. Leptin (n=8 x+s)
TNF-a( pg/L) Leptin( pg/L)
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CIH 8 1.10 £0.08 * ** 0.89 £0.05* **

:**P<0.01; CIHG6 (P <0.01
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Correlation between Tolldike receptor 4 C-Jun N-terminal kinase tumor

necrosis factor-o Leptin changes and chronic intermittent hypoxia of rats
Long Guanhan Chen Meixi Cheng Jun
( Guilin Medical College Guilin 541001)

Abstract Objective To investigate the association between TLR4 C—Jun N-erminal kinase tumor necrosis factor—
o TNF-o) Leptin changes and chronic intermittent hypoxia( CIH) . Methods Twentydour SD rats were divided
into 3 groups (n =8) : control group CIH 6 weeks group CIH 8 weeks group. After the modeling the change of
blood pressure and renal artery were observed by the use of non-invasive blood pressure analyzer and HE staining.

ELISA was employed to determine the production of TNF-« and Leptin in sera of these animals. The expressions of
TLR4 and JNK mRNA were detected by real time quantitativer everse transcriptionpolymerase chain reaction
( QRT-PCR) method in the adipose tissue. Results The blood pressure in intermittent hypoxia group was signifi—
cantly higher than those in control group( P <0.01) and the renal artery pathological changes in intermittent hy—
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poxia group were significantly heavier than those in control group; the content of TNF-o and Leptin in intermittent

hypoxia was significantly higher than those in control group( P <0.01) and the content of TNF-o and Leptin was

significantly increased with the days of hypoxia; the expression of TLR4 and JNK at mRNA levels in intermittent hy—

poxia was significantly higher than those in control group( P <0.01) and the expression of TLR4 and JNK at mR-

NA levels was significantly increased with the days of hypoxia. Conclusion TLR4 JNK TNF-a Leptin may be in—

volved in the inflammatory response of chronic intermittent hypoxia in rats.
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