Acta Universitatis Medicinalis Anhui 2019 May; 54( 5)

* 723 -

12019 -5-910:20

(NP) 1( TRPV1)
SD 120
3 (Sham  n=40) .
(NP n=40) . (MT n=40), NP
MT ( CCI) NP
7 MT
( MT) 0.7 mg/kg Sham NP 1/
d 14 d. 3.7.14.21
( MWT) ( TWL)
3.7.14.21 14-6 West—
ern blot TRPV1 o Sham NP
3.7.14.21 MWT (P <0.05)
TWL (P<0.05) MT 3.7 MWT
(P<0.05) TWL (P<0.05); NP
MT 14.21  MWT (P<0.05)
TWL (P<0.05), Sham NP
TRPVI 7.14.21 (P<0.05) MT
7 TRPV1 (P<0.05);
NP MT TRPV1 14.21
(P<0.05) . NP
TRPV1
; TRPVI
R 741.05
A 1000 - 1492(2019) 05 - 0723 - 04

doi: 10. 19405 /j. enki. issn1000 - 1492.2019. 05. 012

2019 -01 - 10
( : KJ2016A327)
230601

mail: zhangye_hassan@ sina. com

> http: //kns. cnki. net/kems/detail /34. 1065. r. 20190506. 1438. 012. html

TRPV1

( neuropathic pain NP)

o NP

1( transient receptor potential cation chan—
nel subfamily V. member 1 TRPV1)
( transient receptor potential TRP)

o TRPV1 P
3
NP TRPV1 o
1
1.1 R SD
120 6-~8 200 ~230 g
o von-frey
1Tc ; ( BME410A)
( mito-tempo MT sc221945A)
Santa Cruz -20 C
: TRPV1 Abnova ;
B-actin N IsG Abcam
1.2 NP Bennett et al *
( chronic constric—

tion injury CCI) o

significantly lower than those of the CIR group and the RES + EX527 group( P <0.01) .
IL4B IL-6 and TNF-« in RES group were significantly lower than those in CIR group and

expressions of FoxOl

EX527 group( P <0.01)

The mRNA and protein

while the expression of SIRT1 mRNA and protein in RES group was significantly higher

than that in CIR group and RES + EX527 group( P <0. 01) . Conclusion Resveratrol can inhibit the expression of

FoxO1

reduce the release of inflammatory factors TNF-o  IL- B and promote the expression of anti-apoptotic factor

Bel2 by activating SIRT1 thereby improving cerebral ischemia/reperfusion damage in rats.
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Effect of mitochondria-targeted antioxidant on TRPV1

expression in neuropathic pain rats
Sun Yuhong Li Rui Zhang Ye
( Dept of Anesthesiology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To evaluate the effect of mitochondria — targeted antioxidant on transient receptor potential
cation channel subfamily V. member 1( TRPV1) expression in neuropathic pain( NP) rats. Methods 120 male
Sprague-Dawley rats were randomly divided into 3 groups ( n =40 each) using a random number table: sham opera—
tion group ( Sham group) neuropathic pain group ( NP group) mitochondrial antioxidant treatment group( MT
group) . Neuropathic pain was induced by chronic constriction injury in NP and MT groups. Starting from 7th day
after operation mito-tempo ( triphenylphosphine cation combined with antioxidant) 0.7 mg/kg in 1ml of normal sa—
line was injected intraperitoneally once a day for 14 consecutive days in MT group and the equal volume of normal
saline was given once a day for 14 consecutive days in Sham and NP groups. On 1 day before operation and 3 7 14
and 21 days after operation the mechanical paw withdrawal threshold ( MWT) and thermal paw withdrawal latency
( TWL) were measured. Lumbar 4 —6 segments of the spinal cord were harvested to detect the expression of TR-
PV1( by Western blot) before operation and on days 3 7 14 and 21 after operation. Results Compared with group
Sham the MWT and TWL in NP group were significantly decreased on the 3rd 7th 14th and 21st day after opera—
tion( P <0.05) the MWT and TWL in MT group were significantly decreased on the 3rd and 7th day after opera—
tion( P <0.05) ; Compared with group NP the MWT and TWL in MT group were significantly increased on the
14th and 21st day after operation( P <0. 05) . Compared with group Sham the expression of TRPV1 in NP group
was significantly increased on the 7th 14th and 21st day after operation( P <0.05) the expression of TRPVI in
MT group was significantly increased on the 7th day after operation( P <0. 05) ; Compared with group NP TRPV1
expression in MT group was significantly deceased on the 14th and 21st day after operation( P <0. 05) . Conclusion

The mechanism by which mitochondrial antioxidant treatment increases behavior threshold may be related to TR-
PV1 expression reduction.
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