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Abgract :Objective  Qia cells play essentia rolesin creation and maintenance of pain state. This study
was desgned to explore the activation of glia cells in vincristine-induced neuropathic pain, and to find
how glia cellsinfluence pain threshold. Methods We adapted a model by using repeated intraperitoned
injection of vincristine. By immunohistochchemical technique, the expression of specific activation mark-
ersof astrocytes and microglial's, glial fibrillary acidic protein (GFAP) and OX-42 respectively , were ex-
amined in brain and lumbar intumescentia. Usng RT-PCR analyss techniques, the expresson of inter-
leukine-B (IL-B) and glial cell line-derived neurotrophic factor (GDNF) in lumbar intumescentia were
tested. Results Mechanical hyperalgsia appeared on the 8" day and therma hyperalgsia appeared on the
5™ day of vincristine treatment. Qia cells were obvioudy active in periaguenductal gray and spinal gray.
IL-B3 expression wasincreased in chemotherapy group , while GDNF was higher in control group. Condlu-
sion dia cells were active in Vincristineinduced neuropathic pain. The change of expresson of IL-
B and GDNF were involved in neuropathic pain evoked by vincristine.

Key words:Vincristine; Pain; Qia cells; GODNF

GFAP 0OX-42 RT-PCR IL-B GONF mRNA
8 5
IL-B ,GDNF
IL-B GONF

‘R73- 36 A :1000-8578 (2007) 01-0093-03

: IL-B

line-derived neurotrophic factor, GDNF)

[1]

1
:2006-01-16 ; :2006-07-03 1.1
1430030 , .
(= 1215006 Sprague-Dwley (D)

) 1609 :
. 19 - 052 U GO Basle
Planter , 37300

(1980-) , , ,

37400

20

(dial cell

Dynamic



. 94 . 2007 34 2
2 , 1.4
1 SPSS11.0 t
1 , 1 5 8 12 0.1
mg- (kg-d) ' (
iml) , 1ml 358 2.1
10 12 , , ,
3 4 )
) 10
15min , 5min, (156.3+4.6)g (160.6%5.4)g,
3, (P=0.553) , 10
1.2 (P=0.038)
(Qial fibrillary acidic pro- 2.2
tein, GFAP) Neuromarker 1
100 OX-42 (CR3,
CD11b) Serotec 1 50 8 ,
12 ( 0.5cm 12 , (25.1%+4.6) g
RNA) 3 m , (38.3+2.0)g ,P=0.001,
SP GFAP OX-42 35 %, 1A 5
DAB , 8 (P=0.001) ,
:  Colburn ™ 12 , 1B
(-): :
(+):
: (++):
(+++): , ,
+ 4+t
1.3 RT-PCR GDNF mRNA
Trizol , A B : *:P<0.01;
Fermentas ,PCR Promega L
1
0.5cm
, RNA RNA 2.3
3 g RNA, RT cDNA
B-actin : 5’ -aagatttggcaccar GFAP  OX42
cactttctac3’ .5’ -acacttcat gat ggaatt gaat- '
g3 IL1P '5'-TGATGTTCCCATT- * : (++),
AGACAGC3, :5'-GAGGTGCTGATG ()
TACCAGTT-3’ ; GDNF :5'-CAG ’ !
CATATGTCACCAGATAAACAA GCGGCGGCA- 2
cT-3", . 5'-CAGGGATCCGGGT- 24 LB GDNF
CA GATACA TCCACACCGTTTAGC3' | IL-$ B-actin
11 cDNA , PCR 1.35 1.01, IL-B
50| GDNF B-actin
, B-actin 1.76 1.20, 3
3

, 3



2007

34

95 -

2000
1000
750
500

OD/OD

GDNI
1: Marker (2kb) ; 2 4:
3 IL-B GDNF

IL1- B (778bp)
B -actin(605bp)
GDNF(409bp)

Garrion

[4]

94-2008

Weng ©!

hina Ac n tronic Publi

B

[

IL-6 TNFo

IL-B
GDNF

Lin

3 GDNF
(SNL)

N GF

IL-B

(1]

(2]

(3]

[4]

[5]

(6]

uQ

GDNF

(GDNF) 1993
Boucher
(PSL)
NGF NT3
GDNF
[6]

, GDNF

,GDNF

,GDNF

GDNF

Wiesder- Frank J, Maier SF, WatkinsL R. dia activation and
pathological pain[J]. Neurochem Int , 2004 ,45(2-3) :389-395.
Colburn RW, DelL.eo JA, Rickman AJ, et a. Dissociation of
microglia activation and neuropathic pain behaviors following
periphera nerveinjury in the rat [J].J Neuroimmunol , 1997,
79(2) :163-175.

Weng HR, CordellaJV , Dougherty PM. Changesin sensory
processing in the spina dorsal horn. accompany vincristine-in-
duced hyperalgesia and allodynia[J]. Pain, 2003,103 (1-2) :
131-138.

Garrison CJ, Dougherty PM , Carlton SM. GFAP expresson
in lumbar spinal cord of naive and neuropathic ratstreated with
MK-801 [J]. Exp Neurol , 1994 ,129(2) : 237-243.

Boucher TJ, Okuse K, Bennett DL . Potent anal gesic effects of
GDNF in neuropathic pain states [J]. Science, 2000, 290
(5489) :124-127.

Snider WD ,Mc Mahon SB. Tackling pain at the source:new i-
deas about nociceptors[J]. Neuron, 1998 ,20(4) :629-632.

[ : ]



KA RS 2 ORI A o R A R IL—18 |, GDNFRIARY AL

(EXR 93 W)

a. GFAP&#&%:&%FJ@Mﬁq’ﬁiﬁ b. GFAP A48 % A & 45 Ak
. OX—42 bk FREMBMAA P ORE 0. X2 AHME L THAL
B2 % 25 R fahe i < e 5K 8 B AR AU AL T A < 0976 4L (DAB x 100)

N SO R PR e tE A R =R RN S pS3
A PTEN 7E O el g &k PR A a RS LR X

(JEIJL 0m) (ECRL 109 W)

B
l1 PTEN é_n}iﬁ‘#& qraﬁ;g,i (P x zoo B 1 FHIT Al e P 65 &k (SP x 400)
Bl 2 PTEN fi B o 458 & ¢4 £k (SP x 200) B2 p53 M ey hik (SP x 400)

CD105, COX—2Fl VEGF 7E4% Bk ik R H 5 A B AR ) K &

(EXL 125 )

& CDlOSﬁ.%ﬁ%ﬁﬁi_ﬁﬁﬁﬁiéﬁﬁi (SPx 100) Ez cox eﬁggﬁ%a&?ﬁ&ﬁ (San'oo)
B 3 VEGF A4 A MR ¥ kik (SP x 200)

9 .. ©1994-2008 China Academic Journal Electronic Publishing House. All rights reserved. http://www.cnki.net



