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Expression of vimentin in rat cerebrum after stab wound
LIN Jiangkai, CAI Wen-gin (Department of Histobgy and Embiyology, Third Military Medical University, Chongging 400038, China)

Abstract. Objective To investigate the dynamic changes of vimentin (Vim) after brain injury and explore the effect of vimentin ( Vim) on the
formation of glial scar. Methods Model of rat with brain stab wound on parietal lobe was used. All rats were randomly divided into 4 groups group
of normal contiol and 3 d 1 week and 4 weeks after injury. The rats were saciificed at different time points. Immunohistochemical flow cytometry
technique (FCM) and RT-PCR analysis were used to detect the Vim expression. Results Most Vim (+ ) cells with hypertrophy and hyperplasia
were located in regions around wound site at 3 d after injury and the gliosis more significant at 1 week after injury, a lot of cell bodies and interwined
prominencies in glial scar at 4 weeks after injury. Number of Vim(+) cell increased under the FCM detection and the vim mRNA raised as detected
by RT-PCR. Conclusion Vim may play an important wle in the formation of glial scar.

Key words: vimentin; gliods; bmin injury; CNS; mt

, ) Vim .
(1, . . RT-
. , PCR. ,
° 1) Vlm ’ V]II’I
. ( o
. ) .
[2] i , 1
. 1.1 % 544
Vim ; (Elite. ESP), PCR ( AMPLITRON 1I.
2 , Themolyne), UVP (Model: GDS7600S). Vim
. R ( ); SABC FITC
(Glial fibrillaty acidic protein, GFAP) IeG (Posten).,
i 1.2 #thbspn
Wistar ,28 180 ~ 200 g ,
, 3d. 1.4 , 7
b
= SRR
o CFAP ’ 1.3 l;flﬁhﬁ%i w4k o
GFAP : me/ ke ’
» (96M090) , ( : 4 mm, 2. 5mm),
2 mm. ¢ 70 mm, 1. 5mm, 0.3 nm)
as4—, ., .
) s 5 mm
.+ (023)68754000- 73071 2 min , ,

+2000-12-30; : 2001-06-18 ,



1150

23

1.4 %R mge

, 4% +30%
. ,4 C 4h 25% 24 h
Vim (SABC ),

1.5 #mied g &ARE RAFE

, D-Hanks ,

30 min, s , 200

, 10 mmol/ L PBS , 800 1/ min 10 min, 2,
1 %Triton 30 min, 10 mmol/ . PBS 5 min 1X
10°/ml,  Vim  ,37°C lh 4°C 5 10mmol/ L
PBS S5min 3 ; FITC IeG, 37 C 30 min
10 mmol/ L. PBS Smin 3 ,

. X107 ml

,0.25% 37 C

1.6 RT-PCR

1.6.1 RNA

TriPure .
1.6.2

100 mg

Promega AMV ,

mRNA cDNA. 20 #1

1Pg.5X buffer 4. 0 #1. 25 mmol/ L. Mg-
2.04L Olig(dT) 5 2. 0L

RNA
RNA
Cl, 4.0 #1. 10 mmolV/ L. ANTP
ddH0 501,  ,68 C
RNasin(70 U/#D 1.0 #1. AMV
.42 C 1h. 99 C
PCR —70 C
1.6.3 PCR Primer Vim
(Sangon ) : Sense 5 -CGT TTC CAA GCC TGA CCT CAC
C-3’, Antisense 5 -GCC ATC TTT ACA TTG AGC AGG T-3* ;
B-actin PCR .B-actin
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Tab 1 Vim pasitive cell count by flow cytometry (%)
Control 3d 1 week 4 weeks
Vim (+ )cell 16. 3 5.2 63.7 ™ 56.5""
*, P<<0.05 **; P<<0.01 vs control
2.3 RIT-PCRYMEERL %2
2 Vim RT-PCR (x*£s)
Tab 2 Vim RT-PCR analysis at time points(x +s)
Control 3d 1 week 4 weeks
10D (Vim/B-actin)  0.0240.01 0.3240.10"" 0.284+0. 04" 0.39+0.12 *

*. P<<0.05, **; P<'0. 01 vs control

Vim (SABCX 200)
Fig1 Many Vim positive cells around the wounded tract 1 week after stab wound of cortex

(SABCX 200)

(SABCX 200)
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Fig3 Many Vim positive cells around the wounded tract 1 week after stab wound of hippocampus (SABCX 200)
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Fig4 Vim positive cells interwined to form scar 4 weeks after stab wound of hippocampus (SABCX 200)
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