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[Abstract] Objective To establish a rat model of the Pure Cerebral Concussion (PCC) and Multiple
Cerebral Concussion (3MCC) , so as to observe and make comparison of the reactions and changes in microglia in
the saeptum coronary section of the early injured rats. Methods (1) Rats grouping: 30 healthy adult SD rats with
weight of 260 +20g , were divided randomly into normal group, PCC model group and 3MCC model group. The
model groups were regrouped into 1d group and 4d group for observation. (2) The Metal pendulum closed brain
injury blow device was used to set up PCC model and MCC model in order to replicate 12 rats of PCC model and MCC
model respectively. (3) The immunohistochemical S — P method was adopted to dye the CD11b antibodies. After
that, we observed the expressions of rats' CD11b in FrPa, cc, CPuand MS-LV in the septal coronary denomination
parietal lobe. Then we measured and analyzed the reactant of the CD11b through Image Analysis Technology. Results
(1) Under normal condition, the expression of the CD11b was rare; (2) The expression of CD11b in different

brain areas which were partitioned in PCC model and MCC model increased gradually after injury. And compared with
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the normal group, they were significantly different (P<0.05) .

(3) The expression increase tendency of CD11h

in 1d and 4d of MCC group after injure were higher than the 1d and 4d in PCC group. Conclusions (1) MG in the

partition surface can be activated in the early injure of PCC and MCC, suggesting that MG is involved in the

pathological changes of PCC and MCC after injury;
exacerbation of injury severity.
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UKZEYIFFHL, Leica DFC280 3 B AH & 48,
Image—Pro Plus 6.0 (=5 MBI SCoHT R SE, 10%K G
AW, ZRPEE, —HE PR, DR -
CD11b BAvE R Hi iR, S-P B I 2068 it 7 &
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DAB B @i & GRMILH A ARIF L AT,
BERREh 22 v, ArEERRER BB W, Triton X -
100 (AP TRAFD .
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(60 +£20) g KREBAGHIE | iz 2LR0=E, 7F
LEAEE T (B BERh 12h) &R, A
BEYOK. FFRERERE 15°C ~22°C, B 50%
~ 60%.
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(2) The expression of CD11b increases regularly with the
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FH I % 4 o A R BRI T . AT R, 2D
f bR KB AT, B TF 0 SRR B A A = P Je
RSP G BT, R BT WEER T IS 30 min Y
KR S iz shae S ny 284k, 2w 12 2
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M Bz i (frontoparietal cortex, FrPa) ; WEIRAR  (cor—
pus callosum, CC) ; A i 25 5 vp g B BE X (middle
septal area—LV, MS-LV) ; k=525 (cau-
date putarnen-LV, CPu-LV) . [ X {8 & %8 7 A
Leica DFC280 Wi IR AH R G i A7 M &E, I Im-
age—Pro Plus 6.0 {55 & Wi &1 3C 20 #1 2 8 % 48 BB 47
400 x FLEFAFHTIE CD11b BEELIH 4L
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Joi 1 SPSS GEitR b B, #5408 Bk
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MITHECAE A, AT R 2R 5 2550 H KPR LAY
K. P<0.05 HZEFAGHEEXL.



6 W IS Rk 2 2 i 5535 %
2 &R S5 CD11b BHP:AN A TH5 5 1E 5 ) IR 2 AH L ¥ 1

PCC., MCC A2 K B g etk 1A FrPa, cc,
MS-LV, CPu-LVAE 1d. 4d®BaE &S F CD11b fHME:
gl ORI s G VY Wl = St Y VR 1L ) == S A ]

%2, H¥WES 2L (P<0.05); LI E&IRN,
e 1d. 4 d PAAHIEIEE] S - MCC 4 CD11b FHYE
YA PCC 41394 W3, H¥ASI%E
X (P<0.05), W1 KK 1~5.

£1 FREHEAREREEHREGZEE CD11b FEEMAMITEEIEIE (+s), n=6]

Tab. 1 The number of CD11b positive cells in different parts with different types of injury [(x+s), n=6]
Ho5 FrPa cc CPu-LV MS-LV
B 18.61 +3.93 2393 +4.15 2324 +5.52 30.12 +4.76
PCC1d 66.27 +4.28% 74.92 + 6.65% 70.14 + 6.44% 83.08 + 7.80%
PCC4d 86.20 + 4.7644 96.65 +7.8144 03.33 + 6.8544 108.48 + 8.0844
MCC 1d 97.96 + 5.33%" 109.13 + 8.04%" 115.43 +7.24%" 121.13 +7.53%"
MCC 4 d 127.40 £ 6.314#* 142.75 £9.145#* 149.86 + 7.334#* 154.44 + 8.154#*

SIEWAEILE, 2P<0.05; 5 PCC1dAHLE, 4P<0.05; 5 PCC1dAHLE, "P<0.05; 5 MCC1dAHLE, *P<0.05;

5 PCC4dAILE, *P<0.05.
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Fig. 1 The number of CD11b positive cells in FrPa

district
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Fig. 5 The pictures of CD11b positive cells in FrPa district in different models groups at different time points

A:FrPa XIEH 4 CD11b FAYEZIA (% 400) ;

B:FrPa [X PCC1d 20 CD11b FHYEANME (x 400) ; C:FrPa [X. PCC4d 4 CD11b

FHMEAIIE (x400) ; D:FrPa X MCC1d 41 CD11b FHYEANAE (x400) ; E:FrPa [X MCC4d 41 CD11b FHIEAIN (x 400) .
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12 WP G20 RN LA R 10 40 e i
(TBD) 7] LA [ AR pfi e RGE I RAE S, MG J2:
H AT A AR 2O A0, |32 5041 T A A
ZRG, LGN 5%~20%. 1EHR TS
T, MG &b F#ECRA, (B MG Xl B R
0, BRSO PRGBS B TE AR MG,
HHaE TR MIERIIEER AL, MG & TBI (U E
BFR S . BT CD11 b B T ARIC gl 4t
MG, BHER N A F AN, ST TR
A, BB R i X, R JZE DL g T
X, X DX/ DLBH P4 . AR SE IS & PR,
TE B BEZH K BRI T B BT TR MG Ak T EDIR A
CD11b PHEEANAE Y AR . BfR/N . Se2di/N . 43
Kb, ANfEEEERASTERT, MELIBEA. 4 KRR
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Pt R, BUEEEG . e IR RAR L
JREIEITE , SR AT B2 o3 52 U IR, B
A A B, MRS, 4d 4% 1d
41 CD11b BH M 41 Jf %5 B &8 35 s MCcC #5345 41
CD11b BHA4: 4 i %509 2 v 4 1R X80 PeC $ifs
Z0; MCC 1d 4] CD11 b PHME4IIEE R F PCC4 d
g, PCC1d4l. PCC4d4l. MCC 1d 41. MCC4
d 4, CD11b FHYEAH A 51 TEH H Y 2.8~3.6.,
36 ~46, 41 ~53, 51 ~68 f%. 0 L PCC K&
MCC it 5 MG B EEGE . H MG f3B0E 54140
TR BE K5 Jei B IR — 22 B AR OGRS 19% R ek
R 1) Feeney 74 F H1 74 14 &2 il R B Foi i 163 493 A2 784
N AT OX—42 S 404k SABC 32 e {0 WL £ K Bl iAF
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TE R R e M AT v 2 B, G ke ot )5 2 2 K
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EIEIIETE , BN 7.6 £%. Venkatesan S5 7E/)N
RIS PER R BT 2B, 5105 A BRI 02
FIREEE R Galectin-3/Mac=2 1 MG KM Py i
001 g e et i 453 40 K BRI 938 8l 2 J= MDA K A 1R
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NGF, TGF-p) M.
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