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Experimental study on expression of apolipoprotein J and complement component 3 in
brain tissue of intracerebral hemorrhage model in rats
Zheng Xiaomei' ,Liu Liang® ,Li Xiaogang®”
(1. Department of Neurology s Luzhou People’s Hospital s Luzhou, Sichuan 646000 ,China;
2. Department of Neurosurgery ,Af filiated Hospital of Luzhou Medical College ,Luzhou,Sichuan 646000 ,China;
3. Department of Neurology,Af filiated Hospital of Luzhou Medical College ,Luzhou,Sichuan 646000, China)

Abstract: Objective To explore mechanisms of apolipoprotein J(ApoJ) and complement component 3(C3) in experimental in-
jury of intracerebral hemorrhage (ICH) in rats. Methods 150 Sprauge-Dawley rats, half male and half female, were randomly
divided into 3 groups:normal control,sham operation and ICH group. Rats ICH models were established through brain stereotactic
instrument, Rats were sacrificed at seven time points after modeling:3 h,6 h,12 h,1 d,3 d,5 d and 7 d. Dry and wet quality method
was employed to measure brain water content and expression level of ApoJ and complement C3 mRNA were detected by RT-PCR.
Results Both expression level of ApoJ and complement C3 mRNA in brain tissue in ICH group were higher than that in sham
operation and normal control group(P<C0. 05) and the expression of ApoJ and complement C3 mRNA started to increase in 3 hours
and 6 hours after ICH, respectively; In ICH group, levels of ApoJ and complement C3 mRNA expression had positive correlation
with brain water content(R=0. 758, P<C0. 05; R=0. 702, P<(0. 05) ,and there was also a positive correlation between expression
level of ApoJ and complement C3 mRNA(R=0. 908, P< 0. 05). Conclusion Complement system may participates in formation of
brain edema and the injury of neuron after ICH in rats. Apo] probably play an endogenous stress protective role after ICH via inhi-
bition of complement activation.

Key words: cerebral hemorrhage;brain edema;apolipoprotein J;complement component 3;rats
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1.4 RT-PCR #5435 B 45 20 s 41 218
RNA 2 B 57 & Ut 99 43 48 BB RNA, & B cDNA, 8 J5 Al
PTC 220 # PCR # 4§51 <DNA, glm H W3 1. Bactin
mRNA fER NS, #% PCR ™9 #E 47 5t i bl 558 J68 WL VK . B2 Ea-
gle Eye [1% BG4 BT 4k 21 72 G5 %o e 3CHF $F 47 97 4 AR 4% 257
AR T Apo] HMA C3 mRNA 3K AR XS 7K -

1.5 Siih=t4ab30 R FH SPSS17. 0 4531 4 {4 17 )7 22 4> 07 Fil
AR T R T s FoR 4L HE B R N R 7 2

>§f253’§*/ﬂ372§,§'\

x1 Apo] FME C3 K Bactin mRNA Ky 5| 915 51 53 H1 Cone-way ANOVA) Z > FEAS 3580 0 15 W LU 423k, 40 9 4%
FIGHEE B (bp) 319751 AR 8] 8 LB SR T ¢ R 38 o A G 43 BT B T Pearson AH G R 501k LA
Apo] 378 5-AGC ACA TAA AGA CCC TCA TA-3' P<<0.05 WERAHSITFE X,

5-AGC TGT CCT GCA TAG CAT-3' 2 % L:]
*MA C3 272 5-GAC CTG CGA CTG CCC TAC TCT-3' 2.1 AR EKEMNHIELML A 3hET d&HE L, ICH
5-CTG ATG AAG TGG TTG AAG ACG G-3' 21 i 4 2 K e B S v T R ] A5 ) 2 ) BE A R i TR
Bactin 475 5-GAA ATC GTG CGT GAC ATT A-3' 20 (P<<0.05) . Hip L ICH 3 d IRl &k el s WE 2.
5-ACT CAT CGT ACT CCT GCT TG-3'
*x2 BEAXRARAREARAASKELRE (L5, %)
18T AR S B H o S s ]
215
3h 6 h 12 h 1d 3d 5d 7d
ICH 4 77.96£1.52°2  78.8340.56*4  79.2840.35%4  80.434£0.44°2 81.9540.31% 79.1840.35*278.0240.20% 4
BFERH 73.9040. 46 74.06-0.71 74.7840.92 74.86-+0.51 74.30£0.49 73.9040.51  73.80740.39
IE B X B4 73.4740. 33 — — — _ _ _
* L P<0. 05, SR T AR K IEH A FRAH He 454 . P<<0. 05,5 ICH 3 d 41 He ks — - FR e 10 o s .
%3 HHKXKBAEEESKERAIME C3 mRNA BRIEKFEEER (TLs)
8 TF ARG 5 a5 B
215
3h 6 h 12 h 1d 3d 5d 7d
ICH 41 0.1940.012  0.2440.05*2  0.3640.08*2 .5240.05%4  0.7140.05* 0.5240.04%2 0.3440.054
BT R4 0.1840.01 0.18+0.01 0.194+0.01 0.19+0.01 0.1940.01  0.1840.01 0.18+0.01
TF X B 0.18+0.01 - - — _ _ B
" P<C0. 05, 5B FARA K i % % A L #;4 : P<<0.05,5 ICH 3 d 20 Ho s — - Fm I JTC 5 i .
x4 ZHXBRAERESRALR Apo] mRNA BFRIEKFER (TLs)
CENEE NN ]
215
3h 6 h 12 h 1d 3d 5d 7d
ICH 41 0.5040.03"%  0.5440.04*2  0.6540.04*2  0.7240.04*2  0.9740.02* 0.8240.03*2 0.6640.03*4
BRFARA 0.4240.02 0.4240.02 0.4340.02 0.4340.03 0.4540.02  0.4340.01 0.4340.01
1E X M2 0.4140.02 — — _ _ _ _
* L P<<0. 05, 58T ARH K IEH M BB ;2 . P<<0.05,5 ICH 3 d 4 Hods — - R MW ok .
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kgt BREEMTBEMS GRERMIEER.3 K&
% h A BB B i 2 & ¥ (membrane attack complex,
MAC)Cs= . H W5 KU HMATE ICH J5 4 52 15 1l ik 57 B 2 A
i 2L 28 5 B 0 R R R B 1 O L & MAAC 149 TE B AT o Tl
ICH JE MK M. M C3 ZEAMA I [ & i i, 2 3 Rk iR
1 AL G BRI R HE AR ) 4 /R R AR AL 4k C3 mRNA & £
RN C3 A T FE B RS R SRS AT R B
ICH 4MA C3 mRNA 35K F-7E 3 h I 5 1E 5 % IR 4 F R
TFAATWE2ZR.6 h 5 I HEIG .3 dxBEH.5.7 d J5&
T B S R AR AR — B R ICH 1 A2 AR 7E M R
GBS . [RIE A 5% 38 WoR ICH 41 & C3 mRNA % ik
7K 5 5 2H 2R % K S TE AR DG, 48 78 A BTG FTRE o 2R 2H 21
1% . Homeister Fl Lucchesi™* 3k ICH J5 M & 2% 1 I R Y
O TR R AMA LAY SR MR Bl A B R AR T R
K ARAME C3 TR B AR E B R mE G 7.1
B WM Co B AR B A IR Ci . 2 5
JE i MAC,

Apo] & " RIMHEE A . o BRELLAL, /310 T I3 = %
JE B8 % H (high density lipoprotein, HDL)2 & HDL3 /1, 5 &
Apo-ATl FlIJH [ BE 46 B A 1E ) HDL W8S R % U, Apol
5 Apo-Al —&JB W HDL B &Y, 25 g i iz M Ty g 7
WEZFEFREY . IE R AR 2 R G & T B B E R
Ji A8 FT AR K P 3235 Apo] mRNAM T 24 41 fifd 32 5t b, L 3%
IEAREHE AN . Nuutinen 551K Sk A F 40 M 4% (19 Apol 1] 5 7
IR R R - S SRS S 7 | T DR A R [ TE2-R TR EN
19 Apo) FikHIn, B RERSE, RHEMRPAMMMWEM. Kim
SEMA R 3 W B Apo) a0 ] DNA A B BH 1k A7 3 1
SV L AN B B 2 B B A L 9 /D TNF-o 355 09 07 L 42 38 9 iz 41
M — ARG B A3k . ZEHEEY AT AR A R R R
TEBEIG » Apo] B3 IR AR VE 38 i LA i 0 A< 3% 24 o DA T 490 7] b
AWM EITTIET . REM S TR ER . AT, Hakkoum
SN R I T W B i A 4 R AR o, Apo) BJJ EE A7 451 41 i
T,

ARWFFEEE R B R . ICH 41 K B &k il [l Apo] mRNA %
IR IR 5 A 05 5 0 HE R I K T 4 28 Ak B AR — B 42 7R Apo)
257 ICH 5 #/E # B TCH 41K U AL R [ 4141
1) Apo] mRNA 3k KN-5 i % K 7 . #MAE C3 mRNA FikK
B AR M A3 375 . Apol R BERE & TCH g 341 A= 3944 451 195 1Y
HEJ& 15 kb J) B 2 38 8 W 1 o LA DR 37 3 i 4 1 A el 8 A0
Apo] 1 b 22 40 J A7 4 L I H i 0 R B L calero 4FHTIA K
Apo] WPy EFR T REAEAE LA T 4 R AL . (LD 410 il %04 2R
JE L MAC, DT #l 5 4 5 (2) B A P48 A 1E s (3O AE N Bt I
RS (DS RAEMKE LS MHE OB RAER
M. Apo] I BAE A — B 23 /> 2 B IR 4% AL 1 X 3 5 b A AL
5y C7.C8 K C9 fAH N F Be H A & B R I . B RETE 3 ML
MOEERME CO TE4 il CO 5 Coms . Coms KX Car B & s
TE BUAC VA 01 U 7R A0 PR35 1 1) 526 AT BEL LR MAC 19T
BL. HEW Apo] X ICH J& i 2 23 i £/ 47 /5 F 2 38 2o 4 1 &b 44
IO 5 BEL LB AR A 5 10 i 228 0 R 8 G 52 B

ATE IR K. Apo] mRNA Fik EHALE ICH J5 5 T #b
& C3 mRNA fy 33k LR, X AR IR F AL E ICH 45 45 i =
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Zi LRIk . Apo] 25 MAC il 5 . £ ICH s 72, i id
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15 ICH Ji 19728 e LA LA B Apol £ 2 PN IR A b (A0 i 57 L 22 g
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