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EAE /N A i 22 R 48 CD11b mRNA AY7ZZ 1k
J s B IR 28 1O H: ) R T

ZEHE L HR AEAEEWME,KEAHE
(1. R2EPEHXRFE _MBEER,XZ 300150;
2. AR FPEHRFAANERFEAAFHFTREL LR E,LF  100700)

[(HE] B WG E B B 5 1 i B & (experimental autoimmune encephalomyelitis, EAE ) /Iy AN [7] %2 9 i 491 filg
A HELL LU CD11b mRNA (1R K 4510 , B4 25 B B 40 IR0 T THLH o 5 3% R A MOG,, o B R %2 9% CSTBL/6 /N5 T EAE
FEEL Bl ML GE By S E A A BB R R IR JEAA 3.9 mg-ke T ZH 55 BFIAK IR 20 g-kg VA L TEERS S T RITMATEE
452, R AR N B TR) S HEAT HOM o SR T S U8 1 PCR O E e f5 7 dCRIERTIN) (14 dCRIEHII) 24 dCRIE 2N |
40 d(MEMERFEE ) 4 SR E RS EAE /N BURE R #EZH 2 h CD11b mRNA Rk ZEfL, SR SIEFAHILK  ERER 14,
24 ,40d, K 2 EAE /NG H CD11b mRNA 3540 9T 5 2.39£1.09,3.20 1. 14,1.58 £0.36 (P <0.05) , SHEEM 4k
B LAEBIE ST 40 d W2 4RI 25 B ik 461K 2 EAE /NELRHRH CD11b mRNA (922 3% K 7 W] B AR (P <0.05) ; 5 1E % 24 5, i
RA 4 B IR IRAAE RS 40 d CD11b mRNA 7E EAE /)N BN 7 3R 3K K7 T W 3% U8 s 7E e 2 )5 14 d R A EAE D RE
i CD11b mRNA ({2 kAT W W REAR . S50 - SR AN MR SC 30 Pk 1 B B 0% P i 55 8 58 100 05 76 981 30 400 B s vh 25 520 7 45 ' iR 4%
T EAE 59 4E TP 5 b AR b 28 2R 0 S A% 20 M 26 B 23 5~ CD1LD (3038 75 25 UIAH G
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Expression of CD11b mRNA in Central Nervous System and Effect of
Yishen Daluo Decoction in Experimental Autoimmune Encephalomyelitis

WU Yan-qing' , GAO Ying’" , ZHU Ling-qun’, LOU Li-xia®, ZHANG Dong-mei’
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[ Abstract ]
the different phrase in experimental autoimmune encephalomyelitis (EAE) mice, and to explore the mechanism of

Yishen Daluo decoction (YSDLD) on EAE. Method: C57BL/6 mice were immunized with the MOG,, 5. Mice

Objective; To elucidate the CD11b mRNA expression of brain and spinal cord tissue during

were divided randomly into normal-group, adjuvant group, EAE-group, prednisone-group, YSDLD-goup. RT-PCR
was used to quantify the gene expression levels of immune/inflammatory cell ( the monocyte marker CD11b),
accumulated in brain and spinal cord tissue of mice at different time points of EAE including pre-onset ( on day
7th), onset (on day 14th), peak (on day 24th) and chronic phrase (on day 40th) after immunization. Result;
Compared with model group, CDI11b mRNA levels in the cerebrum were significantly decreased 40 days after
immunization in hormone-treated group and YSDLD-treated group. CD11b mRNA levels in the spinal cord were
significantly decreased 14 days after immunization in hormone-treated group. Conclusion: The monocyte is one of

potential mediators of EAE. The therapeutic mechanism of YSDLD is to mediate the expression of CD11b on the

surface of monocyte.
[ Key words ]

Daluo decoction

S PE B Bt g% PR A E R (experimental
autoimmune encephalomyelitis, EAE) 1 A 2k i) A &
1 % M R 2 & % 1 AL (multiple sclerosis, MS) 7£
I PR 2B Ak i DL R B ek 7 45 i 22y T B
AR ) sl AR BL A AR A, R BE, EAE J& B A5 2 A B9 A 5%
MS o 3 5 B 2 AL i) LA K HC S 36 1R 3R 7 1 e A2 3h )
RIS B TS A R, BB 4 A 1 v R
ZF 45 (CNS) [y 1 B8 FI I I J2 MS A 1) 32 2 A
FU0 Uk © 4 M A o B BF B ( blood-brain
barrier, BBB ) 4 3 4 111j ¥ ¥ 1 A #h 22 R G JE MS &
Wi 22— o WFSE s MS 45 1E 2 35 B g 2% Sy v A
P28 22 58 N HICLCE T 22 2 1% i 1 5 i 3 A v i) JOE A
o e I T L T4 ML LB AR B A R/ W A IR
T, OB A S R AP A0 U S B B ), EAE Il
PRAE AR 1ty BE 5 R JE R 5 P 40 i i AL CNS [A]
b7 CDULD S % 20 % 2 0 40 f 6 I 5%
T, CDIIb SR 70 7 A R 3R B2 KR Y
EE G ,CD11b 5 H & ICAM-1 (%) 45 & fi ff v o
K72 A B 20 ML 55 PN R A 0 4 T R R A o B R
I S FIT 0 B4 G ) i B e 4 4 G A A 4 R
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WEFE W', CD1b 75 5 56 Pt 2 Y i 45 4 1 22
RAEREA Y S ok #R R OCSEPE ] . B HT MS
WA & Gerf CD11b [ sh & ARk i A 0 iE 48,
TG BRAR B X AN TR] B BE R AE 1 6 B Bl TR 1 e
HAHG EAE & 9 b B oK B R G A E R
R Bl 2578 Ak K e 2 25 B Ok 2 AR A FE AL, A 38 4
588 9% % 2 i RT-PCR, L) B-actin {E g X B8, ¥
AR B[R] 50 CD11b mRNA 78 EAE /)N B A1 E 58
I RIBAEM, A MS 7ERG S B R & R 5
9o R PRI T — 2P AT RE T U IR AR .
1
1.1 ¥ 108 H 8 ~10 JH ik #: C57BL/6 /NRR,
WA E B 2R R 2R BE SR B W) B 5T T, IR
(18.4 £0.8) g % A HE S SCXK ( 5()2005-0013, /)
B R 7 o ] o s A e BE Ak 5 T — s i rh ol
TR,
1.2 il 84 R4 (CFA, 36 E Sigma A H],
fit 5 049K8700 ) ; 44 #% 4+ X #T I ( H37RA, 3 [H
DIFCO A w], #t%5 0172191) ; /1 H % # & (PTX, 3£
E Sigma 2% #, #t 5 P7208 ); MOG,,, £ Jik



REH % EAE /DR CNS th CD11b mRNA #7281k K £ 1 3K 45 1RO H 14 52 i

[ MEVGWYRSPFSRVVHLYNGK ,Jt st 26 | A= T
TN A\ A i, 4 B (HPLC ) 98.3% | ; Power Sybr
Green PCR Master i # ( & ABI A, 5
4367659) ,
L3 25 s BWIRSIR (A B I 2 455
FEON2:2:4:3) IR AL R BE 2 KRR AT
BB, L7 1 AT IR M R WO DB RO SR A
e AR B2 2 gomL T KR Y . B R IR JE A (R
HE ) AR 2 ey A R 7] L 5 081206) , FH 25 1
KB AL 0. 39 g- L™ W .
2 FHiE
2.1 EAE sh¥ RIS R MOG,, ., i it
£ CSTBL/6 /N B2 H S AR BRI MOG 55 7K ¥ W (5
100 L & MOG,, 5 200 wg) Fl 58 4 A& IG5 92 fc A
(55100 pL 5458 4F H H37RA 500 pg) i& I 584>
FLAL S H B A K BT IEFLA . TR s g Kid
RO K EERARIA MR A L Kb HANRE
M A e WM 5 4 65 B2 F ST 3R 0.2 mL iy
MOG o5 5T BE ), e 7 41 B H/N B DA A rh 227
3 00 83 B R S 33 0.2 mL AR & MOG,, 5 1 i
*1

ALK FLA 5 1 5 58 B 30 min J5, A 7 4L BRI A
WEA P44 H/RNR ip 0.1 mL( 5% 400 ng PTX)
TR R AW L48 h 5 R ip 0.1 mL PTX ¥ 5
TE 8 /N BUTE 0 75 S 6 0 S A B AR K, AR BEAT
R 259 T i .

2.2 BWNHEHY TR IR 4 AN UM I ] A
B 5 7 dCR BRI (14 dCRBRIN) 24 d( K
FEAVEW) A 40 d (18 VEW) . S AT T A
C57BL/6 /NERBEHLAN 2 : IF 3 41 (24 H) el 4l (24
FO) BRI L (24 H) MR 4 (18 ) 24l (18
RO JEs . REERE T d R, AR RS T
ANEER 10 mL-kg ™' (225 2 g-mL ") 25 IR IR 2
W, /NS R 2 T /N ELE IR 10 mL-kg ™' (0. 39
oo L) BERR IR JE AN 2GR, 16 2 A A0 20 5 280 2/ B
TEGPENG T d R K4 T/NEENR 10 mL-kg ™' £ 2
EROK, 2 AR IV I [R] A O

2.3 sEataetiE & PCR K& CD11b mRNA {3 ik
2.3.1 5% CDI11b il B-actin 5] ¥ Hy Ik 5T BBl 5
I AT R N W HE AT A, HR B ) L
#1.

5141 7 51

Gene 5’ Primer(5'-3")

3’ Primer(5'-3")

CDI11b ATGGAGCATCAATAGCCAGCCT

AGGCCAACCGTGAAAAGATG

B-actin

AGCTGTGAAGAACCTCTGAGCA

TGGCGTGAGGGAGAGCATAG

2.3.2  SEAFPOGE  PCR AT /N ERUZE AH B B i)
TSR AR S S AR v A bl I ORI A
BEAL L, 2 AN VRAE 45 5 TN TR AR VR o UG 6
HL 2y 100 mg, K 55 5 IL— 25 5 il 4 4 21 8
RNA, Frfe i RNA 28 35 b B8 e v Tk o e H 56 %
PE 2R 5840 43 6 6 B2 TH A6 DU BT £ RNA &5 1 4l
FEo HL2.0 wg 5 RNA JF47300 5% 5% J v, >k H SYBR
Green 2 Y e b AR it 47 9 98 7 it PCR 5736 .
IS HAE PR A (Cr) , B d op S B 0 A X
mRNA & ik R M 2 B A 50 27 38, o
ACt{H =03 A Ct {H - B-actin Ct {H,
2.4 it abE ) SPSS 13.0 Gt 3k AT
AN e T2 2 B, 2 18] LR B R 2R T 25 0 A
(ANOVA) Kz B AT G 0, L o £5 /R, P <
0.05 K 2EHFW#H,
3 R

HIEWHWE, s 7 d, EAE /N G A
CD11b mRNA R 5 B EFEAL (P <0.05) , i & 5E
WRB AW 58, 20%)5 14 d, EAE /R

FIABEN CDI1b mRNA ) RB BB FH LT (P <
0.05,P <0.01) ;%5 J5 24 d,EAE /)N BN #1486 N
CD11b mRNA FJ3RiE ¥ B ZE T+ (P <0.01) ; H s
J& 40 d,EAE /NEUR N CD11b mRNA (% 223547 &5 %
JE (P <0.01) , 1% %% CD11b mRNA N33k £ I
BERY., SIEFHIE, 238 TR 0675
7E 24 d EAE /MEUIGZHZH CD11b mRNA f% 38 3k [R] BE
MM EE A (P<0.01), 5EBHLE, &0l
B IR 4 RIG YT IS AE 40 d /NG ZH 20 CD11b mRNA
RSB T B E TR (P <0.01), £l
B ik 48 K6 9T I EAE /N R 20 41 CD11b mRNA
FIFRIRTE 14 d A1 24 d [FIAEIT B (P <0.05) , 1
7£ 40 d i} CD11b mRNA By kK W B %, W
#2-~3,

St WM EIRIT IR AE 14,24 d EAE /) B 2 21
CD11b mRNA B33k A FE B 8 2 EF+ (P <0.01,
P<0.05), {02 58RI L As, /N R 4141 CD11b
mRNA [JEKIKTE 40 d B TR E FFE(P <0.01),
LM FEIBIT )G EAE /N REZH 4L CD11b mRNA
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(M RIEAE 14 d B [ AL BT (P <0.05) 1 55 8
FIZH I %8 CD11b mRNA Ay 26 3k W W FR AR (P <
0.01), W%E2~3,

EFVAAE R fm 7 d, 5 IE % A i, DR

i 4 CDI1b mRNA /) £ i85 8 FH KM (P <
0.05),%%fm 14 d, K54 /B WKN CDILDb
mRNA f§ #F X B8 F L F (P <0.05), WFE
2 ~3,

F2 #HEIZXLKRI EAE MNRINA CD11b mRNA (B3 REM M (v £5,n=6)

I & WU I ] CD11b/B-actin
A /g-kg™! 7d 24 d 40 d
EH# - 1.03 £0.26 1.03 £0.26 1.04 £0.31 1.02 £0.20
7] - 0. 60 +0.30" 2.78 +0.81" 1.26 +0.26% 0.93 +0.23%
i - 0.68 +0.27" 2.39 +1.09" 3.20 1. 14" 1.58 £0.36"
RN 3.9x10°? - 3.17 £1.61Y 2.42 £1.31Y 1.00 +0.22%
i Bk 20 - 2.08 £0. 74 2.56 £1.47" 1.01 +0.39%

T« 5 R B 1) A IE L He D P < 0. 05 AR AL L™ P < 0. 05 (% 3 [dl) o

F3 HEZXERWIREASEREMEFHEKXNR CD11b mRNA AE AL RHENRENZMI (x£5,n=6)

7 & Wkt f ] CD11b/B-actin
415 »
/g kg 74d 14 d 24 d 40 d

EH - 1.11 £0.55 1.02 +0.24 1.13 0. 65 1.36 +1.18
il - 1.82 +0.95 0.73 +0.30% 1.57 £0.34% 1.32 £0.71
[ - 1.76 +0. 37 5.87 +1.80" 7.41 £4. 64" 1.47 +0.59
ke 3.9x10°° - 3.13 £2.03"% 4.75 £3.21 0.82 +0. 44
1 B IREIK 20 - 4.15 £1.94" 5.12 +2.50" 0.86 +0.27

T < L] [F) B 6] 5 6 4 WO P < 0. 055 S AL e 4% P < 0. 05,

4 itig

MS 77 Az 1y P 7 il 2 58 K BEIOR JE 5% 1 95 b
TS IOR= R R NN 0 DA bl 52 e 2 (|
FHLA B 2 S RE B0 IO AT AR A 1F L AR T
T 5 00 20 5 11 2 R TR AL i 5 2 B 22 4 9 I IE YA
B, G5 A ARG R AR 5, 4 MS rh R 25128 D 9T
JE LR O TSR AL, %I MS =& i T B8 R
JEWE IR D i 2 3, AT S B A ok B 9 A R B
2% 1 I PR E A T S , 400 25 B Al ik A
TN MS BRI I, B A B0 (355 )
Wi B DA 26 (i 2 ok ) LB T 0 B & R (O g
) MBI (P R E T RS
BEAESG L A ) S v BB AR MS B HL B IE B
S B 25 B A T E 4 T Th 2 5, BT
(O BF 5% 45 S F2 W, 26 B 3K 46 TR X bk R AE MS B
9 JR A R A T A 155 1 ol 382 1 D, LA VR A ) e
552 2 BOAE T, ) I T LS 5 6 EAE il 28 45 005
[N TR

MS K HEh iRl EAE 22— F8 i T 404
S 1 B G P, T AN o B R4 R
76 MS B & st FE P 3] 7 L. R L
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T ML ) 2 Aof 35 PR P R B0 9 T 4f i %% i BBB
HEA B R 52 5T 25 A b A A B0 I 5 40 D (antigen
presenting cell, APC) ¥ J&, 1 53 5 3] 384 43 36 1 K &
R A DR 7 AR I, 1 — 2 AR A B4R A
AR TG AL, SEAE S R i T 40 A L B R AN i DL & B
200 i A5 A B S AE R AL, DA T A R A A 22 Bl R Y
358 75 L B i 28 21 5 6 J R R

1E MS Fl EAE 5 i 72 oh 23 K 2R 0 i 9 484
BN M O B A BE 01 19 CD1LD A Hh Pk 46 g i
2 I 2238 WA 58, G55 P Bz 240 M 2 T ) 2 RS o
ICAM-1 P55 )80 1T rh PR 40 -5 P9 B 40 1 10 5
A T 7 AR R R S, R 2 MR T R
FO 5 R R K R I L T B R o, B
ZeAfle nl 1 L G 5 B A IR 5 M K b B R . T R
U, F 20 R 3 o v PORE 40 ) 5 0 78 P B A i Y
o4 [ 6 B e LIS T ™ A — AR 0 B4 B S B i — AP
S B S5 R A R K i A AR B R R N 2 —

A Sy R H] MOG. ., S CSTBL/6 /N LB S
EAE BIRY, -1 12,33 d 745 0w ,24 d Gk 3 i
R S0 2K 25 W R b o/ 3 S5 B AT T L
B, E RS PR 25 W R R B A AR SR



REH,% . EAE /N CNS 1 CDI1b mRNA {748 16 & 25 15 35 48 O He 1

&

M

254 ot FH ) 4

ALY I T PSS 7,14,24,40 d EAE /MR
A 85PN CD11b mRNA (335, 5 14,24,40
d i) EAE /NG A CDI1b mRNA 1) 3R 35 5 3 i 2%
T IEWAE(P <0.05) , fE G 7 d EAE /UK
P CD11b mRNA )23k H 3 T 2 B P FEAR (P <
0.05) . ASSZI Y BIF 55 25 S 2 W1, 25 ' I8 45 Tk i 3
FEAR T S 5 40 d /NEUIGZH 4 CD11b (7K (P <
0.05) ;76 & w1 5 1 7 41 e, 25 5 18 45 1tk 41/
UK ZHZ CDILDb [ 3RGA R WL B F R, BT
IREEARAE EAE S0 5 40 d FR 6 90 0190 R A B g
PR OB R M BT 25 TR 48 IR AT R BUER T EAE
18 P 47 52 0T i 4 20 19 o B AR RE B R, ] T — o R
JEE (1) 5 E R R

ARS8 3 4 EAE /N 4 AN [ B ) A5 1
PG BEAL 40 CD11b mRNA 2, 434 T 25 5 ik 4%
X EAE 45305 09 PR 37 4E 1T, A G R EAE B 28 4
(R BT B AL T S IR o L ER T A S50 K i T i 2
U ES H Ve X b L8, A 18 T4 J5 B 5 v m LA
AW 5
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