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# ZE:BHH K BT ARk SBTH) sF A X465 A (SPY B K Fl R B G4EA . ik A BALB/C A AR %,
BEMBEEEHESLSP BB A HAER A8 RERH Wk A 4 4. A% &Kk (CON4),BTH3 % & 4 (B7TH3 41),SP 41,
SP+B7TH3 4., KJ5 18.48.72 h, s RARATAY 24T H 3% 5 B G AL G 4 58, ok LB Sk B, 4 & I 4 % 4 & A 5 B
PCR 3% , # M A% 22 70 4% 7 M 45 B2 AL 85 (NSE) .S100b mRNA #5 &%k, R DBTH3 WMah 2474 %45 CON Ak, £ F L%
#5 &F L (P>0.05);SP 2880 2 4% F CON 28 (P<C0.05);SP+B7H3 284k SP %8 & # — & M 4& (P<<0. 05), B7H3 484 CON £ #)
NSE.S100b mRNA A8 % i & £ F £ %3t % & L (P>>0. 05); & F 8+ 14 & SP 242 NSE,S100b mRNA #4834 & i5 8 % F CON 4
(P<C0.05);SP+B7H3 44 NSE.S100b mRNA A8+ %k %15 SP A b4k, &6t ja) & & i — %+ & (P<<0.05), #i B7H3 &£ SP
FHSEe N F K P, £ NSE,S100b 49 & B &k AR 3 T K om e .
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B7H3 upregulates neuron-specific enolase and S100b mRNA expression in mice with S, Pneumoniae meningitis "
Wang Yanping' ,Chen Xuqin'® ,Wang Zhedong' ,Zhang Bingbing' ,Fu Fengqing® ,Li Yan'4
(1. Department of Neurology .Children’s Hospital Af filiated to Soochow University »Suzhou, Jiangsu 215003 ,China;
2. Institute of Medical Biotechnology ,Soochow University , Suzhou, Jiangsu 215004 ,China. )

Abstract: Objective To investigate the effect of B7 Homology 3(B7H3)on brain damage of S. Pneumococcal (SP) meningitis.
Methods SP meningitis was established by intracerebral ventricular injection of SP suspension on wild-type BALB/C mice. 48 mice
were divided into 4 groups and received following injections: NSCCON group) , recombinant murine B7 H3alone (B7H3 group) , SP
group,SP+B7H3 group. At 18.48.72 h post infection, mice were conducted neurobehavior score, then they were anesthetized and
killed by cervical vertebra dislocation, brains were collected. The mRNA expressions of NSE and S100b were detected by real-time
PCR. Results Compared with CON group,the scores of recombinant murine B7H3 group had no significant change at 18,48,72 h
after infection of SP(P>>0. 05) ; at different time points the scores of SP group were decreased significantly than the CON group
(P<C0. 05) ;scores of SP+B7H3 group decreased furtherly than SP group(P<C0. 05). The relative expressions of NSE,S100b mR-
NA in brain tissue homogenate:for the NSE,S100b mRNA relative expressions, there was no significant difference between B7H3
and CON group at 18,48,72 h post SP injection(P>>0. 05). At 18h,48h,72h, post infection mRNA expressions of NSE, S100b in
SP group increased compared with CON group(P<C0. 05) ;the mRNA expressions of NSE,S100b increased furtherly in SP+B7H3
group compared with SP group(P<C0. 05). Conclusion B7H3 upregulates the mRNA expressions of NSE and S100b,and promotes
the progress of SP meningitis in mice.

Key words: meningitis, pneumococcal ; brain injuries; B7H3 ; neuron-specific enolase; S100b

Jifi 9 %% BR T (streptococcus pneumococcal, SP) &2 5| A2 1k ik T 20 J6E B A0 B L R S B AL R AR R R AT TR
PRI A Foc i LA S 2 BRI 22— ARSI E M A R4 H A58 % B, 76 8012 40 T 1 i 5 8RR 3 1 ik B P, BT H3
J5 8RE 1 A B 28 R G 0 P . SP ﬂwﬂﬁxmﬂiifﬂyﬁfﬁﬁ B ik B THET IR B/ RSP I BE 4 L IESE T B7TH3 &
BT, LAY R 20 R S S RRIR YT )G, SP R I 42 47 At TLR-2 AL 3G 58 1 0 P9 48 i 52 Lo 3 ) 1 i 1 ¢ e
Bk 5% B R. A SONMERE BB L RS )G B FOBEIR™ . ASHIF 9T 2 1 WE RS2 06 i S Al B, 38 13 %€ B7TH3 X
HET L, 2RI IAGT VK R AR T B R B A9 A i SP Hﬁﬂ%ﬁéd\ﬁﬂ"]llﬁWr#ﬁu&*ﬁm”@}ﬁ%ﬁu% NSE #i
RBEHFED . Wk, — ST A IR A S E S100b Ay Kk 11 A i — 25 4 HF BTH3 X SP i iR ¢
BLHI S X5 36 97 ek st 4 TR i R 48 TS 7 L F K. BT [R] U 1A [EGEp Al
3(B7TH3)J& B7 Hp R H¥ 43+ 8 W 8T LA B AAE T 44 i 1 MR 5F%

NP R IR Iy B 2 A M A B S SP R 4 i [ A 1.1 kR 2834 . BALB/C /N RAL 48 B, iy [ 5256 50
gdﬁiﬁ/\ﬁﬂémo i T R S P 9 AR il (NSED J2& Sz B i 45 Pt Qi3 A "D . 1557 SP3 Bl H American Tis-
AR E S, S100b R EH 2 96 % A2 1E T i N » 46 K E8 43 4 A sue Cell Culture Collection (ATCC, Manassas, VA), H 5

x HEMB EHEARB IS ®WIT E (30972718, 81273242) ; VT #4548 A A Bl % 3 4 % D30 H (BK2012605).  fEHE @ /v T & F
(1987 —) At 1+, 3= B M F5 L 385 Pl 2 955 9 F 9% A BiR4EE . E-mail: xuqinlili@163. com; 4 #iR{EE . E-mail:yan62bh@126. com,
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ATCC 6303;mB7H3 % (4 lly [ % E R&.D 44 7] ; NSE.S100b I
B-action Z X 5[ ¥ 44 fy b 1 (B 5O A7 R A 7] % 11 Trizol
WA B 1 1 (B %) 45 BR 4 7] s Prime Script RT reagent
kit Perfect Real Time i& 7] & .SYBR Premix Ex Taqll(Perfect
Real Time) il & W A AW LR (K& A RLA;
RNeasy Mini Kit I A LAREDHEAR (LB ERAH .
1.2 J5¥k
1.2.1 #h¥Wirdl ¥ 48 X BALB/C /N 4rh 4 4, &4 12
Ho, AR K 4 (CON 41D 58 7 J5 1) U o == 44 A 15 pL 0. 9%
A4, BTH3 [ 41 (BTH3 41) &2 {7 ) 1 I i %= 7 A 10 pL
W E H0. 33 pg/pl 9 BTH3 &1 +5 pL 0. 9% & fbéh, SP 4
SE LG IR 2 1 A 10 L 0. 9% AL B +5 L ¥k JiE N 1.5 X
10* cfu/mL) ,SP+B7H3 4. DL b 45 525 40 /N KR 35 Ak BE B[R]
318 hdl 48 h 4l .72 h . RJFE F =il 20~25 C, M4
BG4 12 h, @ AR 9% .
1.2.2 4008 540 Mt i B R i il % K A ATCC 6303 4
Foft = 1 Bt B [ A 0 35 3 b B 37 C L5 %0 R CO, BE SR R
TR, PRI A T & A 15 mL ORI AY 50 mL
BB L L BURHE A 37 CHEIREERH ., L 240 r/min R #2
TR s B 350 L 4t T 8k R B R T M 0 R 5 240 r/min 37 C
fE IR R KB 3% 6 ~8 h, 0 H 4l B 28 & B X0 S KO, o,
3 000 r/min B> 20 min, E.OEEERAT WA A OUOE. 57 L
TH IR, H 10 mL JE R 9 PBS vh 358 40 7 0 0€ 5 FF R B7 250 1R,
ISR A CHE PBS 10 mL EETURE . B0 W IR A )G - B
100 pL BT PBS AT LM B R T U & O R & H
I P T VE I B0 R 3 1T R A A — 20 C kA TR A A 5 A
LU AR B S5 I 20 T8 45 B 100 pL HEAT ¥R, B F 37 C 5% CO,
WM RS 24 h EHHEUn AR B TE T R R AR R
YT SEC, A8 VR F0 I I I A 5, 0. 9 0 Sk Bl A R 4
NP TTUE S UMK B R 1.5 X 10" efu/mL Y SP &K .

JIN BN 5 8 A5 TR R FH B0k ) Diab 00 A 28 7 50 B
2 FHRR B39 I T HE 22 (O 1. 0%6) 60 mg/ke. I8 0 4 0
SR B PR 8K S5 T EEMZ [ 2 /N B R /N Bk T H v R AR O ik
—AK 1.5 em ZEAT I YD T, BEER AU S5 4 L AT A% A TR 4
P SRR WA A A BT IX S 29 0.5 mm, R 47 55 FF 1.0 mm 2y
HEEFAL B VR 2.5~3. 0 mm. R 5K 15 pL 19 40 R B
(1.5X10" cfu/mI) 2 2 min N G218 5] 3 i A i =2, 75
BTN 1 min J5 2208 400 G 7 T B LR B
JE LABH H T 3 R R RS 0 P e 2 v AR A P A
) VR A A1 S TR S5 W 3 A0 I s ) YRR D o A I S A T A
F2 LA b s A0 05 3% 1) 00 A = N 3 5 i R BB UKL 3 ~5 min 5 A
JB8 AL BE o fife 50 G 50 25 4 T DL PR B K A T
B I A 5 /N I A e L i =
1.2.3 MWEAT AW 8 18.48.72 h B 43 5 X 4 41/ iR
(n=) FEAT PN EAT R ¥V 5 R HE R ) Loelfler (¥4 2217
NS IR TR . 5y AR FE I AR IEH G B E 5 s
PR BT 54 4. B B 8hs .5 s NRERH S 53 40 BB AT LU
BT ARSI AT 5 552 4y ANREBH B 1 4y R BEIE 8150 43
T,
1.2.4  SEmP-PCR MG % 13 54 /5 18.48.72 h, ¥ & 4/ B
(=1 1Y% [ H -85 (60 mg/ke) I 1 T ST R 1, DR 5ok 591 e
JBF AL FE 78 v B 18 Sk o 8 i 2 2 A R R R R
FRAT SR -PCR 4 . R A TRIZOL 4 $2 725 42 B/ B 2 20
A% b s RNAL il 19 04 RNA, {# ] RNeasy Mini Kit 3
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T4k, B 4E A0 R ™ % i B0 B 5 3R 4T, B Ak J5 19 RNA
500 ngdF47 0055 5% 300 55 SRRV 2D BB #2 IR Prime Script RT rea-
gent kit Perfect Real Time 17, ¥ 8 S & T.:37 C
15 min,85 C 5 s, $E M5 W F: NSE Lii#51 4 5'-TCA
TTC TCC TGG AGC CTC TT-3', F##5l 4 5'-AAG AGC
AGA GAG AGC AAG G-G-3';S100b {8 5'-TGC CCT
CAT TGA TGT CTT CCA-3', F 814 5-GAG AGA GCT
CGT TGT TGA TAA GCT-3';8-actin F#514,5'-GGT CAT
CAC TAT TGG CAA CG-3', F##51 ¥ 5'-ACG GAT GTC
AAC GTC ACA CT-3', SZHf-PCR {445 #% /8 SYBR Premix
Ex Taqll(Perfect Real Time) #3588 45 ¥ 47 SR 24 40 °F -
95 C 30 s 1 ME¥,95 C 55,60 C 30 s,72 C 30 s 35 MG
,72 C 15 min 1 MEIR,
1.2.5 NSE,S100b mRNA RyAAXS REwAYIHE R 2
J I E mRNA #4845, BL Bractin B K g 9 2 5L, Xt
NSE.S100b mRNA #£17#— b 4b 1, R F 29256 B (Ct {8 it
4 NSE.S100b mRNA fyAHXT ik &,
1.3 geitsehb B A i >R JH SPSS18. 0 S8 i+ 3k i 17 48
T PR ER U T s R BREIES Y W R I8 Ay
25571 Levene K30 ; W 2 k45 Z M WECR R R 7 2
G307 o 2 TR LR T ¢ A s N W R AR 1 SR TR S R
4. LA P<<0.05 WERAGZIFFRE L.
2 & ES
2.1 BTH3 X/NRANEAT A5 0520 % W BTH3 41
MZAT 24T 4y 5 CON 4 L4, 25 5 T4 i 2% B X (P>
0. 05) s A [f] 5] ] &5 SP 21 %5 CON 4 [ A% (P <C0. 05); SP+
B7H3 2415 SP 4 I 145 i — L BRI (P<<0. 05) , L& 1.,
1 ZRNBAFARERHETHESFLE (TLS)

it n 18 h 48 h 72 h

CON £ 4 5.00040.000° 5.000-£0.000% 5. 0000, 000%
B7H3 4 4 5.00040.000* 5.000+0.000* 5.000=40.000*
SP 2 4 4.50040.577" 3.50040.577" 2.75040. 500"
SP+B7TH3 4 4  4.000-£0.000 3.000-£0.000 1.750=40.500

©, P<<0.05,5 SP 40 [t%¢ ;> P<<0.05, 5 SP+B7H3 4 L% .

2.2 SAF-PCR FESEPE™=4  SCHE-PCR =4 B A w15 57
PE Bk A I E 2,

M:DNA $532 40 1: NSE $5 54 %47 2. S100b (148 53 7240
2 L A-PCR 3 R4

2.3 B7THS3 XJ i 48 B fi 553 455 4% 2 W NSE.S100b mRNA #H
X F KRR QRS E 18.48.72 h,B7TH3 415 CON
41 H 48 . NSE, S100b mRNA X} £k B EZ R LHK I B X
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(P>0.05) ; Al Bt ] 45 SP 41 NSE.S100b mRNA #1%} 32 ik &
5 CON 41 B 58 7+ (P<<0. 05) ; 4% B[] 5 SP+B7HS3 41 NSE,
S100b mRNA % #E ik 8 SP 4t — 5 F &5 (P<<0.05), W

# 2.3,
*2 4 AR EBHE A ALS NSE mRNA
KELEE (TEs)
24 51 n 18 h 48 h 72 h
CON 2 4 0.02840.006* 0.028+0.003* 0.028+0.001*
B7H3 2H 4 0.05240.034 0.020+0.001 0.036+0.002
SP 21 4 0.095+0.030> 0.17740.021> 0.36940. 035"

SP+B7H3 4 4 0.12420.049 0.33020.088 0.529=0.020

4, P<0.05,5 SP 4 H# ;b . P<<0. 05,5 SP+B7H3 4 [L#% .

x3 4 #H/NER B BT 18] B A 4R S100b mRNA

KELE (TEs)
2 5 n 18 h 48 h 72 h
CON 41 4 0.032740.006* 0.02940.002* 0.046+0.002*
B7H3 4 4 0.04040.018 0.0294+0.003 0.048=+0.001
SP 21 4 0.06140.057" 0.1852£0.012> 0.28440. 008"

SP+DB7H3 41 4 0.1484+0.052 0.19440.018 1.620+0.118

4, P<0. 05,5 SP 41 &b . P<<0.05,5 SP+B7H3 41 lb 4% .

3 a9t %

B7H3 J& B7 R R ¥ 43 F 5 06 18 B 0L . A 35 09 I PR 8¢
BEF A AL A0S A0 B R R AR I R R AR R S B
3 42 /B L AT o B7TH3 19235 23 AT 40 B7TH3 & A 1E
20 B M R 8 (s B AR B R v R AR . AT
w3 SO0 i A SP B ST SP IR B e /N FRASE AL, OF HL ik
AR J5 18.48.72 h B[] 45 S 25 WAL i B 48 (e R . AT 9T &
BHAE U A 22 7 4 )5 18 h, SP 41 # £ 4T 2% P4 8 CON 41 [
% DLW S0 20 /N BRAE A0 R L J5 18 h s 2 48 R B T M R R
I R i bR s 6 40 B 1 59 U5 48.72 h B, SP 415 CON 41 H#% 3F
o3 52T B A A, 2% B A I TR 1) 4 % i % /N BRI 99 1 3 25
@, SP Al BTH3 & A HEG  51 5 SP Hl I S A b L #2247
HFPEAr e — 25 T L R WIAE SP Y B R4 T BTHS inEl T
SP fii 5% 52 119 95 1% 1 2 . R B A Jk B BTH3 2 1 B v 4/ B
BRI A 24T N DR 76 45 I ] 5 34 8 CON 4 J6 A8 4k, 6 B B7THS3 2R
P14 B R IE /N BC R 0 L 53X 5 7 3 SOl A B 9T 25 SRAH A

BRI A i bR A1, AR B 5 v 38 33 F T 32 i -PCR 2 A A I i
ARSI 3 H A 5 AR 5 4 NSEL S100b mRNA fi %35, NSE
SR — Rl A0 B RS T A R R TR A TN B, TR
Moy RIS A MR TR 78 X107, W Ry 24
WO g R S M A A T b 4 0 T R R R 2 R G A Y b 4
TGP 2 28 00 T 57 25 RO BOR S B Aol R U . A s
F W NSE I35 /K V5w i 4t 45 i R B s ), S100b
F R — A A TR R 21X10° S5 A% 1 Bk =
Wik 2 ho e Jt BB AL A A9 R R R IR fE A 22 R G i &
T 168 IO 0 e v 78 6 36 0 B 4R T, Y S100b KO 5 H T
A AT LA 3 2 4% R 40 PR T A 2 s 4 i T 7 2R AT R e A
ST IR B R W, S100b mRNA 7 B AT il 4 4R
/N BRUAR B 45 4 M 4 P I SR AR R B AT ZEARBF ST R, 5
Hf-PCR 45 52 7% . 4 1 45 #0 5 18.48.72 h, SP 41/ il NSE.
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S100b mRNA A%} F 54 CON 20 W] . TH & . 36 W1 78 5 Pk
L, SP R YL 5 S T /N BUI 41 21 b NSE. S100b (1 % 35, SP+
B7H3 41/ Bl # S100b mRNA A X} ik 48 SP 4 8 ik — 4 T
B LM 7E S100b, NSE mRNA %5 J vh 35 % 3 B7H3 40 fl CON
HEFIGIF 5 L (P>0.05), 454 SP ik 4 /N B 7 45
B 2 AT SR 2 DF 43 0 Bl A5 WL % A 45 L Wb L 7 i B % 4 s 1
kR BTH3 78 SP R iy 3 RE B8 T SP i A 42 /N BRI fi
kR NSE.S100b £ H iy %5,

g5 Ak AR I & BLAE SP iR 4 /N R b B7TH3 AT
TR TSP i B 49 1) I R RE R o I L X Bl 5345 4% 7 0 NSE.
S100b W I3EH FRE R T LIRMER . BBt a7 LA B R 51 5
Gy F BTH3 7 20 M i B 48 51 & 17 v 45 45 7T R R 2 B AR
Ao X—Wr5E45ie o BTH3 1E Jy 40 5 1 I i 5 T 3038 97 1 18
TEHE SARAL TSI . PR AERTT BTHS3 gl SP ik 48 g 451
it (5 5 0L SRR RS I i RN

SE
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B R AL R 22 518 8 1 HE Bl SR AL 4 ) (AGEs) 3 Jin . AGEs
AT LU il Be-12/Bax #9 LI REAR LA K& caspase3 [ 15 46, AT
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gm—lo’

°

DR #8455 2 F0 9 15200 J A dole 353, ol 42055 4 g o 000
I AE AL D FIEE 400 %) e 3 335 o e 22 777 A0 B 50 2 T T AL Y L
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19 100 A 2 T AT T S 3 22, U T A BRI AT A B R
95 K B A AR X I3 L 7

NOS 43 iNOS.nNOS, eNOS 3 AT B2z ] 7 & Py
AR BIAS IR AP FH . T 9 % B DR R BROPE Y i INOS mR-
NA ZKF I G 42 125, iNOS  BH 4 41 it 450t o 35 48 22, FLBH o 40 i
FEAMAEAE INLY 08 R 0T, 78 15 % K R B L iNOS
G 8 L ULTE Y B B INL 9 Maller 400 5™ i it
1M S22k 22 R 90 R I 65 A A B ) R R IR A .
Al iINOS P=A: 3t 2 09 NO £ ] B Xt i 45 1 A 45 .
UE LA INOS 1Rkl BEXH A7 DR B —E sk R . A
TR AHENKT INOS By7KF Rz BA B EHMEIER.
HHAREEE.

AWFFEIESE T 2B Mn] DLk DR, HAE g2 5k B
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