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(=] HIY W% TR (sodium butyrate, NaB) X} J§ Z ## (lipopolysaccharide , LPS) 55 BV2 /|
JUE 5T 240 L A i SR A IR AE AN 0L . i ARTRIVREE NaB Bl J KA LPS -3 BV2 41 fi, R H
CCK-8 {4 BV2 2 M3 7 1) 728 Ak, A4l 25 R B S 00 Wk B2 b BV2 /INKE 5t 41 it 432 % i ( Control )
21 \LPS 2 . LPS+NaB it 541 (0. 125 mmol/L) Fl LPS+NaB %41 (0. 25 mmol/L) ; NaB Tiiib#5:1 7%
(17 h) J5 2R FH LPS 4k2E 0 5 24 h 55 BV2 /NI 5t 40 il 48 S A B 5 GRIESS YA 46 I 48 fitd NO R ik
ELISA A6 10 24 i 35 57 % v 40 il PF - IL-18 \TNF-o A1 IL-10 11 7% & ; RT-gPCR £l 4 ffd iNOS I CD206
mRNA 7K 5 28 5 S Y o A 21 ifL iNOS i1 CD206 [)°F-3 % 4 i ; Western blot il 21 fifd v TLR4 |
NF-kB p65 . IKB-a il p-IKB-a &35 7K, 3 25 2% F0 A% 26 (1, K20 NF-kB p65 BYA% 56 . &5
GRIESS Z55R 7 , fm GGR 5 NaB 411 NO J3 i /K P-4 LPS 414I (P<0. 05) ; ELISA Z5 3 R, i I
it NaB 44 ih iy IL-18 F1 TNF-o 437K P42 LPS 4K (P<0. 05) ,IL-10 43 7K~F-4¢ LPS 2 5 (P<0.05) ;
RT-qPCR 25 7R, & KK NaB 52 F 8 T iINOS mRNA 3235 (P<0.05) ,f£ i T CD206 mRNA [
FiK (P<0.05) ; BT LE R Bon, & ARG i NaB 0] W 2980/ BV2 41 g M1 SRAGR & iINOS [y 3=
ik feit M2 RAEFREY) CD206 1)Kk (P<0.05) ; Western blot Z5 5 7R, 5 LPS 41AH I, i AR &
NaB I 21| T TLR4 \NF-«kB p65 F1 p-IKB-o [3E 13K, [RIES 0] T NF-kB p65 (%% (P<0.05) ,
451 NaB 0% LPS #5319 BV2 A 445 Ry, HAILHI 7] 2 5 NaB 41| TLR4/NF-kB {5538 #% .
PEHE BV2 i M1 F Rl M2 FAMRALA ¢,

[REIR ] TR /N BTN 5 5AE s B Ak ; TLRA/NF-kB {553 %
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[ Abstract | Objective To explore the regulatory role and molecular mechanism of sodium butyrate
(NaB) in lipopolysaccharide ( LPS) induced inflammatory phenotype in BV2 microglia cells and the

molecular mechanism. Methods BV2 cells were treated with different concentrations of NaB alone or
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combined with LPS. CCKS8 assay was used to detect the change of cell viability and to screen the optimal
concentration of the drug. Then the BV2 cells were divided into control, LPS group, low- and high-dose NaB
groups (0. 125 and 0. 25 mmol/L). An inflammatory model of BV2 cells were established by pretreatment
with NaB for 17 h followed by LPS treatment for 24 h. Griess assay was used to measure the NO content in the
supernatant, and ELISA was employed to determine the contents of IL-18, TNF-a and IL-10 in culture
medium. The mRNA levels of iNOS and CD206 were detected by RT-qPCR. Immunofluorescence staining was
used to observe the expression of iNOS and CD206. The protein levels of TLR4, NF-kB p65m, IKB-a and
p-IKB-a were detected by Western blotting. Cytoplasmic and nuclear proteins were isolated to detect the
nuclear translocation of NF-kB p65. Results
low-dose NaB groups were lower than that in the LPS group (P<0.05). ELISA results indicated that the high-

Griess assay showed that the secretion of NO in the high- and

and low-dose NaB groups had lower secretion levels of IL-1B and TNF-a, but high secretion level of IL-10
than the LPS model group (all P<0. 05). RT-qPCR revealed that high- and low-dose NaB treatment
significantly decreased the mRNA expression of iNOS ( M1 phenotypic marker) and promoted that of CD206
(M2 phenotypic marker) (both P<0.05). Immunofluorescence staining presented similar results as RT-qPCR
(P<0.05). Western blot results displayed that high- and low-dose NaB resulted in significantly inhibited
protein expression of TLR4, NF-kB p65 and p-IKB-a as well as nuclear translocation of NF-kB p65 when
compared with the LPS group ( P < 0. 05). Conclusion
neuroinflammatory responses in BV2 cells, which might be associated with its inhibition of TLR4/NF-kB

NaB significantly reduces LPS-induced

Il 4275 s K224 41,2023 ,45(17) 1847

signaling pathway and promotion of BV2 cells shifting from M1 to M2 phenotype.
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PRAE L FE XA 22 22 45 ( central nervous system ,
CNS ) JB A7 15 728 10 475 4 468 453 11 7R B AR o
/NS AR AR A CNS B BE R ELREAR AL, 7 AT CNS
SPELIMIAY 5% ~ 12% , 1 CNS J4E K b b 3 2 A
RS Mg B 47 B e 0 A A A A R
G2 I 2 L TSR e AR Ak M B M2 A RE A
S AMRE™ o ML TR0 /N 5 40 MR AR 4 40 e IR
TR A5 s M2 BN o 240 i D) e ok 3 WA A%
AN TR s &, R s 2 s . i
P/ N B4 M1/M2 W4k, AT RE TG Y7 CNS R AE
ST T e S T

T HREH (sodium butyrate , NaB ) & P I T 182 14 4
I, A WS & R A A AR . b
F - ES A TE R, NaB 28 81 8 4 B RE 25 68 1. fii
FEBEAE T NS, 7 il 26 v 00 00 46 4% 55 3l ) 15 8
SEEF T R B B 4F 9IRS AL, HALHI T R
o B A T A S R WA A A 5T HRTA &
NaB 7t CNS fHT R AL HIASE 40, NaB & #5352 055 7]
JRE AR M1/ M2 B AL B AR R A FHRIAILAR 8 R 58 42

2 RIS IE WA NaB Xf I8 £ 4 (lipopolysaccharide ,
LPS) if5 5 BV2 40l it 2 B AL 19 9 45 /E T, A TLR4/
NF-wB {5538 FAR 0 H T RE BT R AL , 482 -l i
R i 38 TR RE A ) TR R 45 NS S8 E M 2 9 1Y
{FAXI=RS

1 #MRERE

1.1 3t

L1 kiS5 ad /B BV2 /)N J5T 4 i
(CL-0439) Iy | S PCE-# 38 arPHA R A 7] o 2R
DMEM 8552 3¢, A 10% Jif 2F 1138 Fl 1% Wt ; & F
37 °C 5% CO, HFRA i I 20 AR < = X E500 i
AT 3R a AR . AR R 4 A O X A
(Control ) 4, TF ¥ 58 4> 55 77 B 35 5%, AS AT A7 b 3 5
@LPS 41,BV2 4 g k557 2 X H00 )5 , L 100 ng/mlL ()
LPS 4bFH 24 h; @LPS+NaB {7 & ( LPS+NaB-L) 41,
Wt CCK-8 SLIn 25 A BE 15T, 0. 125 mmol/L NaB
AL (17 h) J5FFLA 100 ng/mL %) LPS 48220 &
24 KON @ LPS + NaB &5 % & (LPS + NaB-H) 4,



1848 Bl 42 A2 R 2441, 2023,45(17)

http : //aammt. tmmu. edu. cn

0.25 mmol/L NaB FiAbFEt 7 (17 h) J5 FLA 100 ng/mL
9 LPS 4k & 24 h
1.1.2 FZiKH  NaB(B5887) Al LPS(12880) Ity
Fl Sigma 23 F); DMEM #5537 3 i 4 i i #1863
Gibeo 24 7] ; 4248 2 BGAH & (BC3710) K 4 1
23050 & (RO050) 1y B Jb 5t R IR ERHECA IRA 5
CCK-8 i1 & H Beyotime 23wl ; NO {57 & W A
BB TSR T ; IL-18 (E-EL-M0037¢ ) \ TNF-o
(E-EL-M3063) .IL-10( E-EL-M0046¢ ) ELISA 2t 1 £ 1%
A Elabscience /3] ; PrimeScript™ RT Master Mix Kit £/l
SYBR® Primix Ex TagTM Kit ) H H 4 TaKaRa /3 @] 5
I AR T A TR (R B A BR A\ A s
CD206 42 v BT 14 (ab64693 ) I INOS H B 5e P& 4t
1A (ab178945) I F| Abcam /\ &) ; Alexa Fluor 488 #Ric
AL AEHTA (GB25303) At 2t K B 1 (G1401)
g H Servicebio 2\ &) ; TLR4 FR P 7T [ P 44 ( 66350-1-
Ig) 4 H Proteintech /7] ; NF-kB ( P65 ) 4 £ 73 [P i 44
(GTX107678) I [ GeneTex 4 &l ; Bk, TKB-ou 4 2
TLRETLIAR (APO707) g H ABclonal 23 ) ; IKB-o fil 278
R4 (4814S) i H Cell Signaling Technology 7\ ) ;
PCNA #i{A (200947-2E1) g 5 il #0 1E REA:= W) ARAT R
TAE ],
1.2 7%
1.2.1 CCK-8 ik Wik E WO U KB
BV2 41 i il 5 A0 B (5% 10°/mL) , 4% 100 wL/FL4%
Tl 396 fLtl . BEE X HRAL (AU RE IR ) FIAS [R] vk
JE NaB 41(0.0. 125.0. 250 .0. 500 .1. 000 mmol/L)
VLG BE O L, 150 6T HRZH AU [ R B2 NaB 25 L)
S NaB 5 LPS Bk & 1 ] (NaB i 4b 3 %, #5-1 F
100 ng/mL LPS fE ] 24 h) Jl & 24 9 %o 4 4 R s
BV2 4ffIE Sy, B4 5 R L. A T Higs
J&  $i B CCK-8 127 & U W B4R T H SR A iys o
1.2.2  GRIESS 3G #5240 40 B I 35 H NO 7K1

MBI A TR 1. 2. 1, 380 T 6 LAk, 4L 2 mL,
O E T WAL HE, S5 S R A A A s AR RO
4 °C .2 000 r/min B> 10 min, HEHE NO R 7] &1 B
F5F 550 nm b E A ALOGE AL D (550) 1, 115345
HANM NO 737K

NO &t =[S D(550) -2 4 D(550)

{B)/ (NO FrUEfh AL D (550) fH-%5 4 D (550) A ] x
v ot R 8 > A
1.2.3 ELISA ¥l BV2 40 b5 1L-18 .\ TNF-a Fll
IL-10 737K AN BT R 1. 2.2, %

HE ELISA 2070 G vl B B i AT 84 , 2 hilAn e th £, 3t
A A TL-18 \TNF-o 1 IL-10 (437K -
1.2.4 RT-qPCR 34 iNOS F1 CD206 mRNA [
ik AHMERTRIAE A 1. 2. 1, L 2 mL, IEREfS 44y
ML TR, TS B3, PBS Uik, #& &
fL 1 mL TRIzol 2B EL RNA, /A 4G il RNA 4l i
5V, MRAE TaKaRa 1357 & U6 B F . 4E , LLaif%
S U cDNA AR T % 5k F1 PCR BN, T AR
595 °C 30 s ,PCR 24 95 °C 5 s, 60 C 1 min JL3F
1T 40 MEFF, L GAPDH &g, 274 g1 H
)3 F mRNA 9 FH XS ik . 519741 INOS I i
5'-GGCTTGCCCCTGGAAGTTT-3', F il 5'-TGCAAGT-
GAAATCCGATGTGG-3';CD206 |37 5'-TTCAGCTATT-
GGACGCGAGG-3", 7 5'-GAATCTGACACCCAGCGG-
AA-3"; GAPDH I % 5'-GGTTGTCTCCTGCGACTTCA-
3, Fii# 5'-TGGTCCAGGGTTTCTTACTCC-3'
1.2.5 g 4 M Ak~ gy 3 A iNOS Fil CD206 (1)
PR AUMTER AR 1. 2. 1,6 FLARI AR
REIC -, BFFL 2 mL, W REF AN M 70 2 25 T 25 I A BE
TG 37 1, PBS ik, 4% 2 5 B = 15 [ ;
TS T AR == & 20 min;3%BSA = i £} 4] 30 min;
JEEPL CD206( 1:200) 1 iNOS( 1:250) Hifk & T &N
4 °C 7% ; A Alexa Fluor 488 Fric i LLZEProe (1 :400)
FIRIFFE 50 min; DAPL & Je 4 iU A% ; 3 F; BaAu 41 B
AN A% 5 % 5, CD206 iNOS 5 4% 4 ; i Tmage J 1144
SEF D ERREE , F e BV2 /INBE 40 g 26 UM AR A I o
1.2.6 Western blot £ BV2 /NI 5 41 M 4% 25 1 I AH
YIRS AL AN M, Fe R R BGAR E U
SRR R EA K EAMBEAZE A, RH
BCA s kB . IR E R AEN B, B
VK I B S A —#3t (TLR4 \NF-kB p65 | IKB-o
p-IKB-oo . GAPDH ,PCNA) F 4 C WE R, EENE
e 1 h, TBST Yeik ), i 1l ECL %52 Witk 7 2 1 B
TR, Image J 340 HT 2R 1K FE(EL
1.3 %itZowr

P A SE s /0 E A 3 IR, R GraphPad Prism 9.0
AT G b . Bl DL xes 78,2 Al 22 7 1
BERFH LSD-t K36, 22 40 0] 25 55 LU 35k FH B R 38 T 22
43HTe PA P<0.05 FRZRA G E X,

2 HR

2.1 NaB s LPS #5449 BV-2 Zu & /1 44 % vk
TGt 42 NaB B b FEIA S NaB 5 LPS(100 ng/ml)
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A AbFE, CCK-8 25511 /s BV2 4l i1% 7156 B 7,
J& TR, NaB Bl hb B CCK-8 45 58 f 7R : 24 NaB fE
FHHeJE 5% 0. 500 mmol/ L i} 2 Ja i 1 52 2 W @ 40,
ERAG S X (P<0.05, & 1) ; 4 1E ik E k5
1.000 mmol/L i}, 24 it 1 o7 W S B A1, 29 0 JF 8 41 1Y
2/3, NaB 5 LPS BXA ALY CCK-8 45 7R 1 0. 125
F1 0. 250 mmol/L 5531 NaB fET F2E 5 BV2 4Hfig G
J7(P<0.05, & 1), FHi,0.125.0.250 mmol/L 4345
Y NaB AR Fr s 380 i P T fe 2250 55
M NaB

[ NaB+LPS
ah

150 5

100

AT J1/%

504

0 0.125 0.250 0.500 1.000
NaB 25%)3¢ & /( mmol/L.)

a; P<0.05,%5 NaB 0 mmol/L b % ;b. P<0.05,%5 NaB+
LPS 0 mmol/L iz

1 CCK-8 x#NAREIRE NaB UK EES LPS 3§ BV2
HRIE SIBIRA (n=5,5+s)

2.2 NaB st LPS # %8 BV2 4gfie. NO IL-18, TNF-«

#Fa IL-10 #9 %@

55X A A H, LPS Hl3E 5 NO (IL-18 #1 TNF-o
HEFERIN(P<0.05, & 24~ C) 5 1L-10 & & 3% %
filk(P<0.05,5 2D) ., 5 LPS fHIZHAH L, i IG5 &
NaB 4 NO . IL-18 #1 TNF-a & 5y /b, 1L-10 5 5 1
I, ZES A Gt A L (P<0.05, 8 2) o W] NaB Af
i LPS 7551 BV2 40 i di 28 58 0E S iz, B 50K
FEPEHAD ] NO IL-18 F1 TNF-o 7335, f i TL-10 43304

20— 3004
a

—~ o a
= 151 =
£ b £ 200-
£ 10 = b
- b @ b
S < 100
Z 57 =

0- 0

1 2 3 4 1 2 3 4

TNF-a/(pg/ml.)

2.3 NaB # LPS i %49 BV2 @i M1/M2 £ & 44k
R

T NaB f ] BV2 41 M 98 0E 2 W S 75 5 4%
RIRRACA G, 8] RT-qPCR A0 BV2 Zifig M1 R AR
EW INOS Fil M2 FHEIFREY CD206 1) mRNA (1) 32
ik A8 FH G e A Ak 27 G 8 0 UEEE iNOS FiT CD206
HEE MK, RT-qPCR 450K, SR AI L, LPS
HE INOS mRNA 323k B 25 (P<0.05, & 3A),
CD206 mRNA ik i 2 T [ (P<0. 05, & 3B) ; & K
A NaB 2[5 LPS BiRIZHAH HL ,iINOS mRNA Fik g R
1%, 22 94 Gt L (P<0.05, & 3A),CD206 mRNA
ik #E LI, 22 RAGT L (P<0.05,8 3B) ., %
JEDIELE R BN, 5 1IEH X LA e, LPS T4l iNOS
HEHRAUE A, 2R AGHEE L (P<0.05, B 4A
B),CD206 3 H3RiE T, 22 7 A Geit+ 5 X (P<0. 05,
& 4C. D), i K7 NaB 205 LPS T 1 40 44 Lt
iINOS FR IR T, 22 %A G it2# = X (P<0. 05,
& 4A B) ,CD206 & KA B A, Z R A% E
X (P<0.05,[ 4C.D), iX L5515 0] NaB A fig i
LPS 531 BV2 40y M1 A [n) M2 AL,

8 5 B 3
= 2 i b
o #
% 3 b b EE 2
= = b
z 2 z
= = 1A a
£ 14 £
z s
Z 0- 2 0-
1 2 3 4 b 1 2 3 4
2151 A 25 51 B

1:Control; 2; LPS; 3: LPS + NaB-L; 4; LPS + NaB-H; a; P<
0.05, %5 Control ZL3t% ;b P<0.05,%5 LPS 4%k

B 3 RT-qPCR #&il&2H BV2 ZHkE iNOS(A) 1 CD206(B)
mRNA FKiEKTFE(n=3,x+s)
2 000 5 500
b >
| 5004 . = 400
b % 300 .
1000 =
S 200
500 = 100
0- 0-
1 2 3 4 1 2 3 4
215 C 5 D

1:Control ;2:LPS;3: LPS+NaB-L;4; LPS+NaB-H;a:P<0. 05, 5 Control Z8}t%5 ;b P<0.05, 5 LPS 21 }b4%
A: GRIESS #463 NO 23tk ;B: ELISA #4#] IL-18 437K F; C: ELISA ##] TNF- 2 37K F ;D ELISA #
) IL-10 2wk K -F

2 GRIESS %70 ELISA 43 51#& & 22 BV2 44 NO . IL-18 \ TNF- #0 IL-10 43 ih 7K (n =3, x+s)



1850

i 45 %2 B R i, 2023,45(17)

http : //aammt. tmmu. edu. cn

DAPI

[
—
50 pum
=]
—
4

iNOS Merge

Control 21

50 pm

LPS 4

50 pm

50 pm

[

50 pm

LPS+NaB-H 4] LPS+NaB-L 4]

w

iINOS S5l

Control 4

LPS 41

LPS+NaB-H4] LPS+NaB-L 4

DAPI CD206 Merge

50 pm

) paian
5 50 pm
— —
AL L

< — a C

2.0
3 b
B 1.5 I
Eg D
d 1.0 a

0.5

1 2 3 4
bl D

1:Control ;2:LPS;3:LPS+NaB-L;4: LPS+NaB-H;a:P<0. 05, 5 Control Z1}t4%; b:P<0. 05,5 LPS 41 1t4%
Az o dE S A INOS & G &K B F X F 547 INOS & & 3 50 3% B C: g2 3 KA i) CD206 & & & 34
D: ¥ & 547 CD206 % & -3 58 1% B

CD206 V147258 )
()]

(=)

4 RETHKINELE BV2 20 iNOS F1 CD206 T [ RIEKTF (n=3,5+s)

2.4 NaB st LPS 3549 BV2 28 iz TLR4/NF-kB 1z 5

R SE R

P I A5 A 40 42 25 1, R Western blot £ il
TLR4  NF-kB p65. IKB-a HI p-IKB-o [ % ik, 5
Control Z1#H L, LPS il J5 45 41 TLR4 Fil NF-kB p65
MR FRBRE BT, ZRA G L (P<0. 05,
5A~C); 5 LPS 4HAHLL, = IR & NaB 41 TLR4 33k
Bz 2, 22 A5 # 5 L (P<0. 05,8 5A B) ;
5 LPS HAALL, i LG & NF-«B p65 ik 152 341
il , 22 A G L (P<0.05, 18 5A [C) o [R]IRHI E
T IKB-o 5 B BERR AL FE L, 45 R B, 5k H A IR
AR, LPS U5 p-1KB-o K A %605 B E 1R, 25
Agiit s L (P<0.05, 8 5A.D); 5 LPS 4 AH Ik,
& KT i NaB 4L T B2 41 A IKB-oo B R
b, Z A G EE X (P<0.05, B 5SA.D), Hin]
UL, NaB #] LPS 75514 BV2 4l 4 5 S 7 1] g S
it TLR4/ NF-kB {5538 #§ S BT o

2.5 NaB s} LPS 3 549 BV2 %n it NF-kB p65 4% 34

O]

53 5 ML IR AL A% 5 1, 2R Western blot 45 Il
NF-kB p65 HIRZH A . 55 Control 414 Lb, LPS Hi|
UG 5 41 NF-kB p65 #2567 B B30, 22 74 Ge it 2
X (P<0.05); 5 LPS 4k, & K7 & NaB 41
NF-kB p65 18 [ 31k B W FRAIG, 22 7 A Fit 24 X
(P<0.05, 6) . Bt al W, NaB il 7 LPS i 51
BV2 2 il NF-kB p65 A% F 1 .

3 iFig

P28 SR AE X I 1 A v A A5 6 4 N BT UK
POFERATSE CNS i 1o 72 1 22 4~ B B 1) & A fn & &8
FOATEERM T o 3 B 2 S AT AT e 2 400 g
LU E , (5 BLR DUEAL , S S 5 v 2o fif
TR B2 RN ) RE RS 05 25 UIAH DG . IR BT AR Gnfar
] A 28 9% AiE AR A CNS IR AT P A48 1A 455 1 453 43 ¢ s
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12 3 4 25 20 2.5 .
TLRA(110x107)— e S a— 1 e : g ]
3 20 by, s - )
NE-kB p65(65x10°)— e 4D S a— 15 ® K15 :
= = 1.0 =
juang
pIKB-ai(30x10°)— " - — = H0 . o &5
g 0.5 g g 0.5
TKB-a(39x10°)— | i S S a— 0 0 0
) 1 3 4 1 2 3 4 2 3 4
GAPDH(36x10°)—» S S - — 215 B 213 C 415 D

1:Control ;2:LPS;3:LPS+NaB-L;4:LPS+NaB-H;a:P<0. 05, % Control }t4z%;b:P<0.05,5 LPS 2B}k &
A: Western blot #-#] TLR4 , NF-kB p65 #= p-IKB-oe & & %A ;B~D: 4% 4 TLR4 | NF-kB p65 #= p-IKB-a & & ¥ % 5 57

5 Western blot #1540 BV2 4l TLR4/NF-kB (£ EBHREAFIE(n=3,1+s)

1 2 3 4

PCNA(29x10°)— &‘

C,WOSO] NE=«B p65(65><103)4>_
3 4 i
GAPDH(36x10%)— ‘ A

5 15
08 4 iz
= 10
® 3 ® b
— i
= & b
£ 2 Z 05
s {a a
w1 e
0 0
1 2 3 4 12 3 4
215 B 215 C

1:Control;2:LPS;3:LPS+NaB-L;4.:LPS+NaB-H;a:P<0. 05, % Control A }b4% ;b.P<0. 05,5 LPS 48 b4t
A; Western blot # | jtL 32 F= e Jt NF-kB p65 & & & ik ;B.C: 4% A Mozl NF-kB p65 & & F £ 2047

[ 6 Western blot #ill& 48 BV2 4 NF-kB p65 #ZE L HI7K F (n=3,x+s)

(AT R o N ANIEAE Sy CNS (1 5 B 5058 4
I, A 28 R ) SR 5 50 0 ML RN R T 4
J 5 4 NO (IL-18 A1 TNF-o 542 2 40 I A 1, el
RAESNL 5 T M2 B R] 734 TL-4 | TL-10 245 5 40 i A
T R A AAE N o PRI, IR /DN S5 4 i 1) M2
TG T RE S 1o 22 SR AE IR TRAENR T 7 IS

B B AR AR IR I S 38, 2085 10 A
B0 5 ARG SO 24 B R R
WAy 5 DAL FEAL A A o BHAE B R R K
BEETREAER 7Y B R R A 5L
K S8 T I i A O i 2 T M 3B AN CNS 9 0L 1) 52 7 i
B, HENTENLH AW B 7R o BFTE R, 2 iR
DIFERIF N 22 ZAVEREAL S CNS PR i & 28l W P
Ji7a SRR 2R 1, T 2L 1 M T TR B L2 5 00 Y S A
SR, R S A ATl e 2 ) s T R
T A I ZE LA P 3 T D) ] s R B R
LR SRR AT RE -5 o 1 1 2 e R AR DT R P o5
FASEHS 270 A, YU S 5 B B 56 4 B 45
13 F8 3 W T8 7 R AR DT RR A PURT B T KPR 125
A /N S R B T IR & IR TR R T
58.6% , MFERAAHLIG T RS L T 46. 7% , BIH Al
FEHENR IR S AR K, HAT s s D RE R PR A A
BERLIEAC ™, XSSy 4R NaB AT B2 8 il 5
CNS* H33 7 (S B 0, 4 20 1ok I Ml 5 B 9 15 CNS

R BRDRE!" S, (A NaB BB VEFTF CNS (/i
JoT 4 M R 3P RAE AN T A

WS E Sl CCK-8 it NaB 2454k BE Vi [,
DA T BV2 4 A58 B . CCK-8 25 R,
0. 125 mmol/L {#) NaB ¥4 517 BV2 401G J1, X 1] fig
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