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Abstract To investigate the mechanism of SI00A9 inducing astrocyte activation and promoting inflammation,
mouse astrocytes were treated with different concentrations of SI00A9 protein for 24 h. CCK-8 was used to de-
tect the astrocyte proliferation rate; scratch test was applied to detect the migration ability; the mRNA levels of
glial fibrillary acidic protein (GFAP) and complement C3 were tested by RT-qPCR; the protein levels of 1L-6
and TNF-a were detected by ELISA in the culture supernatant; the signaling pathway was screened by tran-
scriptional sequencing; the protein level of TLR4, MyD88, P65 and PP65 were evaluated by Western blot;
the activation of TLR4/NF-kB signaling pathway was verified. The results showed that 5 pg/mL S100A9 pro-
moted the proliferation and migration of astrocytes compared to the control group; S100A9 significantly up-re-
gulated the protein level of IL-6, TNF-a, GFAP, C3, TLR4, MYDS88, P65 and PP65; addition of TAK-242
and BAY11-7082, the inhibitors of TLR4 and NF-kB pathway respectively, can significantly reverse the acti-
vation of astrocytes and the production of inflammatory factors. In summary, S100A9 promotes A1 astrocyte ac-

tivation through activating TLR4/NF-kB signaling pathway to enhance inflammatory response.

Fe I H AT th BT RS SR ST I H (este2015jeyjA10034) ¥ Bl

5| %3 Zhou X., Bai Q., Zhang X.Y., Ye L., Peng Y., Tang Y., and Liu Y.G., 2022, S100A9 activates astrocytes through TLR4/
NF-kB signaling pathway to promote inflammation, Genomics and Applied Biology, 41(5) :1103-1111. (Ji%&, HT5, k/NED, mH40,
LE, 5, XKAI, 2022, SI00A9 i if TLR4/NF-wkB. {5 5538 B 6 2 I B R AT 2 kAR S, BEIN 20~ 5 R A7, 41
(5):1103-1111.)
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PR JRAE S A ME B G P B 450 7 SRR i A 5E
Z TS PR 22 1R 7 PP S5 Y H 20 BRARAE ( Lidde-
low and Barres, 2017) , W5 7N, i BE O 28 ROAEA
MTMAERGER KT MG EE i R A a2k
(R RAE 2 2 20 25 LA, 0 2 S R R
2195 ( Alzheimer disease, AD) .2 & P4 4L ( multiple
sclerosis, MS) MA4: 7555 ( Parkinson disease, PD) 55¥5%
I 8 & A & (Kwon and Koh, 2020) .

BB BN 22 5 X B 28 2R 58 RE LY
MMz — 24 o g o 4 L B FY) 80% ( Linnerbauer et
al., 2020) , IR TTANMEER T X2 ool S8 E
F& PRAP B S SEAE IS 38 BAT 44 B 1 HUK AR
B B HMABFAE AL TR F T SF Mz
HIfiE (Sofroniew et al., 2020) , 45 &Y HIF &
PEPEJAE IV #2375 ¢ B W e o 4 e A i S G 2k
T B BRI I o A e 0 o AL B LA A2 fR 4
A WFFE R IR 2 B (lipopolysaccharide, LPS) 7] LA
P A1 BYE PR BT AN, i R 25 0E B s 4
ML DRE B AE R ¥ S A i 5 1 I -, S Eop &8
TUANZ G B A HE 454473 ( Ryu et al., 2019)

flER P F S100A9 J& T S100 K i — 5t R
AAER A LT BEARHE T2 XA 5G9 98 55 S P
bt i H S T AR 2 R G 2 P 2R AT R
JR A K (Toleikis et al., 2021) ., Horvath % (2016) il
13T 84 44 A TSR] i BB R AE F8 25 1 B,
Bl S100A9 H I /E AD B I w5, I Hon]
DIMES AD PR 580E R A 0IFR 5 . WF9E A8,
S100A9 5 AD K9 27 ~ FIC A2 B B A7 5%, @ Bk
S100A9 FE AT LU 842 AD BUICICA0 3 Pl 220
FRAE (Kim et al., 2014) . X LEE48 K B S100A9
257 AD W% (HBTERPLEIA TR AT, 3R
U R s S (B A 2018) 7k S100A9 1] L)
AR i AR T A0 R A R A A 5, E AR BIL A
A, I, AT FISE S100A9 1] REAR 3E 5 6 1 T 40
JiL A1 B3 AL S8BT RS KA A AE PR 18 b ik
FTSERmE T, o B BRA S100A9 1 0 AL $ {1
SRS R AR

1 &R

1.1 EEREABRAIERSLEE
P A S 5 T 40 B CSTBL/6 T AEFL R K

S100A9; Astrocyte; Inflammations; NF-kB; TLR4

i Kz S AL, I B AR K 24, T 4 3R T AR S G
IR 6~7 d. WA AT UL S RS , SRl 2
R b2 A 8 T 2 A A1 3~4 d JFIE L
B— 10 - 22 fIE A, X 5L IE RS JoT 240 it A S Pk e
JEBE T £F 4 1R P4 B (glial fibrillary acidic protein,
GFAP) #EAT S 2 9 St g €, %o 4l ML A% £ 4T DAPT &
e AT R ER O BB R B4, £ R B
JIE I A0 SR o A K Y R AT R R 95% A
(K1),

1 BRIEBE BN e s e

T A SR OO EHRC GFAP ;B B (9O UARICH IR C: A B
214 (x200)

Figure 1
Note: A: GFAP was labeled with green fluorescence; B: Blue

fluorescence labeled nucleus; C: A,B combination ( x200)

Immunofluorescence identification of astrocytes

1.2 S100A9 {2t B K R A Ra it 58 & i 7%

ARV B 19 S100A9 IR T S o 41 it 24 b,
Cell Counting Kit-8 ( CCK-8) A5 Il 2] g 4 5 & v . 5
STHRLHAR L W E 1 wg/mL F15 pg/mL S100A9 4H
fie 1t 20 g 3% 58 (1 2C), 10 pg/mL I 20 pg/mL
S100A9 X 20 M5 A it 2 41 165 5 5000, koA S 6 28
5 wg/mL SHFATJE LS, S100A9 {4 M R E A
RIYR Xk (] 2A) , 5% BELLAH Eb , R X3 A 1o AR
H 80% 4 /%] 40% (& 2B), A G il 2% & X
(P<0.01), LA LZ53HE/R S1I00A9 AT LIS S R IE IR
JE AN IG5 RS, T eSS0 MU TR

1.3 S100A9 {3 43R IE Al KA1 2 R R 48
FatREY B 5> i R E B F

S100A9 HI¥ S I IS B4 i 24 b J5 iE4T 4% sk 4
R, #%218 log, FC<~1 BY log,FC>1 & FDR<O0. 05 5
HEGH % E R KRR 639 AN, R UE 3k R 258 A4
(B 3A) AL RN BT B ot 41 B bs 75 5 X Steap4 |
H2-T23  H2-D1 | Psmb8. Len2 | Timpl | CxcllO, Gbp2
1 C3 ¥ ER (3B, RAE SOV AR FIR (R 1) .
I FE 35 GFAP €3 mRNA B IR B B T+, F 2
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12 S100A9 fie Bt EIE I S5 20 M 7 S i E B

T2 A - S100A9 Kb FH 20 15 08 I 2 2 1E2 Jie Tt 240 A A IS 0.6,
24 h AEEA BAT AR IE R ARG IR ;B ELJTIEIR 24 h RIJR[H]
Bt TR AL FT 23 EE (O /N T B BN J2 100% ) 5 € AS ] 9k B2
Y S100A9(0.5.1.5.10.20 wg/mL) AL 40 24 h, CCK-8 K
TR FE I I 40 M AY 776 R« P<0.05, # P<0.01, s
P<0. 001

Figure 2 SI00A9 promotes the proliferation and migration of as-
trocytes

Note:A: Phase contrast images which were taken at 0, 6 and
24 h after scratching in astrocyte in the presence of SI00A9; B.
The histogram represents the percentage gap size in 24 h (0 h gap
was considered 100% ) ; C: The survival rate of astrocytes was
detected by CCK-8 after treated with different concentrations of
S100A9(0.5,1,5,10,20 pg/mL) for 24 h; * P<0.05, #* P<
0.01, ==*x P<0. 001

fiA 2 6 (interleukin-6, IL-6) Fl M IR H T o
(tumor necrosis factor-oc, TNF-ou) FJBE T %58 %) B 41 B
BFE (P<0.01) (E 3C~F) 54 e 45 52 K
RT-qPCR il ELISA £ 342/% S100A9 JE3IE L Al
J 7 B I T A Ak 2 H 53 R TR 1

1.4 S100A9 LEif 2 ¥R B4 M TLR4/NF-«B &
SiE

X SR L I 45 SR AT KEGG 3 J% & 42 0 T
K I F kB (nuclear factor kappa-B, NF-kB) {55
18 #% F1 TOLL #5244 ( Toll-like receptors, TLR) & &
R (K 4A) , Western blot £ S1I00A9 #8421
JE J5 41 D 2 ik TLR4 . MYDS8S8 . P65, PP65 & 11 7K °F
(E14B) . 55X HRZAH Ee, 52504 8 FKSE 38, 5
H1 5 wg/ml S100A9 & 418 i3 32, 5 BHMEXS IR LPS
s —E(E 4C~F) , BAGI2=E L (P<0.01)

B3 S100A9 WS AL SN R IP i B4

A CKINEZR B TR B ik RAEMEDR Al
J M BT I B A AR A5 R 5 C, D RT-qPCR A& 20 i 3% 35
GFAP .C3 mRNA 7K, E,F. ELISA R 21 ffl 35 3% IL-6 TNF-o
FEHIKFE; =+ P<0.01, =xx P<0. 001

Figure 3 S100A9 induces the formation of Al reactive astro-
cyte.

Note: A: Volcanogram showed up-regulated and down-regulated
gene; B:The expression of Al reactive astrocyte marker gene; C,
D: The mRNA expression level of GFAP, C3 was measured by
RT-qPCR; E,F. The protein expression level of 1L-6, TNF-a was
measured by ELISA; % P<0.01, =+ P<0.001

1.5 ##%] TLR4/NF-kB 5 SB B TiH A1 kK &4
B 2B B 4l B bR 7S 400 B K oE B F

538 TLR4 SZ AR IR TAK-242 | W 0
L2 77 1) 372 {K (the Receptor of Advanced Glycation
Endproducts, RAGE ) #ii 51| FPS-ZM1 LA K2 NF-«B f1]!
5 BAY11-7082 YEFH A 2 h, A 5 pg/mL
S100A9 YEH 24 h, K& GFAP .C3 mRNA A% kK
(K 5A . B) . 54 FR4L A e, BAY11-7082 4H Al
TAK-242 ZH 4 i35 3% GFAP 1 C3 mRNA i 3 A%,
{3 FPS-ZM1 41 4i s & 35 €3 mRNA JC [ 1% & 3%,
BAY11-7082 #H I TAK-242 #1 40 Jfl 35 ik 1L-6 Fi
TNF-o # 13 F 8 (& 5C. D), {H FPS-ZM1 %}
S100A9 il B4 41 g 43 W TNF-o TRk 3E1EFH, LU 5T
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Table 1  Genes related to inflammation

N4 TReig

Gene symbol  Function descripion

XFER4L FPKM s
Control FPKM ~ S100A9 FPKM log, FC Transcription mode

-l S AN TR Lo, S5 9T R

Encoding interleukin lo,involved in inflammatory response
1L-6 S AN R 6,5 5 RAE L

Encoding interleukin 6,involved in inflammatory response
TNF i I IRSEIN T

Encoding tumor necrosis factor

0. 14 34.92 7.96 il
Up-regulated
0.22 7.38 5.07

0.19 17.57 6.53

TNFalP2 G IRE A T o B SEA 2 /BN RIEN BURIEIEN 9.48 266. 43 4.81

Encoding tumor necrosis factor-alpha inducible protein 2, as

an inflammatory mediator

TNFalP3 HRIGRRIRAEIN T o R HE A 3,/ M RIEN BRI 2. 61 26.25 3.33

Encoding tumor necrosis factor-alpha inducible protein 3, as

an inflammatory mediator

Cxell St (L T 1,25 5008 R

Encoding chemokine ligand 1,involved in the inflammatory re-

sponse

Cxel10 SN T BEAR 10,25 ST U

Encoding  chemokine ligand 10, involved in the

inflammatory response

Cel2 St AL H FEUAR 2,25 S R

Encoding chemokine ligand 2, involved in the inflammatory re-

sponse

Ccl3 LR TIOR3, 5 5 408 U

Encoding chemokine ligand 3, involved in the inflammatory re-

sponse

Celd Yt b N Rk 4, 25 RO5E I

Encoding chemokine ligand 4, involved in the inflammatory re-

sponse

Cel5 B T IR 5,5 5 508 U

Encoding chemokine ligand 5, involved in the inflammatory re-

sponse

0.11 219.55 10. 96

13.93 3 665. 24 8.04

6.28 1299.9 7.69

0.32 121.27 8.57

0.47 17.91 5.25

1. 69 563.99 8.38

TE : FPKM ;35 T A e S 10 T I S B3 B 1, AR R 3R 35 K F

Note: FPKM: Fragments per kilobase of exon model per million mapped fragments, represents the level of gene expression

IroE ] S100A9 3 1 TLR4/NF-kB {5 538 B§ 1%
Ao AT RN R R A0 i, SR 2 R AE DR B R,
IR A,

2 e

R 2 B RS R W] S100A9 L H 5 2t
ARATPEGG A G , (E A M 2B AT PR HE J v )
YERIBABAEALHIANTE 2 . B I o A i 52 A1 S 38k
AT AL B A2 BT AL, Horh AL O R R P IR
o 24— 5T 5 2 T 0 o o 228 A ) PR R
¥, 53— T R T e Jo 240 L v 486 A 3 A% T WG 5
RIR 2 A1 il oft 22 70 B 5 P4 A A B il 5 9, Xt —

A G AR i A A 28 98 0 B T BEAE ] (Pereira et al.,
2019) , MZIRFTPEBSR T A1 SO M T I o 40 it
R AR A7 7E 22 WA 4 28 9 E ] e 2 5wl 0B 17 Pk AR
(Urso et al., 2021) , A5 N (Wang et al., 2018) ,
SV P G 5405 H 2 T 2 20 T A AR TR A B R
JEAN AN R 5 1Y S100A9 25 1, H-1A A S100A9 S A
UitE iR 05 & SRR R sh RN R, X 53ATHT
S rh o R AT o 2 e R 1Y) 8 T 1Y APP/PS]
SIS R /INEL 5 235 S100A9 i T I I 20 o 76 Ak A
AL Z AL, B2 7R 02 28 I -F S100A9 T RES A1 K1k
B R AN M 35 AL B R R A e, A gT 45 R
WK 5 pg/mL S100A9 X B ¥ e 5t 4 At A7 B ik 7 12
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4 S100A9 i BTE BTN TLRA/NF-«B {5538

E: A KEGG Jl & SRR B BRI 41 i % 35 PP6S P65 MYDS88 1 TLR4 25 [1 (1 4547 € ; C ~ F . & 5 4347 TLR4 \MYD88 |
P65 A1 PP65 ZE & * P<0. 05, = P<0. 01, s P<0. 001

Figure 4 S100A9 up-regulates astrocyte TLR4/NF-kB signaling pathway

Note: A: KEGG pathway enrichment bubble diagram; B: Western blot bands of astrocytes expressing PP65,P65, MYD88 and TLR4
proteins; C~F: Quantitative analysis of protein expression level of TLR4, MYDS88,P65 and PP65; * P<0.05, #*x P<0.01, s*xx P<
0. 001

PERGFEANTE RS A AEE B R B T, S FE AR 2018) L nT fiES S100A9 A5 7 A= Kt TNF-
R AT REANHIIE S, S100A9 fESEFEME S Wu 58 T4 K,

(2018) (FRIE S ALL , 00 i 345 5 1 1 A g5 K ik ABRFEREAT e S ALy e B, 5060 B2 A B S
SI00A9 T2 Zn™ F1 Ca™ |25 A & (B MM A,  WHA0M R K AL BRI B 5 240 I A0 45 S5 4 S TN
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5 #idl TLR4/NF-xB {5538 B T 8 A1 & B IE I
YA AT A B AR AE TR T

A, B:RT-qPCR K %F £ . SI00A9 £ BAY11-7082 £ ,
TAK-242 4 \FPS-ZM1 #H GFAP .C3 mRNA %} 3 5K,
C,D:ELISA #:il] 1L-6, TNF-a 2 FA7K¥; # P<0.05, #% P<
0.01, =% P<0. 001

Figure 5  Inhibition of TLR4/NF-«kB signaling pathway down-

regulates Al reactive astrocyte markers and inflammatory factors

Note: A,B: RT-qPCR was used to detect the relative expression
levels of GFAP and C3 mRNA in control, S100A9, BAY11-
7082, TAK-242 and FPS-ZM1 groups; C,D: ELISA was applied
to detect the expression of IL-6 and TNF-a protein levels;
* P<0.05, *x P<0.01, s+ P<0.001

Steap4 . H2-T23 . H2-D1 , Psmb8 | Len2 | Timpl | CxcllO0
Gbp2 Fl €3 B3 FH, GFAP J2& & I Jist o 40 fitd v
2 FEE R BT R B, T 2R 2 R G
YA B I A A 28 e AR T B S AT LARS I B GRAP 3
I, B2 B e JOT 440 LT Ak A DT 48 AR (Escartin et
al., 2021) , ABFFEEE R B8 S100A9 fi v E IE i
Y FIR GFAP 7R BB 40 f b TG IR
MER G S 5 1E £ BT S )N, C3 & AMA
ARG R T TG C3 SRR AMAR IR [
) SRR IR O HL, AR 5T 45 R R, ST00A9 il
PR A S 2 B €3 FERKOF 45 R Lid-
delow %5 (2017) #F 78 & BRI —2, B 7E sP AR A 22 R ¢
t A1 B RJE IR B A MR SRR G €3, RSk I A2
RUR AN PR ik, AN, e S 2 F I R
GREE H B 11 A5 AR 4R S by A 56 A SR PR R, A4
IL-1o IL-6 .TNF . TNFaIP2 Tl TNFalP3 ; 41 i ¥ Ak 1R
F CXCLI, CXCLIO. CCL2, CCL3, CCI4 Fl CCL5,
ELISA B TL-1 A1 TL-6 A9 25 (- 18 5 % st 4 55805 e

gER 2 YL EIEE B8 S100A9 5 A1 BRI R
S0 5T A B DA B R AR A R A OG

ARHF TN 25 S I AT KEGG 3 % & 80,
%P NF-kB 3 5% Al TOLL Ff 52 A0 % 5 4 R,
TR %0 S5 290 UE , NF-kB {5530 4 il
S PR 1 7 A TN A BEAE TR OF 5 A 2 R E DL KA
TR TG 55 240 LR/ e o 40 L %) ot 28 58 P Iz o7 %% VI A+ 5%
(Liu et al., 2019) , P65 & HJ&E TA% 45 5 K1 NF-xB
FWRI— 5, BER 1LY P65 J& NF-kB B I0E i B 4%
WEHE . TLR4 J2& TOLL FEZ AR K — I, J& T IR
PRA A P AR A U 2 A4, 38 TARLAR (Li et
al., 2021), MYDS88 1~ TOLL 52 & {5 5 i j%
B — B Sk oy 7 AR B E B A
FIVERT , AW 58 45 SR 0 7R S5 56 41 40 ffd % 15 TLR4
MYD88 P65 Fil PP65 £ [, 5 LPS B X FAZH |3
B —5, HAE 5 pg/mL S100A9 2H 75 4 34 i %
# ., ffiH TLR4 Fl NF-«B A 3050 50 5 40 i 22 ik 15 1k
PR B 40 TR 1 1 2 B AIG, UE SE A k| TLR4 i1
NF-kB 1] DL i 52 IV Jie I 40 A 7k Ak % 4 0 PR - 1) 7
A, E N S100A9 1E H T 4 i 8 I TLR4 F1
RAGE 2z &, M 51 A2 T I 280 N, 5 2% WF 5 411 4]
RAGE 2 AN T A1 AU A0 48 5 1 (0 B ik
JEARR B BAER, I FRATINA S1I00A9 322238 3 ¥
ALY 4 L TLR4 A2 {17 A J& RAGE 2Z &
EIEM

25 BTk, S100A9 5 TLR4 32 14+ H.AE FH LT
i MYD88 {55543+, i — 0% NF-xB {5538
B UE E BRI RN A1 RUTE Ak, B TL-6 NI
TNF-o AR A 90 K, fE 3 R A S W, S100A9
VE AR 22 IR A7 P9 0 I A= W b 0 ( Carter et al.,
2019) , T fi SI00A9 1) E0ws AL A 1 T 42 3 5r ih
IO R R LA A i 2 R B, T 40
S100A9 FIAE AL FT fig & — P FERINGIT 7k .

3 #MRlEHEx
3.1 EIEsh¥Fnifs

C57BL/6 /MR 8 PR BE B K 22 52 80 sh ) rh o 4
Ht, sh¥ e 3% | 2 R AL B 20 T B R R R 2R 8 B (R
S AL E (HEAES 2021077) , SHWF AT IES SYXK
(161)2018-0003, PDL 2 5 i 2 2 |, JBe 2 (1 il FlOBLATT
Wy F 28 2 KAR ) 2 7] 5 CCK-8 27 & T 1 - 13
FNAN T PRI T Abcam 1 2\ 7] 5 SE I 28 56 58
PCR #1537 F Takara 18572 7] ; FPS-ZM1  TAK-
242 F1 BAY11-7082 #1511 T MCE 12571 A w]
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3.2 EEKRHEMSBEEFRNRETE

WA 24 h N CSTBL/6 8 AE/NERL L 75% TH RS
BB TE 5 min, BRI R B Sk Bz K B 22 55 fivi 41
21 ORI E T A TS PBS H . S5 kB % ifn A%
JEERE AL 15 min J5 FH & LA AR IR R AL, IR
FTR IO WA I, B0 5 AT 10% B 4 13
19% WHLH) DMEM/F12 5¢ &R R B, ] 22538
W R I B AT R AN MG, $ PP T T g 2 A
FRAVEEFEINL A, A 95% 8 5% CO, .37 °C WF4H
EEIE 6 ~7 d, AT AREE IR, B P2 R4 L 4
JE#H .

3.3 ffEEERt

il 5 A TE R i 4% 22 58 FBE [ 52 15 min,
JIA 0.1% Triton-100 ¥ % 38 % 15 min, PBS P& %
3., MA 0. 1% 4135 F & F (bovine serum albu-
min, BSA) £ 2 h, —4T 4 CIFEF LR, PBS ¥k
5 min, B 3K, P37 CEOLMEE 1 h,PBS Bk
JE IS DAPL MBToE SR K50, B R 20 B
B EEFA BE

3.4 EH S100A9 EFRIEAEN

¥ PET28a-S100A9 H 41 i ki % 1k 5 A BL21
(DE3) JE&Z 25 KT B, BRECSR o b BV E AT 1 97
W, I35 NCBI Gene B¥8 2 H A1 S10049 FH ¥
GILEXT A5 Ab ) 1 B AT B B 3% PTG 175
SEARE, FHEHEMEEAfbEN, 7%
D=k Yufa I Western blot $63F, f% )5 vEAT R
BEHTHAR , H BCA 00 B (R B, PR A7 T-80 C.,

3.5 CCK-8 ik i 4 i iF 1%

T 96 FLAZH AEEFLIEFD 10 000 441HE, 25 FHFLAS
UM, RO RE S SEER A N AR BE 43R 0.5
1.5.10,20 pg/mL S100A9 [ DMEM/F12 5535 i 1E
FHAAEL 24 h % BRZE N A S5 59 DMEM/F12 | B4
HI3IANEES, A CCK-8 ¥ 37 CROLME
2 h, [ FHEFARXAE 450 nm LB KGN0 6 | 20 77 3%
#2 RT-qPCR 3|¥%%)

Table 2 The primers designed for RT-qPCR

FK=[ (LSl OD-23 1 FL OD) /(X BEFL OD-25 [
L. OD) ]x100% .

3.6 XRIEXIE

B P2 AU EIE R B4 LA 5% 10° 4N/ mL (1) %5 JiE
AT 10% FBS DMEM/F12 K537 509 6 fLAR
20 B B I el 200 L A Sk 7 A2 A0 1 A 1) K]
JE, FHJCH PBS YELMIE4N, SCH AL A & 2%
FBS 15 pg/mL S100A9 DMEM/F12 15553 % IR 4H
IAALE 2% FBS DMEM/F12 15 3% 35 | 70 51 T %l 9
JEI0.6.24 h 75 B 8BS T WS4 B, 1 H
Image J X 9 @ & #1740 A, QDR A A 4
b (9% )= AS 7] B[] B 4l 9 1w B0 h Rl 9 i AR x
100% .,

3.7 ELISA #&ill IL-6 #1 INF-a EA&E

il 5 /I BRI o At M 2, T 96 FL AR Hh AL
LR 10 000 > 4 fid, & E X B4 S100A9 41,
BAY11-7082 4, TAK-242 20 I FPS-ZM1 40, & 4%
BH3AEEASL, MRS S 535 A BAY11-7082
TAK-242 F1 FPS-ZM1 $2Fi 23 1 h, F£ /A S100A9,
HT 5% CO,.37 CHEFAM T HEF 24 h, BAR 34
AL WO AL T RS AR B L AR P,
APUR TAER N 1 h, PeisJE A ABC TAEWUR N
30 min, A WA 37 CEOLIFE 20 min, HJE A
LOEWL AR SN o TG FR AL AE 450 nm A0 5 I I
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