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SARS-CoV-2 S1 FEHI#E T ATP/P2Y, F1ERK1/2 {5 5@ & 5| 2 IRk &
R ZHAE IL-6 FA1L-8 43 i

) sk e A IR KRB T UTRERKY 1 SR E AR TR HIE 2. IR E B,
IR 524023)

W OE: BM B HESMEMRRLEAS IR TE 2 (SARS-CoV-2) S1 & 115 MW b Kz 40 498 5 5 AL
VIS BESZ AR (P2Y,) 25 ST EASRMRRER N . F75k BB GRe i i 5250 (ELISA) Wit S1 2K [ R/ o B v et
& (MAb) JI#1% 16HBE 140- 4l 3% Fig T A/ 25 -6 (IL-6). (A4 % -8 (IL-8) FURIEI I =#i2 (ATP) /K-, Seit
DT BB AW (QRT-PCR) R0 12T A5 1 (HO-1), BURS FVERERREE | (MKP-1) F1P2Y, mRNA #5555k
5 /NFHERNA (siRNA) B P2Y, #ik )5, ELISA Kl S1 & IS 16HBE 140- 4 I 1537 & H IL-6 FIIL-8 /KK
R S1EFIAIMADb XFAIIEIE 1 J6 R &0 (P>0.05) o S1 1 16HBE 140- 415 [#2 TL-6 FITL-8 23334, E
HO-1, MKP-1 F1P2Y, mRNA ik, 30 1 g4k ATP 7K (P<0.001 5 0.01), MAb S 7 S1 & 15 A9 IL-6 FIIL-8
53U (P<0.001 1 0.01) . siRNAG{ILP2Y, HRIARENS 0 AL ST 2 35 519 IL-6 FHIL-8 43k, [WIR ERK1/2 0 5]
PD98059 Wil T S1 FE A5 ALY IL-6 FIIL-8 43 (P<0.001) . £5i&  SARS-CoV-2 S1 & [fiE#%iH i ATP/P2Y, Al ERK
5 S T I R AN e A RRE S

S£4237: SARS-CoV-2 S1 %[ ; Hifh ATP; ERK1/2; A4 I ANHE; 465E

HESZS: R181.3+2; R511 XHMFEMN: A XEHS: 2096-3610 (2024) 04-0337-09

SARS-CoV-2 spike S1 protein promotes IL-6 and IL-8 release via ATP/P2Y, and ERK1/2 signaling

pathways in human bronchial epithelial cells

LIU Xing-jian', FANG Xiao-min', GUO Yu-ling’, ZHANG Rui-gang' (1. Department of Physiology, Basic Medical
School, Guangdong Medical University; 2.First Clinical School, Guangdong Medical University, Zhanjiang 524023,
China)

Abstract: Objective  To explore the mechanisms by which SARS-CoV-2 S1 protein induce pro-inflammatory responses
in human bronchial epithelial cells and purinegic receptors were involved in the inflammatory by the S1 protein stimulation.
Methods The pro-inflammatory cytokine (interleukin-6) IL-6 and (interleukin-8) IL-8 secretion and adenosine triphosphate
(ATP) level in16HBE140- cells induced by S1 protein and/or monoclonal antibody (MAb) were determined by using Enzyme-
linked immunosorbent assay (ELISA). The (Heme Oxygenase-1) HO-1, (dual specificity phosphatases-1) MKP-1 and P2Y,
mRNA expression in 16HBE140- cells after S1 protein stimulation were determined by Real-time quantitative fluorescence
PCR (qRT-PCR). Small interfering RNA (siRNA) knockdown P2Y, expression ELISA detected the IL-6 and IL-8 release in
16HBE140- cells after S1 protein stimulation. Results  S1 protein and MADb hadno significant effects on cell viability (P>0.05).
S1 protein induced IL-6 and IL-8 secretion, regulated HO-1, MKP-1, and P2Y, mRNA expression, and increased extracellular
ATP levels in 16HBE140- cells(P<0.001 or 0.01).The MADb significantly inhibited the secretion of IL-6 and IL-8 induced byS1
protein (P<0.001 or 0.01). siRNA knockdown of P2Y, expression significantly reduced S1 protein-induced IL-6 and IL-8
secretion, while ERK1/2 inhibitor PD98059 also inhibited S1 protein-induced IL-6 and IL-8 secretion (P<0.001). Conclusion
SARS-CoV-2 S1 protein induce inflammatory responses in respiratory epithelial cells through the ATP/P2Y, and ERK signaling
pathways.
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FTHERREEM 28 (COVID-19) J2:H1 SARS-CoV-2
SR B YL, HALRE S M | SEmass [, %
NIRRT E Ay, 2RI TR R 2 55
FEARA PR . SARS-CoV-2 J&—F s RNA G, S
& SARS-CoV-2 1 B, A0 5 W AR I 3
HH(S1EAMS2 HEH) . H ST EA A 2L A
Z5H950 (RBD), 71 57 5 1M 485 Bk R L 2 (ACE2) 45
A, 10 S2 AN TR S B gk TE AN 1, IRk
RS 1 RN El A

WFFE AR, S H I S AL 7= 5% F «B
(NF«B) FIZE -1 (AP-1) {5 5B ARG A L, X
NS =Rz iili N RN R e a0 S e A
IXTE COVID-19 FE A ILIE A S S It i A 1)
TS, ST A& SARS-CoV-2 1 F L5 E 1, fiE
% 7 Z A 20 M 2SR i S A P 4 L R - AR Ak PR 1Y
FGK, WNIL-6, TL-1B, TNF-0. 55 %, bAh, SEEHILRERS |
LA A WEFNJE T, SETTIE ARE KN 0 BRI, T
S AR F Aal b 7 TR AR FERFIGE R A S | & S
I EAADLH] AT A SE 2GR . SARS-CoV-2 Omicron
AR B.11.529 HRBLLIOR, BIHAGRE S | Gl
WAL IR 4532 S . BA2.12.1 42 Omicron FY—~3
S, HAR LA P AN G 6 1R BE 71 7 I3 Omicron A T
B R, AR R B.1.1.529 FIBA2.12.1 1 50
XFG, N T X —7 SARARAE R ) B ek L
DIFRFE S1 2 75 P IPIE RAEHLH

SRR (ATP) AU B RE =R A, ifi FL
FENMRA: B R A T R A% O A (2 A0S h ATP
SRS HESZ A P2XR FIP2YR L5, B NET] &R
FER RN R " FEIEH A DR TN, T TAMETT R
TR AT, MRS ATP B3R R TE AR -0 SR,
FERRYLE JOIE A, A0S ATP Ak 25 i i
ATP e NAE L ThRE e 2R, I AR
FERW , WA e 52 A IR il AR SR BE LT B AT R AE
F1M Fetg e FEMERTE (COPD) g BAaE T, &
PEINZE 2255 2 SEC A N ATP IR E TR, X £ 41
A ATP 1] 38 123 (2 1F 9 AE 20 B4 g >Fe fin i3 COPD 1)
e R, AT B AR IRAIT ST & (A A
SEFIRRRS PP E - R AN A A S R LR, - A
WERYREAZIARTE S1 FR 15 | R RAE N HIVEH o

1 #RFTE

1.1 XA
NI 8 S B 4 % (16HBE 140-) 4 i

https://www.cnki.net

SR T i A G A I . MEM JERlids o5t B A
Z % B Invitrogen ( Carlsbad, CA, USA) FllHyclone
(Z&#hy, v ET M), ERK1/2 #1417 PD98059 It [ GLP-
BIO ( Montclair, CA, USA) . SARS-CoV-2 B.1.1.529
Spike S1 4K 4 ( Omicron, Catalog: 40591-VOSH41) ,
SARS-CoV-2 BA.2.12.1 Spike S1 % '] (Omicron, Cat-
alog: 40591-VO8H45) I SARS-CoV-2 Spike Antibody
( Omicron Reactive, Monoclonal antibody, Catalog:
40592-MM117) 4§ F Sino Biological.
12 iz sk

i B2 % SCBR AR (IR 9 J7 12 15 97 16HBE140- 4]
U, #4315 649 16HBE140- 411 T 37 °C. 5% CO,.
80% ML M AN IS TR Th i TR . R AN S, TN
FLTE AR A AL ROT 3R T 96 FLAR . 24 FLAREKL 6 L
M YA S TS I JC ILTE B AR AR B, 2
JEHEIMZ5Y) . R SFE 25 8ERT 1 h s, BEJE S1 48
I/ % B 5 BT A4 (monoclonal antibody, MAb) i
LA 6. 18 h; Cell Counting Kit-8 (CCK-8) 464
JE3E 77, LR OO RE R A WEE SV (qQRT-PCR ) A6
mRNA FFIRAH L, B R 5256 (ELISA ) A5l
A IR L AN T [ AR -6 (IL-6) . AT 3R -8
(IL-8) 1HY53ih
1.3 ELISA

WA S SR ) 3G, (I8 1Y ELISA 120 &
M ATP (BgEX, WP [E ), IL-6 (Invitrogen Bioscienc-
es, Carlsbad, CA, USA) F1IL-8 (BD Biosciences, San
Diego, CA, USA) . T/ MfmiscE 2 AL, S5
My EIE 20 3 U ARl AR 2 R
1.4 RT-PCR
141 RNAHRI {40 / 4018 5 RNA SREBGAT &
(TIANGEN, dt50), #% BtiCR & 2 16HBE140-
S RNA, nanodrop Il & RNA & & FI4i
142 REESERN FHRTH & (Bio-Rad) K
RNA %% 50 cDNA, J™ kg 1% BB B eI T AR, %
AR FRAEVK EiE AT, W SR RONAR R, BT 20
uL, HJ 4 pL A% 5xReverse Transcription FijR#, 1 uL
Y PrimeScript S5 5% f, 1 pg RNA FEdh, A ddH,0
il EARZ K 20 uL, RN 451F: 25 °C 5 min, 42 °C 30
min, 85 °C 5 min,
143 qRT-PCR ¥ qRT-PCR JZ W 1E 96 LAk ik
17, RWAAZ A 10 pL B SYBR®Green Realtime PCR
MasterMix, |, FUi#5 144 0.5 uL, ¢cDNA 1 pL, ddH,O
8 uL, 31t 20 pL. 95 °C T 60 s J5iF4 T PCR )L,
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95 °CAEME 15's, 60 °CiRK 15 s, 72 °CHEff 45 5,4k 45
MG, 7E2GE i PCRAY (QuantStudiol , 52 [E Applied
Biosystems /A A]) H 4T qQRT-PCR S i, W A5 51T
ARV ALH ) CHE. 3 GAPDHARIELL R 2
FEXTE ML R A AEE 1 (HO-1), BURE SR 1
(MKP-1) FIP2Y, mRNA ik, 5 ¥ ¥ 5 @k 1 iR .
1.5 N FH RNA (siRNA) 4% %

W B MURE FR Y 16HBE 140- 41 i £ 50 T 6 FLAR
24 LA FRNL, MA0MIES] 60%~70% 5, %
Br 35 3L 0K Opti-MEMTM U I 5 1% % % ( Gibeo,
Invitrogen, USA) . 4 P2Y, siRNA B control siRNA (7
FLEEP, FPE SR Fl Lipofectamine®RNAIMAX 71|

( Thermo Fisher Scientific, Waltham, USA ) #%54% i
JH Opti-MEMTM #i B¢ siRNA 1521 siRNA FUR U , Fti
1 F§ Opti-MEMTM #i B Lipofectamine®RNAIMAX 5
#| Lipofectamine®RNAIMAX 4 YL IR W, B Fi e 1
siRNA Tl 1 #& 2z 12 Jin A 2| Lipofectamine®RNAIMAX
YR IR AT (AL 1:1) B E S min, F
50 uL A9 siRNA-Lipofectamine®RNAIMAX & &
A 24 FL40 M55 24, #4250 uL (9 siRNA-Lipo-
fectamine®RNAIMAX Z 5 INA 6 FLANMLEE 720, Hi
SRR BIEFNGR G 5] e e 24 h R A TR 8L S
1.6 Western blot

FH Western/IP 24 fiff 2% i i 224 figk 40 Jf, 42 B8 2R
FI#E1T SDS-PAGE HLKk , 3B H , ARG =
PVDF ;5 ] 5% BG4 W P v 2 iR B 1 h, RS
Je 8 L AP B WUbR —HT P2Y, (Bioss, HHEJLED Al
GAPDH (Cell Signaling Technology, USA), 4 °CH¢ &
PR, VRIS ¥ PVDF 5 SR i S AL Wy B ic i —
PUBFE 1 h; VeBERAL= 2O N T PVDF I |,
X SR R R G H . LA GAPDHAE N2, Fl Tmage

B R 2Rz % - R Se k3 ( Shapiro-Wilk ) 5 ik i
ATIER AR5, 4 WHEKE 55 (Brown-Forsythe test) #f
TP 2255 M. FFE IR0 H oy 2255 0 5%
BHAx £ 278, WL A] LUERCR IR ST REAS e e, 2
2H 8] Fe AR H B R 22 77 2270 Fr (one-way ANOVA ),
P ELACR ] Sidalos #5560 . A5G IES R H T 24857
ISR FH Welch B[R 28 7 227087 (Welch” s ANOVA) . i
BT R AREUR 5 43 s , KKK iHE a=0.05 (WU .
BEARI— 03, BRAE S A Ui, 75 I T 5246 28 /0
SR 3R P<0.05 FREFRAGIFE .

2 H#HR

2.1 SARS-CoV-2 Omicron % ##% S1 & & % %
16HBE 140- Zm i, IL-6 F= IL-8 4~

CCK-8 #5542 W] S1 5 H Fl MAb 2 A %) 4l Jfd 7
F17E A B R (P>0.05), WK 1A, B, B.1.1.529 #i
BA.2.12.1 ST FEHALHL 6 h F1 18 h, IL-6 (6 h B.1.1.529:
1=6.084, P<0.001; 6 h BA.2.12.1: t=8.592, P<0.001;
18 h B.1.1.529: =8.208, P<0.001; 18 h BA.2.12.1:
t=8.801, P<0.001) #FNIL-8 (6 h B.1.1.529: r=4.261,
P<0.01; 6 h BA.2.12.1: r=3.828, P<0.001; 18 h
B.1.1.529: t=6.306, P<0.001; 18 h BA.2.12.1:
=8.109, P<0.001) 7/K-F-¥B] W34 m, WIS 1C~F, T
MAD ()47 7 ) 52 2436 17 B.1.1.529 1 BA.2.12.1 S1
BT IL-6 (6 h B.1.1.529: 1=9.505, P<0.001;
6 h BA.2.12.1: t=6.224, P<0.001; 18 h B.1.1.529:
t=7.112, P<0.001; 18 h BA.2.12.1: ¢t=11.42,
P<0.001) FIIL-8 (6 h B.1.1.529: r=3.103, P<0.01;
6 h BA.2.12.1: t=5.283, P<0.001; 18 h B.1.1.529:
t=6.475, P<0.001; 18 h BA.2.12.1: t=7.612,
P<0.001) [4530

VIR M - 2.2 SARS-CoV-2 Omicron % % % S1 & & #l %
1.7 %oitspam 16HBE140- Zm it HO-1 = MKP-1 mRNA # £.i%
K PraphPad Prism 9.5.1 A TSE T34 . f 1 B.1.1.529 I BA.2.12.1 S1 & 11 i #%
% 1 HO-1. MKP-1. P2Y, flGAPDH 5 | ¥4
% FHI(S —3 ) FEI B /bp
HO-1 Forward: AAGACTGCGTTCCTGCTCAAC 247
Reverse: AAAGCCCTACAGCAACTGTCG
MKP-1 Forward: CCATCTGCCTTGCTTACCTT 139
Reverse: AGCACCTGGGACTCAAACTG
P2Y, Forward: AGTGAGGAACCCGTGCAG 74
Reverse: CCTCCAAGCTCTGGAACCT
GAPDH Forward: CGGGAAGGAAATGAATGGGC 179
Reverse: GCCCAATACGACCAAATCAGAGAAT
REHR https://www.cnki.net
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16HBE140- 41l Jfi, qRT-PCR # Il HO-1. MKP-1 2.3 SARS-CoV-2 Omicron % 5 # B.1.1.529 #=

mRNA %k, 450 B 7R S1 H A5 HO-1 (B.1.1.529: BA.2.12.1 S1 & & -FoF8id Lk an e s ATP K -F
t=4.748, P<0.01; BA.2.12.1: t=6.072, P<0.001) 5
FMMKP-1 (B.1.1.529: =4.063, P<0.01; BA.2.12.1: ELISA #5711 B.1.1.529 F1BA.2.12.1 S1 & [ flli )
1=5.615, P<0.001) mRNA ik B L, WE 2, 16HBE140- 4/ifl 6, 18 hK5F=4) [ 1 1 ATP /K-, 4%
FWIB.1.1.529 F1BA.2.12.1 S1 & I RE -~ Tk 5 KB, ST AN 6 h(B.1.1.529: ¢=8.100, P<0.001;
5 FIPIGE T R A = AR RE U BA.2.12.1: t=8.826, P<0.001) #1 18 h (B.1.1.529:
A B C Hkk
~ 15 ~ 15 1000 .. ... o
ns
£ s £ 800
=} o —
“; H0 % 1.0 600
£ 0s £ 0s o 400
z Z = 200
= =
= 0.0 N = 0.0 N 0 N 5 N N
) Y\ A 53 o\ . Q v N .
0
@Y*
6h 18h 6h
1 000 sk s ok 2 500 ok 2 500 sk seskok ok
ook koK kekok
— 800 2000 2000
— = =
& 600 01 500 &1 500
= 400 21000 1000
= 200 =500 =500
0 N 0 N 0 N
& N Yy RN A RN A
K\y @VF & @Y:O & @YN’O
6h 18 h 18 h

A. B. CCK-8 flll B.1.1.529 . BA.2.12.1 S1 & I MAD #li% 16HBE140-4H/ifl 6. 18 h i 4HMf1i% /15 C. D. ELISA i B.1.1.529,
BA.2.12.1 S1 ZEHAIMAD ## 16HBE140- 41/}l 6 h ¥ IL-6. IL-8 7/K°F; E. F. ELISA %l B.1.1.529, BA.2.12.1 S1 K H Al MAD H#4
16HBE 140- 4T 18 h Y IL-6, IL-8 7K 3 n=4, **P<0.01, ***P<0.001, “P>0.05

B 1 B.1.1.529 filBA.2.12.1 S1 HH 55 16HBE140- 434 IL-6 FITL-8

A skkosk B

1.8 B 1.6 ok
z * Z -
X216 =
g = 14
e a
2 &
3 912
- <
S 12 Z
= £
E 210
< 1.0 .
o <
o >

0.8 0.8

control  B.1.1.529  BA.2.12.1 control  B.1.1.529 BA.2.12.1

n=5, **P<0.01, ***P<(.001
B2 B.1.1.529 flIBA.2.12.1 S1 # 4 FIHHO-1 (A), MKP-1 (B) mRNA )33k
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1=8.699, P<0.001; BA.2.12.1: t=10.33, P<0.001) ¥Jfig
575 A5 ATP, LI 3, 3B S1 2. FIRENS 5 [T
WEIE | A0 MR ATP ACE- T, 1 7K SF- 1 ATP /]
AEAE ST 2 5 | A SAE RN DA o .
2.4 fmpash ATP @it P2Y, i 5 IL-6 A= IL-8 #3k

1 3 4% R L Pk 40 B T 16HBE140- 41 il Y P2Y,
FMIP2Y4 ZIRMFRIL, 450 B/, 16HBE4o- 21l &=
BLRIRP2Y, AR, MIAKIEP2Y, 2K (Bl 4) . RH]
qRT-PCR #£ 5% S1 & 11 /2 g% [ 5 P2Y, mRNA [

A kokok B
1.6 sk 1.8 .
] o
g €14
T 1.2 I3
2 g 12
o, o
2 1.0 E 1.0
0.8 0.8
N >
o &©° \}5)9 q/@.\ o ©
> s ®
6h

n=>5, *¥**P<(0.001

B3 B.1.1.529 fIBA.2.12.1 S1 HHH% 6 h(A), 18 h(B) AY 16HBE140- 41 /ity

fifl &b ATP /K-
A 20
< sk
E ek
g1.5
jas)
e
<1.0
o
>
~0.5
g
%
~ 0.0
control B1.1.529 BA.2.12.1
C
control siRNA(2-3)
P2Y,
GAPDH

51
AN

Fik, iR, S1 HAREIES T P2Y, mRNA [
35 Fi8(B.1.1.529: 1=5.814, P<0.01; BA.2.12.1:
t=6.630, P<0.001) . Western blot 1 qRT-PCR i T
siRNA Rk P2Y, SZ /AR (F=11.64, P<0.01), UL
5. A P2Y, siRNA (2-3) #ifk P2Y, 3214, #il S1 &
55 10 R AE PR ARk, 25 A 6 s, i
K P2Y, Wik, S1 &M% 16HBE14o-4Hff 6 . 18
h fEAS B A IL-6 FTIL-8 434 (IL-6 6 h: F=25.99,
P<0.001; IL-6 18 h: F=30.44, P<0.001; IL-8 6 h:

T

2000 bp

1 000 bp
750 bp
500 bp
250 bp

100 bp

2
2N
P

18h

1.Marker; 2.P2Y, (74 bp) ; 3.P2Y, (60
bp); 4. GAPDH (179 bp) ; 5.Negative control

4 BRIV R HiREER B

skesksk

—_
W

ks

Hokok

—
(=]

P2Y, mRNA/GAPDH mRNA %
o
[

g
o

control siRNA 2 siRNA 3siRNA 2-3

w)

1.5

sk

—
(=}

Relative density of P2Y,
over GAPDH
e
W

0.0

control siRNA 2-3

A. qQRT-PCR 43 #T S1 & H fil#% 16HBE140- 4l 6 h ) P2Y, ¥ 5% /K-, n=8; B. siRNA @ik P2Y, J&, il qRT-PCR 43471 P2Y,
mRNA 15555 7KF, n=8; C. Western blot #ll siRNA #{K P2Y, 5, P2Y, fEARIFiL, n=7; D. P2Y, JKEE(H AN Fik 50114,

n=T7; ** P<0.01, *** P<0.001

B 5 B.1.1.529 fiBA.2.12.1 S1 #E [ 1# P2Y, mRNA )5k

https://www.cnki.net
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F=55.49, P<0.001; IL-8 18 h: F=32.95, P<0.001), %
W1 S1 25 I RENS 1215 T i 4 b ATP A1 T , i
1 P2Y, Z ARG K TE 1 7 20 A 0 X BB
2.5 ERKI1/2 #p%) 5 47 +4] Omicron S1 % & 5] A2 64 »Ho)_
i kR A IL-6, IL-8 #9454k

% H ERK1/2 #1157 PD98059 4k ¥ 16HBE140-
YA 1 h)E, ST A4 6. 18 h AR ERK1/2
152 5 SARS-CoV-2 S1 & 1% F 1Y R 5E W,
25 3L 57k PD98059 i il 17 S1 &R 5 & Y IL-6
(6 h B.1.1.529: 1=6.619, P<0.001; 6 h BA.2.12.1:
1=5.028, P<0.001; 18 h B.1.1.529: ¢=5.146,
P<0.001; 18 h BA.2.12.1: ¢=5.441, P<0.001) FI1IL-8
(6 h B.1.1.529: 1=6.804, P<0.001; 6 h BA.2.12.1:

t=5.485, P<0.001; 18 h B.1.1.529. ¢=5.883,
A 2000
kkok
AISOO . . sekok
—
B
E1000
°
=
500
0
N
S P D D oo
SO O W WV
R R ng ng
&> § '§§ ;§§
& (]
¢;° D
<® <
6h
C 2500 .
Q
FDlSOO
£
31000
=
500
0
N
L@ PP
NN Y". Y:,\» v
N ng' ng ) ng Xq;
%
bé& c§§ C§§ ;§§
& &
< <®
18 h

P<0.001; 18 hBA.2.12.1: =7.055, P<0.001) [{J531,
VLK 7, FB] ERK1/2 155 % 7F SARS-CoV-2 S1 &
51 & B9 RAE v o &5 R .

3 itig

KW 5E 45 5 & I SARS-CoV-2 Omicron 2% 5 #f
B.1.1.529 FIIBA.2.12.1 S1 #E FAREMS M7 TR TE1A S0P
W IE b Rz 0 RR i IL-6 A1 IL-8, JF E iR HO-1, MKP-
1 mRNA 197235 (Bl 1C~F, & 2), Z¢H] Omicron 28 F: bk
() S1 2 I RENS 305 3 PP 7 200 ) & E F2 .
RAEHF- (W IL-6 FIL-8) MR AT BE S5 COVID-19
R A PR XU A G, I T RB N B 85 . MAD
il S1 A H 5 # IL-6 F1IL-8 ARSI , iX -5 Omicron %
ok U E—2 ", HO-1 MIMKP-1 1§ FifEgE—4
TESE T S1 B AR 5 A IE RIE, HEMZE, S1 &
B 2000

sfeksk

1500 X Rk )

1000

IL-8/ (ng/L)

500

soksk

2000 ek ok
1500

1000

IL-8/ (ng/L)

500

A B. il P2Y, Ji, ELISA KM ST &5 H AN 6 h 40l 2 i 1L-6, IL-8 /K5 C. D. #fik P2Y, Ji5, ELISAKil S1 &
PRI AR 18 h 41 FE M _EIE P IL-6, IL-8 /K5 n=5, ***P<0.001

6 4iHLSM ATP B R IS HEZ AR P2Y, 755 1L-6 FITL-8 B
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A 2000
sk s
1500
E
21000
S
= 500
RN 9
N N
{\60 ‘9’ o NG NG o,Q‘D
SXEEN NS Q°
T R Y ¥ R
& S
o S
o ol
R P
6h
C 2500 s e
2000
21500
an
=
S 1000
=
500
0 AN N N
NG A A
63 \& \} 3 W' <%
T R QT R
O»Q%O’ g
o $
L ®
18h

B 2000
skskosk HkE
1500
2
21000
%
= 500
0 Y
& A q@q
@ \>' g\ Y}‘ ?9. <%
A% o);b' T R ]
> &
N ol
R QQ
6h
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