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(WE] BW:RiTARLAaHEET ACHSYA) 5T g s oA~ £-18(IL-1B) i F 49 %5 4% 49 JL (NPC) A —
Fo K JE BB B A% F B F-kBI(NF-kB)/NOD # % 4% & 3(NLRPDZ F@ R ey Fra, FHik: i m
MR 2 4 E % (CK) 48, # 4% 48 i (Model) 28 (10 ng/mL IL-13 & 3) KA e H AL T EE A
(L-HSYA)#41.(10 ng/mL IL-18+25 pmol/L HSYA) . F Al & & K 2r fo 3%k & & A(M-HSYA) 41 (10 ng/mL
IL-18+50 pmol/L HSYA) . & Ml & A& K e itw & % A(H-HSYA) 41 (10 ng/mL IL-18+100 pmol/L
HSYA) . H-HSYA+NF-«B i# 7 # fig % #5 (LPS) (H-HSYA+LPS) 41 (10 ng/mL IL-13+100 pmol/L
HSYA+4.0 pg/mL LPS), # X @88 K . Hochest 33258 # & # al &4 # A ©, CCK-8 7 . ELISA % %
Western Blot 4~ #1 4 #] 48 fe, & %, TNF-o, IL-6 ,IL-8 \NO 7&K -F A % COX-2,iNOS, Bax,Bcl-2, Caspase-
3.p-NF-kB p65 . NF-«kB p65 . NLRP3 & & ik, &R 5 EF 40L&, A m e mie k% & (OD)E,
Bel-2 & & &R A BAK, A = F  TNF-o,1L-6.,1L-8 ,NO K F ,COX-2,iNOS,Bax, Caspase-3 ., p-NF-«kB p65/
NF-«B p65.NLRP3 & & £ & # & (P <{0. 05); 5 # 4% %9 Jo 41 b 42, L-HSYA 21, M-HSYA 41,
H-HSYA%L OD {4 .Bcl-2 & £ 4 &, A = %, TNF-a,1L-6,1L-8, NO & F,COX-2,iNOS, Bax,
Caspase-3.p-NF-kB p65/NF-«B p65,NLRP3 % & & i BAK (P<(0.05) ;5 H-HSYA #1342, H-HSYA+
LPS 28 OD 14 .Bcl-2 & & & & Ak, A = & | TNF-,1L-6 . 1L-8 .NO K F ,COX-2.iNOS, Bax, Caspase-3 .
p-NF-kB p65/NF-«kB p65 . NLRP3 & & &k & (P<<0.05), i A A LR T E X A Tadid 4
NF-«B/NLRP3 1z 5@ %t m M 42 IL- 13 F S WM @A X EE B,
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Abstract Objective: To investigate the effects of hydroxysafflor yellow A (HSYA) on interleukin-1f (IL-18)-induced ap-
optosis and inflammatory response of nucleus pulposus cells (NPCs) ,as well as the nuclear factor-«B (NF-xB) /NOD-like
receptor protein 3 (NLRP3) signaling pathway. Methods: NPCs stochastically divided into normal (CK) group, NPC
(Model) group (treated with 10 ng/mL IL-18), low-dose HSYA (L-HSYA) group (10 ng/mL IL-18-+ 25 pmol/L
HSYA) ,medium dose HSYA (M-HSYA) group (10 ng/mL IL-18+50 pmol/L HSYA) , high-dose HSYA (H-HSYA)
group (10 ng/mL IL-13+100 pmol/L. HSYA) ,and H-HSYA+ NF-«B activator Lipopolysaccharide (LPS) (H-HSYA+

LPS) group (10 ng/mL IL-18 + 100 pmol/L. HSYA +

4,0 pg/mL LPS). Detect cell apoptosis by flow cytometry
and Hoechst 33258 staining. CCK-8 method, ELISA method,
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and Western Blot were performed to detect cell viability,

TNF-a,I1L-6,1L-8,NO levels,and COX-2,iNOS, Bax, Bcl-2,
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Caspase-3, p-NF-kB p65,NF-kB p65,and NLRP3 protein expression. Results: Compared with CK group,the OD value and

Bcel-2 protein expression were lower in Model group,while the apoptosis rate, TNF-a, IL-6,1L-8,NO levels, COX-2,iNOS,
Bax,Caspase-3, p-NF-kB p65/NF-kB p65,and NLRP3 protein expression were higher (P<C0. 05). Compared with Model
group,the OD value and Bcl-2 protein expression were higher in L-HSYA, M-HSYA, and H-HSYA groups, while the
apoptosis rate, TNF-a,1L-6,11.-8 , NO levels,COX-2,iNOS, Bax, Caspase-3, p-NF-kB p65/NF-«B p65,and NLRP3 protein

expression were lower (P<Z0. 05). Compared with H-HSYA group,the OD value and Bcl-2 protein expression were lower
in H-HSYA-+LPS group,while the apoptosis rate, TNF-a, IL.-6,11.-8, NO levels, COX-2,iNOS, Bax, Caspase-3, p-NF-xB
p65/NF-kB p65,and NLRP3 protein expression were higher (P<C0. 05). Conclusion: HSYA may alleviate 1L.-1p-induced

NPC apoptosis and inflammatory response by inhibiting NF-¢kB/NLRP3 signaling pathway.
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I PR I 9 % A 5 DL, 42 K 28 /0 80 0 1 N 8 42 15
JEE HME JE] % 3B 2% (Intervertebral Disc Degeneration,
TDD) Jg: H 3= 2 R A % i 55 A% 40 g (Nucleus
Pulposus Cell , NPC) i B 8 T~ R IE FH L, A4
H@f[‘?*lB(Imerleukinle, IL-18) AR GE N T T HE
I A] SR AR FE R AR ] 4R AR AR O TR VR T
Bl 2 R L T HR A T A A0 R R TR R AE 1 25 ) R
NEK, BIEAILT A F A(Hydroxysafflor Yellow
AVHSYA) A HLHM T BT R SEAE L Ho 68 08 35 B 5%
e F-kB(Nuclear Factor kB, NF-kB)/NOD F 57 {&
#H M 3 (NOD-like Receptor Protein 3, NLRP3) il
B ARG R AR AR A X IL-1B IR
THE A% 20 B 8 TR0 A8 E SN Y S e A A AL R R A
NF-xB/NLRP3 i A7 3¢, AR 41 F .

1 #EFAE

1.1 SEEe kR

111 SEIAnME BERANNE R A, 525 LY0104),
L1.2 9 EEH DMEM BiR2E (GE . 1255 00
PM150210) , FRSELLAE B (A R A G =K, SM2009) . Jif
ZE(LPS, 3%, 5252 YT1319), TNF-a ELISA iX
A& A B RS O YLKIS41E), H 40 i /v %
(Interleukin, IL) 6 ELISA & 7| & (% f&, 7t 5 &
ATK00014),1L-8 ELISA I & (A i, 5% %5 EK-
H10356) , — AL & (Nitric Oxide, NO)ELISA {7 &
(BH3C 1,155 CB11614-Huw) , 348 & Wi -2 (Cycloox-
ygenase-2,COX-2) . 5 7 — A L & & W (Inducible
Nitric Oxide Sythase,iNOS) . Bax, Bcl-2, Caspase-3.
p-NF-«B p65, NF-«B p65. NLRP3, GAPDH #i 1& &
IeG — 4 ( Abcam. ab188183. ab283655. ab270742.
ab218123.ab197202. ab239882, ab307839, ab283819 .
ab110305.ab205718) .

113 S 2 BOPLOE, 2508 SLo2) ,
404X (Cytek Biosciences, 85 & NL-CLC 1L-
3L, BB A% AL (UVTtec, B 5 2l SilverUVlIpro) , fif

hydroxysafflor yellow A; NF-kB/NLRP3 signaling pathway;IL-18; nucleus pulposus cells; apoptosis; inflam-

FRAY (FEER K, 50 Multiskan SkyHigh) %5,

1.2 Hik

1.2.1 Zffksse  WEERAMETE NG INASH
10% 13 (19 DMEM 5 3% 36 b, 9F 8 F 15 3246 (37 “C,
5% CO) W5 37, AT B8 F1 i 47 1 Ak S AL AR, kA7 5
5T

1.2.2 A% A0 AR AR BRI AL HE e A3 2 K B A% A0 g
HEATHEAL /4. 1) IE 5 20 . BE AL 40 M 7 IE 3 35 97 &k h
e, 2B MM . B AEE I A 10 ng/mL #)
IL-1R Hi R h 15 2, HMRAm R R E AR A
(L-HSYA) #: £ 10 ng/mL 1L-18 Ay & &k F. m A
25 pmol/L LA H A F AV R AN, O
FEREAEE A E AM-HSYA) 4 : 7£ 10 ng/mL
IL-18 By HE A I, A 50 pmol/L 3% 3 20 46 # (0 £
A FEBEEA, HEFESEOALEEER A
(H-HSYA) 4 : 7€ 10 ng/mL 1L-18 By E &l F, fn A
100 pmol/L % B £1 16 8 (0 28 AV 1% 3% 6 A% 40 i
6)H-HSYA+ NF-«B # i 7] LPS(H-HSYA + LPS)
4 :7F 10 ng/mL IL-18 M EEAH I, A 100 pmol/L #2
BALAE AR AR 4.0 pg/mL LPS™ It 7 55 55 %
4

1.2.3 CCK-8 SZIu 4 M s il W& A 35
) B A% A B, 4 A R R R, D 1 X 10" Al /L 4% b
T 96 fLMR .37 C TG BEME R 24 h, B AL A CCK-8
W 10 pL, E R B E ZF T E 120 min, £
OD4s0 o

1.2.4 WA A  Hochest 33258 Y 41 Jifd I T- 46
AN AR X 4% 2H AL S 0 B A% A I R AT
WEIRER S pP W (PBS) VR 2 I, B FERA 9 cm,
2 000 r/min #5005 min. % B & Ul A5 EAE . e i
A AnnexinV-FITC 5 pL &5, BN A 10 pL
LR BE (PD 7R &, RS 24 T 7843 I W 10 min,
FH O = 20 B SORT 240 e 0 T AT R KR . Hochest
33258 YL . A 4 21 40 M , AR 4 Hochest 33258 4L (1
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) 5 T30 T 5 6T 240 L % €5, L ¢ Ol Wb B WL ¢, B AL 3% B
ARV e R T A MRS T SR A R TR
1.2.5 ELISA #ill 4 g sh TNF-a IL-6 . 1L-8 \NO 7K
VO EKHABEZAIE, 4 CF 4 000 r/min B O
8 min, B0 BN 12 em, WA LT K, #% I8 ELISA
WA &P BT TNF-o 1L-6.,.1L-8 \NO /KF,
1.2.6 Western Blot &M COX-2,iNOS,Bax. Bel-
2.Caspase-3., p-NF-kB p65.NF-«kB p65.NLRP3 % H
A FIRKE WS A% 2 40 M 0 S BR  HE A T SRER, —o
AT IR (BCA) I & W 7 25 H Ik E . SDS-PAGE HL ik
G3 BRI AR S BRI B R e = A 2 4% (PVDV)
3 2 he BEJEFE 4 °CF RS —$T COX-2.iNOS,
Bax., Bcl-2, Caspase-3, p-NF-kB p65, NF-kB p65.
NLRP3.GAPDH %54 24 h, ¥, 37 “C R 5 Hu
2 h, Hl Image Lab™ & & 8 [ 4417 . L B AR A K JE
{5 N2 K B 1 LU AE AR A 3Rk i
1.3 Sl orik

I SPSS 25. 0 3 {4 4 %4l . A Shapiro-Wilk
A 36 XoF i A O AT IR S A 36, P<70. 05 DA A2 4L
WREESHH . KRN zs B FEEE M H
Ty 22 35 BB L 22 21 1) L B I B TR 3R O 22 43 Bt 2 4[]
PP EL AR SNK-¢ R 35 K¢ 1E . P<<0. 05 22 %A 4 it

POYRECTEV
R,

2 &R
2.1 FRILEE AR A X IL-108 175 5 10 58 1% 4i i 05
P B 52

BRILLT AL B A K TL-10 55 10 B6 4% 40 i 7% 1
(5 DL PR 1 RN 1. E A AN AL 5K IE R AL A0 i O 2
JECOD) MK, 22 7 A G it 22 8 X (P<<0. 05); 5 3
Mg AR e . L-HSYA 44 M-HSYA 41, H-HSYA
MU OD EHZE W, 2R AR ¥E L (P<
0.05); 5 H-HSYA 414 I, H-HSYA + LPS 41 41 g
OD AL, 2 34 G243 L (P<<0.05),

2.0
2)3)4)
1.5 29
. i
§1.07 2 5)
1)
05+ r‘
0.0= T T T
A B C D E F

. A-IEW4; B-BE4IME4]; C-L-HSYA4l; D-M-HSYA
#; E-H-HSYA#; F-H-HSYA+LPSZ(TF )

B1 REAREEST ANARBENIZME
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F1 BREALEER AWABRFBEENZING=6.7Ls)

41 5 OD {4
EH A 1.5740.16
i % 4 21 0.5640.06"
L-HSYA 4 0. 8970, 09?
M-HSYA 4 1.2140. 1329
H-HSYA 41 1.4540, 15990
H-HSYA+LPS 44 0.7740.08%

WDSIEHHMIL, P<<0.05;2) 58241 ML, P<
0.05;3)5 L-HSYA #AH L, P<<0.05;4)5 M-HSYA @A L,
P<C0.05;5)5 H-HSYA @A It . P<<0. 05,
2.2 RIOHEMAR A X IL-13 5 S 1056 1% 40 i 94

T 1 5 i

BRELAWEAE A X IL-13 B SR BERZ 40 i T
HISZm L E5 2 FI 2 18 4, BEAZ AN 4 5 E % 41
BB T R T E . 2R A SR L (P<<0.05) ;
L-HSYA4 .M-HSYA 41 .H-HSYA 4 5 %6+ 40 i 41
P, 4 L R TR B Wi R K 2 R A F it B X (P<<
0.05); HHHSYA+LPS 415 H-HSYA 41 L%, 41 i
FTRTE 22 5B G ¥ 8 L (P<0.05),

2 REALEERE ANEABRATE
BB (n=6.71s, %)

21 5 i 4n A Hoechst 33258 44 {7
EHEH 8.26+0.87 3.67+0.42
T AZ 41 i 41 35.3743. 62V 39,5844, 06"
L-HSYA 4 26.11+2.71? 28.53+2.96”
M-HSYA 4 17.361. 8129 19. 4242, 0379
H-HSYA 4 10. 9841, 12290 8.3140. 92797
H-HSYA+LPS 4  30.64+3.09” 32.71+3.36%

H:DSEHAMIL, P<<0.05;2) 58641 4l 40 1, P<
0.05;3) 5 L-HSYA #HAH ., P<<0.05;4) 5 M-HSYA H A It ,
P<C0.05;5)5 H-HSYA 41 #f I, P<<0. 05,

2.3 RIEAHEME A X IL-18 15 F 09 BEAZ 40 i %
JiE T8 B 1) 52 M)

BILLTAEH AR A N TL-10 755 10 56 4% 240 48 9
FEbR I ULIEL 5 ISR 3. 5 IEF 4L i, A% 40 g
2 TNF-o IL-6 . IL-8 /KF T+, 25 A G it %5 X
(P<C0. 05); 5 %6 &% 40 il 41 A [k, L-HSYA 41, M-
HSYA 44 .H-HSYA #{ TNF-o.,1L-6,1L-8 7K ¥ [% 1
EZRAHES I E X (P<<0.05); HHHSYA + LPS 41
TNF-a,1L-6 . 1L-8 /KF4 H-HSYA 4Tt . 2R A5
P2 X (P<<0.05),

2.4 RILOAHFTEEER A X IL-1B 5 F0BEZ A0 b
COX-2.iINOS #H 1 £ 5 K B’ T NO KF1
Al

FRILLI AL B A A X IL-1B 15 5 1Y B 4% 41 i b

COX-2,iNOS #H [ F ik K& FiF i NO K1Y 52 0
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. T T T T L B L Tt T T T
10° 10 10° 10° 10* 10° 10 10° 10’ 10 10° 10 10° 10° 10*

Annexin V-FITC Annexin V-FITC Annexin V-FITC
(a) IE#4 by BEZAHHA (¢) L-HSYA4H
10* 10* 3 10*
10° 4
-
5 10*
=
10" 5
I T T T T T 100 -1 T T T
10° 100 100 100 10 10° 100 100 100 10 10° 100 100 100 10
Annexin V-FITC Annexin V-FITC Annexin V-FITC
(d) M-HSYAZ (¢) H-HSYAZ (f) H-HSYA+LPSZ

B 2 40 B T T A A

(@) IE¥4 () BEZ4INRA (c) L-HSYA# (d) M-HSYA% (¢) H-HSYA% (f) H-HSYA+LPSZ
B 3 4HBEET# M (Hochest 33258 YL, X 400)
o mA =B SC 5D =B =F P68 R 4. BEZANMLAL Y IE A 4L B . COX-
)] . . e 1 e
S 2.INOS HH &5 & NO KF T, 257 A 5t
2304 X (P<C0.05); L-HSYA 4. M-HSYA 4 . H-HSYA
érzo- 2 2%) S5 8 A A S 2 1, COX-2 L iNOS 7 1 % 3% &% NO
10_ 2)3)4) 2)3)4) 7J(XFL{$EI§%1EE5£#H%1+$%%X(P<O 05); H-
HSYA+ LPS 4 5 H-HSYA 4 I # . COX-2,iNOS
0-
ﬁﬁéﬂ]ﬁﬁﬂt Hoechst332583¥ﬁ EHREL NOKFEFE . ZRARITFE X (P
He BEOLERE ANARATEHEM 0.05).
250= 1)) 5 m)\ OB EC =D mE =F
1 5 I)
200
"ﬁlso— 23 1)
2)3)4) 2) 3)
£ 100 D 9 vy 2 23)
50— 234) D3
0 |
TNF-a

BS5 REAREER ANREREHHT
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RI REAGEBEAMNKRERMEAFW(=6.7+5,pg/mL)

20 5] TNF-a IL-6 IL-8
EHA 80.2348.12 20.33+2.11 25.1642. 63
HE % 20 M 41 210. 37+21. 36" 91.2749. 23" 121.53+12. 57V
L-HSYA 4 181.24+18. 527 78.6347.98” 98.6249. 95%
M-HSYA 4 132. 65413, 652% 61.45+6. 2529 75.3247.680Y
H-HSYA 4 97.5649. 8729V 31. 0643, 19297 41,5944, 31990
H-HSYA+LPS 4 195. 6319, 837 82. 6748, 327 105. 37411 287

HD S IER 4 e, P<<0.05;2) 586 AN 41 A L, P<<0.05;3) 5 L-HSYA 414 kb, P<T0. 05;4) 5 M-HSYA 41 #f k. , P<C0. 05;
5)5 H-HSYA @Mtk , P<<0.05,

COX-2) "= D TS s e W 7> Da 300

1)

INOS wwn D TS . s s (30 kDa

GAPDH "D D D D - - .
A B c D E F
B 6 Western Blot # il 8§ #Z 4 i1 sf COX-2 #1 iNOS EH KX

1.5= mA BB = Op =mE 3F
il.o- ! 2 5 B8 REALERST AMAM EFBRH NO KFHHME
3 2 . 2.5 RIEELIEMEE A X IL-1Q 7 60 BEH: 40 Mo U
Hos- o ”2)3)4) A2 1
] i BHLLT A0 2 A X TL-10 5 S 1O BA% 40 i 0 1
0.0= o B AR IWLE 9 & 10 Mk 5. SIEW ALK,
E7 BEOHEBEEE AMERE COX-2 FiNOS %E{i& 9% 6 A% 40 it 2H Bel-2 85 H %35 %Ik . Bax , Caspase-3 8K H
$4 BEAHEEE AWMHAMBS COX-2.INOS BEARZR EERFT NO KFEHHM(1=6,7+5)
£ 51 COX-2/GAPDH iNOS/GAPDH NO/(umol » L™ 1)
WA 0.3820. 04 0.2640.03 81.2648. 21
8% 20 M 41 1.07£0. 12" 0.81+£0.09" 236.27+23. 85"
L-HSYA 4 0.860.09% 0.65+0.07% 207.51+21, 722
M-HSYA 41 0. 7120, 08 0.5040. 0527 153. 27415, 7429
H-HSYA 4 0. 4640, 0529 0.3140. 04290 101. 3611, 5629
H-HSYA+LPS 41 0.92+0.10" 0.72+0. 08" 215.33+22. 527

HDHIERAMEL, P<<0.05;2) 55 44 AH L, P<<0.05;3) 5 L-HSYA Atk , P<<0.05;4) 5 M-HSYA 4 #f [t , P<<0. 05;
5)5 H-HSYA 4i#H [t . P<<0. 05,

RibTHE, R A G E L (P<<0. 05); L-HSYA
H . M-HSYA 4 . H-HSYA 4 Bel-2 T H R IEAKHEZ
Yl L 2 T %5 . Bax . Caspase-3 £ [ R ILFEAL, 2 7 H &

Bcl2 W S sm— - . = 26 kDa

Bax ™ S SR s s w01 KDa

T2 L (P<C0. 05); HHHSYA +LPS 41 Bel-2 % K Caspase-3 e QD D D "= @ 541D:
FiAE H-HSYA 4[5, Bax, Caspase-3 & [1#& 5 I+ GAPDH WIS WIED "HID G GEB WS 7 kDa
s 2GR R L (P<C0..05)., A B C D E F

B 9 Western Blot il #Z AP ATHXEARIE

1.5
mA =B BHC =D =mE =F

2)3)4)

Bcl-2 Bax Caspase-3
B 10 SEABMPATHEHXEQENRIEKTE



o E v E B R A 2025 4E 10 A4 33 48456 10 )

13

x5 BAGBMPATHEXEAEXNREKFG=06,2L

20 51 Bel-2/GAPDH Bax/GAPDH Caspase-3/GAPDH
IEH A 0.73+0.08 0.17+0.02 0.45+0.05
4% 41 if 41 0.21+0.03" 0.65+0.07" 1.0240. 11V
L-HSYA #H 0.3540. 04> 0.5140.05% 0.8940.09?
M-HSYA 4 0.4940. 0529 0.3840. 0479 0.7240. 087
H-HSYA 41 0.65%0. 07290 0.2540. 03290 0.560. 062"
H-HSYA-+LPS 4H 0.2940.03” 0.5840.06" 0.9240.10”

DS IEWFHML, P<<0.05:2) S#EZ 4 M 4H A I, P<<0.05;3) 5 L-HSYA 4 A5 It , P<<0. 05;4) 5 M-HSYA 20 4f It , P<<0. 05;

5)5 H-HSYA 414tk , P<<0. 05,
2.6 RIELAETE MR A X IL-18 5 5 1Y 86 4% 40
NF-«B/NLRP3 i % #H 5 25 FH B9 5 i
BILLT AL H AR A X IL-1B 15 5 A BEA% 41 s NF-
«B/NLRP3 i P AH ¢ & A 52 e W1 11, & 12 Fn 3k
6. SIEH 4, BE 4 M4 p-NF-«xB p65/NF-«B
p65 % NLRP3 I REF H. ZRARIT¥E X
(P<T0.05); 5 86 4% 40 L 41 A6 Lk, L-HSYA 4. M-
HSYA %41, H-HSYA %4 p-NF-«B p65/NF-kB p65 K&
NLRP3  HRBF WAL, 22 7 A S i3 L (P<
0.05); H-HSYA + LPS 4 p-NF-«B p65/NF-«B p65
% NLRP3 % [1# k% H-HSYA 478, % % H 54t
S E X (P<<0.05),

p-NF-«B p65 — D — — — 65 kDa
NF-«B p65 T S Ghman e e G 65 kDa

NLRP3 "=t D TS ssan e g 118kDa

GAPDH «lis <amp «me @me eme e 37kDa
A B C D E F

B 11 Western Blot #ill NF-«B/NLRP3 #REXxEAHRIEX
mA BB = Op =mE =3F

1.5+ 1)
5
2) )
B
%g 2)3)2 ; 2)3)4)
505 ﬂ )i)4) I I
0.0- j T T
p-NF-kB p65/NF-«B p65 NLRP3

12 FAHIP NF-«B/NLRP3 i# B 18X & B RikKFE

*6 HHAMAH NF«B/NLRP3 B BiH%
EAMRMRIEKER=6,7L5)

41571 p-NF-kB p65/NF-«B p65 NLRP3/GAPDH
EH A 0.2940.03 0.4640.05
A% 4 i 2 0.8640.09" 1.25+0. 13V
L-HSYA 4 0.7440.08” 1.0340.11?
M-HSYA 4 0.5940. 0629 0.7840.08%%
H-HSYA 41 0.4140. 0520 0.5940. 062"
H-HSYA+LPS 41 0.7740.08” 1.1740.12%

HEDHSERAME, P<<0.05:;2) 54 MMAMIL, P<
0.05;3)5 L-HSYA #H#H I, P<<0.05;4) 5 M-HSYA @4 A It
P<C0.05;5)5 H-HSYA @A [t , P<<0. 05,

3 itig

A ) 2R 78 5 1 G 2 R o e K P o v L
TR A0 M 14 2o 32 O 1 A [ 28 AR A v R S A R
T RIFSE & 30, M ] 2R AR S A ifF TNF-o IL-18 55 R P
20 B TR 19 0 o 5 | RES RS A0 R O 1 s 2 — 25 Jon R e ) 4%
IRAR A B AR, DR, R 2 A R A% A B T
T FCARAE LN » P RS R Y7 HE ] AR AR 1A 3Tt .

it FH GBI 5 238 L 7E Sl Bk AR I AL /N R b R 3k AT
AE A2 A AT SE 0 A i NF-«B J¢ AKT/
mTOR 3 % % 8 57 ik B8 0 4= i Je 58 5 Y,
HE R R B R AR A W EE SR
B 2 8 i TLR4/NF-«B 15 53 % % ¥ 1F /. Li
RIS R B RS AR R (K A RT3 a0 w40 i 4
{55 W B (ERK F 5B R REEAESN
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