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Kobophenol A i@id Prdx6 %] LPS %% # ERE40i M1 Bik4k
PRk b2, £ b, Eedrt?, RoEm e, Rm R e o/ @t

BB RS2 R e, AR 230032; 2 B R 5 B IS B 25 M i R R 56
BFFthL, SR 230601; 3 2B TR 5 — MR BR B I R IR I 0 7T by, MRS 232007)
EE BB #R5T Kobophenol A (KPA) XIEZHE (LPS) T E MR M1 BUBAL I 1E
FH A, DL 9RE S PEITS R VR YT RUBT 25 AR SR Ik . 753 1 LPS 15 34
37 RAW264.7 EESAN M1 BURACKEAY, JE{H Prdx6 40 71) MJ33 F Prdx6-siRNA 14
Prdx6 JTERIEAL . SR F AN [RIVR B2 (1) KPA b FE/1N B B R 40 /it 52 RAW264.7, CCK-8 Al 4 i
I /1. Western blot 52 5 ¥ G e il B w4 fa ot S A0 038 )56 6 (Prdx6) A E g4 g
M1 B AL A OS5 2 — E AL B A B (INOS) A AL -2 COX-2) [ 15 /K °F- . RT-gPCR
Rl EL R4 A Prdx6 F1ERRAANE M1 BURRALAH DG INOS. 41136 (IL-6) . iR
BERT o (TNF-) FIERIEKF. R M1 2 S BEZ0 ks & CD86 431 (CD86) IR IA
. G&R 5 LPS 31 EEGH M1 BUARABIAUAHEL, KPA 7] LR Z K RAW264.7 B
i M1 R AT S8k, PR E R4 ML R AL AR SS9 INOS. COX-2. CD86 Filff]
FKHEEK INOS. IL-6. TNF-a HIFRIEA (¥ P<0.05) . Bh4h, LPS &35 T RAW264.7 E WG4
f e Prdx6 fIFRIE, TN KPA R LL_EiH Prdx6 (3%, 3 H Prdx6 FIHI 7 MI33 A2 Ak
g 2% EiH RAW264.7 BRI M1 BRI PR S E F INOS [U3RIL, 1T KPA ALBERT DL 2
T INOS HJ#RIA () P<0.05) . 4518 KPA il it i Prdx6 )ik LPS 5 T ) RAW264.7
B4 M1 B AL .
17 Kobophenol A; RAW264.7 ElE4N; LPS; M1 R4K4k; Prdx6; MJI33
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Abstract Objective To explore the effects and mechanisms of Kobophenol A (KPA) on
lipopolysaccharide (LPS)-induced M1 macrophage polarization, and to provide a theoretical basis
for the treatment of inflammatory immune diseases and the development of new drugs. Methods
The M1 macrophage polarization model of RAW264.7 was established by LPS induction, and the
Prdx6 knockdown model was constructed using the Prdx6 inhibitor MJ33 and Prdx6-siRNA.
RAW?264.7 cells, a mouse macrophage cell line, were treated with various concentrations of KPA.
Cell viability was assessed using the CCK-8 assay. The expression levels of peroxiredoxin 6
(Prdx6) and M1 macrophage polarization-related proteins, including inducible nitric oxide
synthase (iINOS) and cyclooxygenase-2 (COX-2), were detected by Western blot and
immunofluorescence staining. The expression levels of Prdx6 and M1 macrophage
polarization-related genes iNOS, interleukin-6 (IL-6), and tumor necrosis factor o (TNF-a), were
measured by RT-qPCR. Flow cytometry was employed to detect the expression of CD86, a marker
of M1 macrophages. Results Compared with the LPS-induced M1 macrophage polarization model,
KPA significantly reversed the morphological changes of M1 macrophage polarization in
RAW264.7 macrophages and decreased the expression of M1 macrophage polarization-related
proteins iINOS, COX-2, CD86 and related genes iNOS, IL-6, TNF-« (all P<0.05). In addition, LPS
significantly downregulated the expression of Prdx6 in RAW264.7 macrophages, while KPA
upregulated the expression of Prdx6. Moreover, treatment with the Prdx6 inhibitor MJ33
significantly upregulated the expression of iINOS, a marker of M1 macrophage polarization, in
RAW264.7 macrophages, whereas treatment with KPA significantly downregulated the expression
of iINOS (all P<0.05). Conclusion KPA inhibits LPS-induced M1 polarization of RAW264.7

macrophages by upregulating the expression of Prdx6.
Key words Kobophenol A; RAW264.7 macrophages; LPS; M1 polarization; Prdx6; MJ33
Fund program Natural Science Foundation of Anhui Province (No. 2208085MH215)

Corresponding author Lu Chao, E-mail: chaolu@aust.edu.cn

L2 2 AT BE T IRV AN D) iR 2 REVE AR S R e it BN g i) M1 B AR Ao



FErh, A3 UAIE 28 4 Rl R SO R A R Fe MR MLIM2 AR A L 491 2% 7 2 22 b 48
G M R AE AR R R s R R 23, G A T I B, 4 i P S LI R T A, (R 4
0 FfL L1 0 WA B RN % 480 (reactive oxygen species, ROS) & ELWEZH Ak 1k 22 M1 E A1)
HERE., TENIEEEE 6 (peroxiredoxing, Prdx6) Je it 4 Av Wik 5 g 5% e o i i B 2
—, B 4ERR M N AL R AR S ANE R ROS HIRE . WL, Prdx6 AT g 2 bl
(lipopolysaccharide, LPS) 551 ELWR 40 A H 12 28 40 B PR 5530, (00 28 248 e |81 7 i 14
T, FED ROS (=R A4 INOS 75 RAW264.7 4l H (it ik . SR1 Prdx6 J2& 75 AE 11
il E A0 A ML AR Y AN 58 427 2
WY A (Kobophenol A, KPA) &4 # R 2.8 Z BB P it — PRI 28 2R IR
MeEY, RaimmiE (B 1A Bl BAUEN. BTRENE. Db o el shat,
7R MR R KPA Sl BHIT 3774 A1 4188 #% 1K 7 «B (nuclear factor kappa-B, NF-xB) [
Sy R AR 2 A DS T AR . (2 KPA 2 i Prdx6 142 RAW264.7 B4 M1 Y
WA ARG « SR TT KPA X EREARI M1 BUARAK (K15 F R AT REFIALA, A SRR
T FRIB17 Vi MR 29 A 4R A AR AR
1 MRS
1.1 #E
111 Atk DREWI AR RAW264.7 CRIEHEFEEMARARAR, K5
CL-0190) .
112 HYMEERN  KPA CHIGEMHAEMEEARAR, $5%5: B50420, 4i/>95%) ;
DMEM ;773 (3£ Hyclone A#], #%5: SH30022.01) ; g (fEE Merck A#], 1%
5: L2880) ; MJ33 (E[E MedChemExpress A ], £t'5: HY-115062) ; DEPC /K (&K
[ AW, $25: BL510A) ; Anti-Prdx6 (J<[H Abcam A, #'5: ab73350) ; Anti-iNOS.
Anti-COX-2 (iEUIX Proteintech A ], #75: 18985-1-AP. 12375-1-AP) ; Anti-CD86 (Z£[H
Biolegend A ], ¢'5: 105008) ; CCK-8 k& ( LiFE = RAMHRAWRAF, 5.
C0038) ; “tFHi% 19G (Alexa Flourd88) . Western blot *E4i% 19G. FEHi/Mi 19gG (b
WA ESEWEMHEARGRAR, $#7%5: ZF-0512, ZB-2301. ZB-2305) .
1.1.3 FEFE CO, ¥rFfa. Mmgifui. Btrix (£E Thermo Fisher A#], 5.
371Steri-Cy-cle. A00-1-1102.800TS); %¢ 3 & W45t (5 [ ZEISS A F], 45 AxioVert.Al);
Bk (B REER TARAR, 5. EPS 600) ; {KEE-OHL (F[E Eppendorf /A,

A5 5425R) 5 BKIRUKAE (5 Bl /RIRMARAR, M5 DW-86L626) .



1.2 h¥k

121 SRSEREMAIE LK 1. R T KPA X BN M1 BARAL IR . 4 4R Ak
H4NF: Control 41, LPS 41 (1 mg/L LPS) . KPA 41 (27 umol/L KPA) FI LPS+KPA 41 (1
mg/L LPS+27 pmol/L KPA) . S 2. #£5T Prdx6 fIFIHI7) MJ33 X ELWE 40 M1 B ALY
S, SRR ERAN R . Control 4. LPS 41 (1 mg/L LPS) . MJ33 41 (5 umol/L MJ33) #1I
LPS+MJ33 41 (1 mg/L LPS+5 umol/L MJ33) . 5256 3: #RFURE Prdx6 & 75 ] LA % KPA
XTEREANE M1 AR R . SRR AR Control 2H. LPS 40 (1 mg/L LPS) .
LPS+KPA+si-NC 21 (1 mg/ L LPS+27 pmol/L KPA) FIl LPS+KPA+si-Prdx6 41 (1 mg/L LPS+27
umol/L KPA) o S ZHIN NI 23R FE Y N BL A B, LPS RERIRIE A 1 g/ L, KPA B
9 10 mmol/L, BT 4°CUKFHBECARAT

1.22 #HfuiEsR R DMEM B 3:3E (10%BI M5 19%X471) JF7E 37 °C. 5% CO, ¥
TRFRAAM, I B SR AN MRAS S R, KR AR IR 103 ML BT IRAT AR AR, R TS
SR I T

1.23 CCK-8 ¥ERiignfasstt  IGafuiefi®] 96 LA (5>10*ANMFL) h¥iFE 24 he ¥k
F 1 mg/L LPS 55 M1 BURRALARSMERY . FERETY G N7 R Bl BN [FIREE (3.37. 6.75.
13.5. 27. 54 umol/L) KPA #474b#E 24 h J5, FeakssRiitA] PBS ¥k 1 1k, ¥ CCK-8
W57 DMEM 575042 #8 1:10 tLERS), BALINANIBAWR 110 uL, 7E 37 °CE;FAH B
% 40 min JS A 450 nm ARG, TSRS S 1E .

1.2.4 Western blot K& AREKTF B AR R 6 LI (2108 Mif/AL) it
W, PR SEI 1 FISEEG 2 i A LA BRI AY 24 ho 40PN N R (A 244 S B T 0K 32 Eedn
M H, JEAE 100 °CE&fF FIn# 10 min, {FE AL FH TESEK. &AH#T
10%SDS-PAGE &E[IZ LIk, eI 5 7E i g A= @bt ] 2 h, £ —$t (INOS 1:5 000, COX-2 1:1
000, Prdx61:1000) H 4 °CoAF T A, fE=iR T FEHR/I/NR 196G —Fi (1:5000) H1
WHE Lh, INEMWEECRE. BAKMH Imaged HAEHHT

125 SERobgE KRR R 24 FUAR (2>A05AMNAIM/FL) IR, FEIRSEEG 1R
S0 3 M B BLALERANA 24 he FrEEaRsE, HURICH BT 837 b, PBS ¥k 3 Ik, 2%
FH [ 52 41 20 min, PBS ¥ 3 ¥, 0.2%TritonX-100 JEiE4HHE 10 min, PBS ik 3 1%,
1%BSA Zif 3[4 1 h, 7ER & P E—HT(1: 500 #BE ¥ 4 bt INOS. 1: 200 # B 4t COX-2),
T 4 °CUKFEIF B i1, PBS Wik 3 X, € HZILEHi%k IgG (Alexa Flourd88) HILHFH 1

h, DAPI Jeth 8 min, FIueVEKFE . HZOLEE MBI SIERERE.



126 RT-gPCR &#ll mRNA R&EKFE  Kaufasfi®] 6 FLIR (2>0° Maf/Al) hid
B, AEIESELS 1. SREG 2 MISESS: 3 i - AHIG HUAL BEGA ML 24 he A5G PBS BEHR 1 1K, A
TRIzol fEHX4HALE RNA, FEAEI RNA MK, RNA &5t ¥ 5435 cDNA, HTJ54: PCR
SREo KPS cDNA, 2 42T LTS mRNA FIARXT KA & . RT-gPCR 514/ 41
W 1.

# 1 gRT-PCR 3|5

Tab.1 qRT-PCR primers sequences
Primer Forward Reverse
iNOS 5’-ggagtgacggcaaacatgact-3’ 5’-tcgatgcacaactgggtgaac-3’
IL-6 5’-cttcttgggactgatgctggtgac-3’ 5’-tctgttgggagtggtatcctcetgtg-3°
TNF-a 5’-cgctcttctgtctactgaacttcgg-3’ 5’-gtggtttgtgagtgtgagggtctg-3°
Prdx6 5’-ttgatgataagggcagggac-3’ 5’-ctaccatcacgctctctcee-3’
GAPDH 5’-ggttgtctcctgcgacttca-3° 5’-tggtccagggtttcttactce-3°

1.2.7 WRAMAKN CD86 MIRIX  FA A E] 6 FLA (2x10° ANHAR/AL) it i, 4%
MG 1 B2 A L AL FR AN MY 24 he 4HARA PBS Baik 13Kk, INRERE LIS sk, 1E 4 °C.
2 000 r/min.5 min &4~ &L, 3£ 100 pL PBS FE 0. I 0.26 pg 7 6 Gkl 4L 2 30 min,
PBS ¥tk 3k, AU, A Flowdo #fF7r#r. LA CD86 FHTE (PE-A™) #Rid H 2 AR
M1 RUARAL I LA .

1.2.8 Giit# 8 A GraphPad Prism 9.0 73 Hr B8 HAE K, £dli DL X £ s RoR, LA AL
KRB ZRTTZ 00, PR ZERILECRA ¢l P<0.05 NZEFA ST E L.

2 SR

2.1 KPA X RAW264.7 EEAIAE M1 BRI BTEE R EH 2RI CCK-8 ik 4 i
7, F KPA 4bFE RAW264.7 EWE4HM 24 h J5, KPA [IREETE 27 pmol/L LAR, AsZmm4
s, 2 KPA FIREZEIAE] 54 umol/L B, 4HfiEtE FF% (& 1B, t=6.27, P<0.01) . f#
FH 1 mg/L 7 LPS &b RAW264.7 EIE4HE 24 h J5, LPS H4iffuys e L7t (¢=4.09,
P<0.01) , 1 mg/L LPS il KPA (3.37. 6.75. 13.5. 27. 54 umol/L) Hx& Fl#j4b# RAW264.7
ELWEARM 24 h J5, 24 KPA UK EEIA S 54 pmol/L I, 4RAEIETEZ 2304 (B 1C, t=4.32,
P<0.01) . [AIif, JE&SERER, Control 4151 KPA 40 £ B, /ANHBZ, LPS 41

RAW264.7 BG40 LA AR I, gl B B3 K, HIlth 2, 23 M1 3 S g4 i R e



A LPS+KPA 41 RAW264.7 EilEZi A 2 BB i B2 S, JEHA 2% (- 1D) .

I, TEASEEG HOK KPA R EERf € 9 27 pmol/L.

1 KPAXf RAW264.7 E B4R /1 M4 RTEAS KIS mH
Fig.1 The effects of KPA on the viability and morphology of RAW264.7 macrophages
A: Structural diagram of Kobophenol A; B, C: Cell viability measured by CCK-8 assay (iis, n=6); D: Cell
morphology of RAW264.7 macrophages after KPA and LPS treatment ><200; "P<0.01 vs 0 pmol/L KPA;

&&p<0.01 vs 0 pmol/L KPA+ 0 mg/L LPS; #P<0.01 vs 0 pmol/L KPA+1 mg/L LPS group.

2.2 KPA Xt RAW264.7 ER 41/ M1 BB 5 RERIFNT i3 Western blot 6 Il 14
il M1 BURRARAR G T INOS. COX-2 HIRIEK . ik iE7x, 5 Control ZHAHLL, LPS 4
iINOS il COX-2 &AW ETF (t=16.70. 9.52, #J P<0.01) , 5 LPS 4lMfitL, LPS+KPA
AbFE 5 AT BRI INOS Il COX-2 fiFiL (K 2A-2C, t=14.16. 2.36, #J P<0.05) . %JE7t
Gtk IR R, LPS 2H iNOS Al COX-2 M=t W] 2 58 m (1=16.90. 7.13, ¥ P<0.01) ,
55 LPS AL, LPS+KPA 4bHE i iINOS Al COX-2 117 Yk BE BEAR, L TPk & 21 1E % /K7 (&

2D. 2E, t=35.92. 6.14, ¥JP<0.01) . #&/~ KPA EAHH EWEdl i M1 BYR AL I1E o



2 KPA R LPS 3 RAW264.7 EME4IM M1 BIRAAIRE A RIAMEM (x£s, n=3)
Fig.2 The effect of KPA on protein expression in LPS-induced M1 polarization of RAW264.7
macrophages (X +s, n=3)

A-C: Western blot analysis of iINOS and COX-2 protein expression levels in different groups of RAW264.7
macrophages; D, E: Immunofluorescence staining was used to detect the expression levels of iINOS and COX-2
proteins in different groups of RAW264.7 macrophages >200; a: Control group; b: LPS group; ¢: KPA group; d:
LPS+KPA group; "P<0.01 vs Control group; P<0.05 , #P<0.01 vs LPS group.
2.3 KPA Xt RAW264.7 EWEAf M1 RURALERIRERIRM  ilid RT-gPCR il B4 i
M1 BIRAEAORIE ] INOS. IL-6 F1 TNF-ar [RIRIEKTo £55REE7R, L Control 41, LPS
2 iNOS. IL-6 Fll TNF-o )31k FFF (1=7.49. 8.90. 41.86, % P<0.01) , MMM KPA 5,
A DL LRIA I BT (Bl 3A-3C, t=7.49. 2.29, 12.88, 3 P<0.05) . K] KPA BEfsiE
R0 INOS. 1L-6 A TNF-a JE A IR IZ R G2 ELMEAR i M1 AUARAL .



B3 KPAX LPS ¥3H RAW264.7 EMEGIHL M1 BRI SKEEF MM (x+s, n=3)

Fig.3 The effect of KPA on LPS-induced M1 polarization genes in RAW264.7 macrophages (iis, n=3)
A-C: The expression levels of TNF-a, iINOS and IL-6 genes in each group of RAW264.7 macrophages were
detected by RT-qPCR; a: Control group; b: LPS group; c: KPA group; d: LPS+KPA group; **P<0.01 vs Control
group; #*P<0.05, #P<0.01 vs LPS group.

2.4 KPA Xt RAW264.7 ERE4RL CD86 RiEHIR M  JE L il A A I RAW264.7 IR
Jf CD86 KL, 45 RE7R, LPS Z4 CD86 MFRIEM I (t=11.17, P<0.01) ; JIA KPA

KF 5 CD86 A R I% (KB 4A. 4B, t=9.25, P<0.01) .

4 KPA X LPS H3H) RAW264.7 EWE4AML CD86 B (x+s, n=3)
Fig.4 The effect of KPA on CD86 in LPS-induced RAW264.7 macrophages (X +s, n=3)
A: Flow cytometry was used to measure the proportion of CD86-positive cells among RAW264.7 macrophages. B:
The average fluorescence intensity of CD86 protein in RAW264.7 macrophages across different groups was also
determined; a: Control group; b: LPS group; c¢: KPA group; d: LPS+KPA group; *P<0.01 vs Control group;

#P<0.01 vs LPS group.



2.5 KPA XF RAW264.7 EBE4HM Prdx6 Fik/K-FHIFM  Western blot 1 RT-qPCR faill 45
7R, LPS 4 Prdx6 174 A1 mRNA £IA (& 5A. 5B) #HX] T Control ZH B2 F#{K (t=6.30.
6.73, ¥ P<0.01) , i KPA 4bFE% 2 i E R4 Prdx6 & Al mRNA [ (1=3.45,
4.15, ¥JP<0.01) , FH KPA 7] LA E R4 Prdx6 ik . HEIUE KPA i Ewk4H i
M1 YRR AL & 75385 Prdx6 IR, A5 FH Prdx6 (1401 751 MJI33 AL B 41 fitd 24 h. 5255 53 4H 4 Control
ZH. LPS 41 (1 mg/L LPS) « MJ33 41 (5 umol/L) A1 LPS+MJ33 (1 mg/L LPS+5 umol/L MJ33) .
% H] Western blot A1 RT-qPCR il iNOS. Prdx6 [ iAf5M (K 5C. 5D) , 458 ER:
AHXE T Control 2, LPS 41 iNOS I8 A A1 mRNA ik L+ (t=14.79. 9.95, #J P<0.01) ,
5 LPS A AL, LPS+MJ33 4 iINOS 155 A F1 mRNA ik A & b 7+(1=3.03.2.63, 34 P<0.05);
XFRWHNH] Prdx6 J5 BN M1 BUARAL B . PR, KPA 4] RAW264.7 B4R M1

R AG AT e 28I i Prdx6 SCEL

5 KPAXF RAW264.7 ERAAMI Prdx6 & H A mRNA REKFHIM (XS, n=3)
Fig.5 The Effect of KPA on protein and mRNA expression levels of Prdx6 in RAW264.7 macrophages
(XXS, n=3)

A: The expression levels of Prdx6 proteins in RAW264.7 macrophages of each group were detected by Western
blot analysis; B: The expression levels of Prdx6 mRNA in RAW264.7 macrophages of each group were detected
by RT-gPCR; C:The expression levels of iNOS proteins in RAW264.7 macrophages of each group were detected
by Western blot analysis; D: The expression levels of INOS mRNA in RAW264.7 macrophages of each group were
detected by RT-gPCR; a: Control group; b: LPS group; c: KPA group; d: LPS+KPA group; e: MJ33 group; f:
LPS+MJ33 group; "*P<0.01 vs Control group; *P<0.05, #*P<0.01 vs LPS group; P<0.05 vs LPS group.

2.6 W& Prdx6 J§ KPA Xt RAW264.7 ERRHAE M1 BUBRALHIRE M JHITHE 4 si-RNA R %
Prdx6. K RT-gPCR Al % 440 TNF-a 1L-6 A7iNOS [F1ZiE, FRH sz vl e ik



il iNOS Rk . 53R E7R, 5 Control A4HLE, LPS 41 iNOS. IL-6 F1 TNF-a [J7IA B
i EFA (RT-gPCR: t=33.45. 23.14, 91.85; #uy&»édeth: t=7.50, #% P<0.01) . 5 LPS
HAHEL, LPS+KPA+si-NC 41 iNOS. IL-6 A1 TNF-a %215 R[4 (RT-gPCR: t=20.94. 8.07.
3.43, ¥J P<0.05; #yEi Yt t=5.38, P<0.01) . 5 LPS+KPA+si-NC 414 L,
LPS+KPA+si-Prdx6 41 iNOS. IL-6 #l TNF-a [f15£i4 7 (4] 6A-6D, RT-gPCR: t=6.88. 19.58.
3.09, 3 P<0.05; %)% 7 Y Y : t=4.79, P<0.01) . $2 7~ i Prdx6 AJ LI 5% KPA X RAW264.7

B2 M1 REAR AL R AR H

B 6 R Prdx6 J5 KPA X RAW264.7 EME4HHL M1 AR HIREEE KB MM (x+s, n=3)
Fig.6 The effects of Prdx6 knockdown on KPA-induced M1 polarization-related genes and proteins in
RAW?264.7 macrophages (x s, n=3)

A-C: The expression levels of TNF-a,iNOS and IL-6 genes in each group of RAW264.7 macrophages were
detected by RT-gPCR; D: Immunofluorescence staining was used to detect the expression levels of iNOS proteins
in different groups of RAW264.7 macrophages >200; a: Control group; b: LPS group; c: LPS+KPA+si-NC group;
d: LPS+KPA+si-Prdx6 group; *“P<0.01 vs Control group; #P<0.01 vs LPS group; %P<0.05,5%%P<0.01 vs

LPS+KPA+si-NC group.
3 Wit

E 2 25 5 5 R G e N2 ) AR A, AEAN R BAEE R ] DA N AR R AL, 32
TR AR ML AR5 M2 R0, i SRR RS 1A LR AR AL T, IS TE R IR
RAEVERRT AR E AR, R, TR ERRGHA M1 BUR AL & AL B g 1 25 0%



EE, fF7 BIR KPA AT LUERRML A 1) ROS, Ff HL Al @it W4 p h NF-xB 1A% 2 A 410
AR 2 A0 MDA 7 (DR o X B KPA AT B I AR AT 1) ROS 7K P R A7t 48 A FA ) 5 et
Y ML B AL . ASHIF 7T BT SR I X RAW264.7 EREZIITEE L KPA INZGIKIE, B
BN MRS, KPA 7T LLKE LPS 531 RAW264.7 ELREAHIIA & ¥ 008 . Ak
—BIAE KPA ST EWEAIN M1 BURAGHIAIHIER, ABFFCMEH LPS Mg T A4 E kg4 i
M1 BIRARR, 2R BN, B M1 BUARAGAHOCE H INOS. COX-2, AHIGHE[H INOS.
IL-6. TNF-o F141f CD86 [k 34 i, 1M KPA AbFEJ5 AT DU AL X — I R o 1% L ) L3R H
KPA F] LU E R A0 ML B AL, 30K Ay 98 0 S e M 192005 1) 7 ¥ 42 (R #E T 17 o

Prdx6 & i LI e b i BB AR A, B A R R T R A A
T I A A A 10 i PR AL L P B e R i v, TE UL A o R 4 B AR 1 ), O
L Prdx6 FT @ Hi]  ER 5 512 045 00 A0 ZRoR Ak 7 A 1 e R A KA ] A RE MBI D, i
i C-dun S EET (INKD 34445 G B0l NF-xB/AP-1 SRR 2O M. thst,
AT B BIAE LPS BB B4, A0 Prdx6 TS50 TNF-o A1 IL-1p (7225 Jb, 410
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