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(HE] Br HE5 AN A K (liraglutide, LIR) % 2 #V% JR 95 '8 9% (diabetic nephropathy, DN) K B4 il £ 1 .
&I AN M IR 1 B Xt 4% KT ,eB(nuclear factor-«B. NF-xB) il f B 5400 . J7i% BEHL 45 RO BEHLIEE 10 H 9 % g
4, HoAy 35 HREUE . DN BEAY, 30 HR UML) . IR REHL A 3 41 (DN 41 & LIR & (LIR IR R &4 . % 10 2,
LIR ik, =i 7l 4 20 43 531 457 LIR 100,200 g « kg™ ' = d ' X BZH & DN A48 T 55 s i A 3Rk . ESERE 525 2 A
Joi s DU R Bl B X BE 48 s L 3 28 AE X1~ K -, 58 AE 20 L T B0 A 58 0 41 i 3 i % 40 . TUNEL 3 (5,35 46 DNA 43
1317 0 5 A6 0 440 A T AR O B 1 R A (IR R S R &R AR B8 1 (Caspase-1) , H 4l il /i B 1B (interleukin-1p,
IL-18) . [ 44 % 18 (interleukin-18,11.-18) Jt NF-«B il Ji A A K ik, &R 50 M4 . DN 423 i 1
#E (fasting blood glucose, FBG) .24 h JR & H Curine total protein, UTP) & Ifil J & % (blood urea nitrogen, BUN) . ifJ& ¥R 7€
A ¥ a(tumor necrosis factor-as TNF-o) | 141 il / Z 1RCinterleukin-18,1L-18) . & FI 4 8/ 2 6 (interleukin-6, 11.-6) 7K 3
Ths , S HE 40 BT 4% &, TUNEL FH 44 40 f # 7} 5 , Caspase-1,1L-18, 1L-18., Toll ¥£5Z 4K 4 (Toll like receptor 4,
TLR4) .p-NF-«kB/NF-«B KT W2 45 & 5 KA A Z R B 1 3(NLRP3) & 335 LW (P<C0.05);5 DN 41 tb
B, LIR K B #4240 FBG . UTP J BUN /KB4 s TNF-a IL-18 J 116 7K 3 KA . 46 5 41 31 %8 20, TUNEL [
P20 i [ K . Caspase-1.1L-18.1L-18 \ TLR4 , p-NF-xB/NF-«B & NLRP3 % 1 %35 F il (P<C0. 05) ; 5 LIR (K] &
ZH L LIR B A4 FBG.UTP & BUN /K&K . TNF-o IL-18 & 11L-6 /K F&AK , 48 5 40 it 3+ %% 0 /> . TUNEL
FE 4 41 it SR BE K, Caspase-1 1L-1B.,IL-18 \ TLR4 . p-NF-«B/NF-«xB & NLRP3 #& 4 ik F## (P<C0. 05, £t LIR
AR 23 2 Y DN KRR A S 48 I3 108, 410 <4 48 L 1, HCAE FHAL 0 v R4 ] NF-«B 38 B A K,
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Effects of liraglutide on pyroptosis, inflammatory cell infiltration and
NF-kB pathway in rats with type 2 diabetic nephropathy
CHEN Ya-hui, DU Hai-bo, FENG Xiang-feng
(Department of Nephrology . the Fifth People’s Hospital of Huai'an .
Jiangsu Province, Huai'an 223300, China)

[Abstract] Objective To investigate the effects of liraglutide (LIR) on pyroptosis,
inflammatory cell infiltration and nuclear factor-kB (NF-kB) pathway in rats with type 2 diabetic
nephropathy (DN). Methods A total of 45 rats were selected, from which 10 were randomly
selected as control group, and the other 35 rats were used to establish DN model. A total of 30
rats were used to estabolish models sucecessfully and randomly divided into three groups (DN
group., high-dose LIR group and low-dose LIR group), with 10 rats in each group. High- and
low-dose LIR groups were given LIR100 and 200 g « kg™' + d™', respectively, while control

group and DN group were given the same amount of normal saline. After 2 weeks of continuous
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intragastolic administration, renal function indexes and the serum inflammatory factors were
measured, and the inflammatory cell infiltration was evaluated by inflammatory cells. DNA
damage was detected by TUNEL staining, and the expression levels of Caspase-1, interleukin-18
(IL-1B), interleukin-18 (IL.-18), NF-kB pathway related proteins were detected. Results

Compared with the control group, the levels of fasting blood glucose (FBG). 24 h urine total
protein (UTP), blood urea nitrogen (BUN), tumor necrosis factor-a ( TNF-a), IL-18,
interleukin-6 (IL-6), the number of inflammatory cells, and the rate of TUNEL positive cells in
DN group were increased, and the protein expressions of Caspase-1, 1L-18, 1L-18, Toll like
receptor 4 (TLR4), P-NF-kB/NF-«B and nucleotide binding oligomerization domain-like receptor
protein 3 (NLRP3) were up-regulated (P<C0. 05). Compared with DN group, the levels of FBG,
UTP and BUN, TNF-a, IL-18 and 11.-6, inflammatory cell count and TUNEL positive cell rate
were decreased in low-dose and high-dose LIR groups, and the expression of Caspase-1, 1L.-18,
1L-18, TLR4, P-NF-kB/NF-kB and NLRP3 protein were decreased (P <C0.05). Compared with
low-dose LIR group, the levels of FBG, UTP and BUN, TNF-a, IL-18 and IL.-6, inflammatory
cell count and TUNEL positive cell rate were decreased in high-dose LIR group. and the
expression of Caspase-1, IL-1B, IL-18, TLR4, P-NF-kB/NF-kB and NLRP3 protein were
decreased (P<C0.05). Conclusion
pyroptosis in type 2 DN rats, and its mechanism may be related to inhibition of NF-kB pathway.

LIR can improve inflammatory cell infiltration and inhibit
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o R 995 B 9 (diabetic nephropathy, DN) J& i1 ¥
BRAs 5 E AR 3R it 78 5 A BRI R DI S
RS A SO T T2 e i Ry R0 B, 8
BAEAAT . DN W %, B & X DN IR A T
fif WFFE B DN g — 482 M 58 E 1P 0 » e B &
O A JRRE SN & DN & R B R, 4l
JH O T 2 A B R M SR T Y O — B O = SRR A
REINFE , 248 4t A I ik 4 A A SR A A N )
Jo R R I TR LR S R Y H R A
7R DN A P B U 40 i B 6% W54 3 R B A i A T
ER LRI BT S TR = (1 /N
(glucagon-like peptide-1, GLP-1) && — Fh PN 7 1 {2
R RME B S GLP-1 246, B —E W
FEBEAE T HAT GLP-1 2R 2 BN 2 BURE IR Y IR
JEH . FIBLE K (liraglutide, LIR) J& GLP-1 %
PRI Bl FERE 5T R L LIR BEAE 3% K RS I 2
AE X B BAT — 7 B0 OR3P 1 AEL B gy 2 48 5% Ao
PER B i AT 2T . NF-«B il B & R 5E
HH G A B 5E % LIR AT fE3E i NF-«B i i, 5
DN K B 40 £ T2 S8 AE 40 M3 10, DA T 2 4% X0 ' JE
ORI VE T, H AR SCBIF 58 B D AR SOX it it A7
58, LUIXS DN IR 7 & A i 0 55 7 1a]

1 B 5 F &
1.1 2By KRE.45 H SD KRR AE 171~

232 g, F¥(202414) g, W T H I N B A e 42 vt 7
FEPE R A VR AR O [ A2 77 VR A] SCXK () 2022-
0002 ffi FF AT SYXK (91)2022-00117,

ARUTEEAC T 0 e AT .
1.2 25Wialn A As 25 AR & ik (25 5
J20160037. JF 2 ¥ Al ik 18 28w, MUA%: 3 mL. 18
mg),

7 : 24 h JR 4 H (urinetotalprotein, UTP)
R & & (blood urea nitrogen, BUN) X &y F I
MR P TR A R A A (UTP 4% 5 : JKSJ-1820,
BUN 42 %5 JK-R7143) ; I 8 ¥R 3E I ¥ o (tumor
necrosis factor-a, TNF-«). H 41 i /+ & 1B
Cinterleukin-1. 1L-18). & 1 41 M A+ % 6
(interleukin-6,TL-6) 175 & W4 F 18 8% A5 ) Bk 42 ()
M)A R 2 F (TNF-a % 5 : EK-R38696; 1L-1B8 4%
5 :EK-R36877; IL-6 %% 5 . EK-R36902); TUNEL
W& CEEg R AR A RA A, 575 KL-
D6100) s K 4 & MR F¢ 5 M ¢ e & R &H A i 1
(Caspase-1) . IL-13. H 4l il /> & 18 (interleukin-18,
11.-18) . Toll ¥:3 & 4(Toll like receptor 4, TLR4) ,
NF-«B &% R4 G HE RSB ZAKER 3
(nucleotide binding oligomerization domain-like
receptor protein 3,NLRP3)—#$i & —Hi# Wy F#i b
SCSRFERH A IR w5 AU /N sl il B A (B
ACCU-CHER., L Rt = AR~ FD s 2 A
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shie iR A s A & (5, HM3555, F iR EEE
IT A WA BR 2 w1 5 B K AY (B E2502-400, 38 [
ACCURIS A #]D) .

1.2 S5k
121 FERIEH ST R rd dE 45 HOK R BEVL %k
B 10 B X B 2E, Hi 4y 35 HOR Bl g sr DN gAY,

FIFAT RS PR ME 35 3 d )5 . % IR 20 45 T % LA R
WS L R X B AH A1, A B SR v A v g ek i 7
4 J .4 J8 G RE R 1 ST 8 IR A2 T & (streptozotocin,
STZ) (35 mg/kg) , K A& K B2 # ok i ] & K B =5
ME LA, >>16.7 mmol/L 8] 2 AU i B JR i A Al 78
SEE . 35 HORER A 2 HAtTs, 2 H2s i i <<
16.7 mmol/L, H4y 31 R KR4k T mE S g
TR R 1R L1 RS R KR 24 h IR, U4 24 h
PRAE PR A A & i IR RR A PR R (24 b
PR X FRAE & 5 /1 440 min) . BR 18R M HEME 3 >
20 pg/min, DN @F LI 31 HKRUR 1 a4
e, Fo A ¥ R B 8 v, DN BLEL, IR ML R 3 4
(DN 41}z LIR & . LIR & Fl =4 .45 10 K,

122 4P+ @#8ERE,.ZRAS KERAY
a5 R A LIR I & i 414 3 45 7 LIR
100 kg/d.200 kg/d, % BE4H &% DN 2H 25 T & & 19 4=
FRERIK .

123 FEARRERAE 259 W% 8GR AR
W KRR 24 h R IF R 42 K B # ik i A 1
JESERI . REACR A S UG R IR 4525 200 D Th %
AL 58 BRR I, TR A B BT AR B B U A
JIER T 4 %6 22 5 RS WA AT 815 JH T DNA #5145
K A7 B EF —80 C R RRAE. HH T HE AR £
Ik R

1.2.4  REMWEAEAAEPRRI i3 A 148 45 £
15 B Ty BE 48 A e R E 48 Fr . O = I 1B (fasting
blood glucose, FBG) 7K ~F- & FH ifin #5434 I, A5 I K
SRS K it L 753 31 FBG /K @Q UTP R H il 3K 4 328
Pk D, A B R 24 h IR, B0 S
(2 500 r/min, 10 min) B I 38 WK I, 2 2% A0 iR
Fl& KM UTP /K5 @ BUN R H 43 0t % B ¥ 46
M TNF-a IL-18 K 11-6 R FH i B 4 58 1 4G I L B
JRE T I AL 5 0 S BB 9 VR 2 R R S 1 B A A T
BUN,TNF-a,IL-18 % IL-6 /KF,

1.2.5  REUE ME 2 20K 5 240 i 3= A 0k I
T [ 22 A B DR AL, B K LB L A g

— RV H SRR 4 pm (YD F L HE e 65
J& 5B T WER IR AT SR E 40 4, BEPLIE R 5 A
R B /ANERBO L EF . T 400 475 F 40 B 3 B0 vk
20 0 | B A W 200 i 56 R R 4 AN B

1.2.6 TUNEL 3 & g6 M K BB 41 2140 s DNA
BRI OL O AR G 1) A TR SR AR TR 1
RS BEAT R K, FF A 20 mg/L (18 1 K 3F
&5 W 15 min J& . 565 I TUNEL &V i .
POD MMEAE S # L #1450 pL, ¥ F )5 fin A DBA
B TRARR G YL, IF BRI K, SR R %
BIAb 3R 3R J5 T W AEE R H#EAT S IEH A0 A%
Shy s €, B 0 R A €5, R W40 I DNA 143,
B 5 ASLEF S8 1 BH M 40 M %%, O 1H 5% TUNEL FH 7%
20 i R CPH P A i g/ S an i o Y,

1.2.7 G B vk K i R BB AU 26 2 440 Jif 5 T A
XE [ Caspase-1,1L-18.1L-18 }2 NF-«xB #ik It
0 V4 VR PRA 1 B A L I S RS0 3R S A 4 it
S0 i B IUE 4 R B R DR B R L A A
W B 5 AT O % B UK, 4 B Caspase-1., IL-18,
IL-18 ., TLR4,NF-«B, NLRP3 } N £ &4, # it )5
IR BT S5 B IR R —$T . L (— B
MR Ry 12500, A BELL 122 000), 05 , o
Ve WL, LR EAESE S i B R R

ELl11]

JEEN

13 Sty W SPSS 20.0 463t 8 ik 3
B, TR ORISR B R R O 25 40 M A SNK-q £
K., P<<0.05 NERASITHFE XL,

2 & S

2.1 KK DN A AR LA 5 X B L,
DN 4H FBG,UTP K BUN /K J+ ;5 DN 4 [t
#,LIR {§. & % & 41 FBG.UTP & BUN /K F &
;5 LIR R4 . LIR S HE4 FBG.UTP
S BUN JK - BRI, 22 5 A g3t 2% 8 L (P<
0.05), W% 1,

2.2 HHKRBUME A K T Kl SXIRA
Fe% . DN 44 TNF-o IL-18 & 11-6 /K ¥ T+ ;5 DN
AL LIR K &R i 4 TNF-o, IL-18 & 11-6 7K
TR 5 LIR K F &2 41 4%, LIR @ 7 = 4
TNF-a IL-18 J TL-6 KV BEAR, 22 2 A e it 2% &
X (P<0.05), L5 2,
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Table 1 Comparison of DN-related indexes in each group

(n=10,x *+s)

21 51 FBG(mmol/L) UTP JR#HE H (mg/24 h) BUN(mmol/L)
X iR 2 5.4740.31 9.1741.02 5.84+0.69
DN £ 25.70+2.79" 51.68+5.26" 10.9741.34"
LIR IG5 41 22.434+2.03* % 42.564+3.96" # 9.15+1.01*#
LIR = 7 f 41 19.38+1.46* %4 26.724+2.15* 4 8.3340.79* 4
F 1§ 224.142 284.765 46.330
P i <0.001 <0.001 <0.001

* P {H<C0.05 Sx M4l £ P {H<C0.05 5 DN A AP H<<0.05 5 LIR ik & 41 b # (SNK-¢q K50
xR 2 HBHEKXRIMERERFKELE

Table 2 Comparison of the levels of serum inflammatory factors in each group

(n=10,7 *s,ng/L)

4531 TNF-a 1L-18 1L-6
X B AL 74.86+6.80 153.34+16.81 118.37410.03
DN 41 129.39410.65" 339.36426.75 " 253.564220.44"
LIR &7 i 20 113.26+9.35" # 306.464+22.79* # 231.264+18.72" %
LIR &/l it 4 84.55+7.99* #~ 210.95+17.83*#~ 169.814+13.70* 4
F {8 81.874 159.929 141.830
P {H <<0.001 <<0.001 <0.001

* P {H<C0.05 SXF AL =P {H<C0.05 5 DN 4l AP {H<C0.05 5 LIR K7 & 41 b (SNK-¢q K %)

2.3 R ILE 55X A LE DN 24 5 5 40
JEit U £ 5 DN A I8, LIR IR, & ) e 20 484
A0t s 2> s 5 LIR IR B2 &L, LIR o B
A ARAEAN T B b, Z R A G E L (P<
0.05), W& 3,
F3 BAXRRREMBITHILER
Table 3 Comparison of inflammatory cell count

in each group

(n=10,7 £5.%)

4 ,DN 4 Caspase-1.1L-1p J 1L-18 TR F ik FiH;
5 DN 4 [ #, LIR K. = 5 i 41 Caspase-1,1L-18
L IL-18 FHHFRIZ T 5 LIR G0 & 41 &, LIR
B4 Caspase-1.1L-18 J 1L-18 & A F ik T,
EFA G R L (P<<0.05), &R 5. K 2,
x4 SHRBOFRERFAKELER
Table 4 Comparison of serum inflammatory factors

in each group

(n=10,7 +s,%)

4153 RNE YA 4153 F 4 24 i %
Xif 21 8.60+1.26 Xif 21 14.78£1.73
DN 41 18.6543.25" DN #4 33.7643.65"
LIR 41 14.8542.05% % LIR % & 41 23.46+3.02% %
LIR /&5 708 4 11.2442.10% %4 LIR #7541 19.634+2.24% %4
F {4 36.831 F {4 85.324
P {H <<0.001 P1H <0.001

* P {H<C0.05 SXF R4 [k  # P {5<<0.05 5 DN @4 k& AP
f<C0.05 5 LIR {7 & 41 [ (SNK-¢ K2 1)

2.4 FHAKBF LM DNA 5 5xEa
e #5, DN 21 BH 14 40 i £503% 22, TUNEL FH M 40 filg %
Fhi s 5 DN 4L, LIR I | i 770 52 4 BH P 40 %k
/>, TUNEL FH % 40 f 3 B AR 5 LIR %57 & 41
P4, LIR ey 77 22 48 BH 1 240 B %5k 2>, TUNEL FH 1
YR AR AR, 22 S A Geit 2 (P <C0. 05), L3R
4, 1,

25 HARKREMAL MM ETMHLEA
Caspase-1.1L-1B8.1L-18 FiFw LK SXT 4 b

* P {H<C0.05 SXF R4 [k  # P {5<<0.05 5 DN @4 k& AP
f<C0.05 5 LIR {7 & 41 L5 (SNK-¢ K2 58)

2.6 4K IEZ S NF-«B 3 %A 8 1 £k
i S5xE4A®, DN 4 TLR4, p-NF-«B/
NF-«B & NLRP3 # £ ik ;5 DN 4 L,
LIR f%. &5 #| & 4 TLR4. p-NF-«B/NF-«B }
NLRP3 #1335 Tl 5 LIR R0 & 4 k%, LIR
FF &4 TLR4, p-NF-«B/NF-«B & NLRP3 & H
TR T WL 25 A G L (P<<0.05) , )LK 6,
Kl 3.
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1 HHESHLRMAE DNA Hi45 B (HE & X 400)
AR IR 2H s B.DN 4 5 C.LIR {57 £ 20 s D.LIR & 57 fit 41
Figure 1 DNA damage of renal tissue cells in each group (HE staining X 400)
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Table 5 Comparison ofexpression levels of pyroptosis-related proteins Caspase-1, IL-1p

and IL-18 in renal tissue cells of rats in each group

(n=10,z £s,ng/L)

21 51 Caspase-1 1L-18 1L-18
o iR 21 0.1140.02 0.09-0.01 0.1240.03
DN 41 0.897-0.09 " 0.7940.12* 0.9974-0.11°
LIR % & 4 0.350.04" % 0.47+0.06" % 0.4140.05" %
LIR = 7 5 20 0.260.07 =4 0.21+0.03* %4 0.16+0.02*#4
F i 307.800 202.667 404.696
Pl <0.001 <<0.001 <0.001

* P{H<C0.05 SXFMMA4L b =P {H<<0.05 5 DN 4l AP {H<0.05 5 LIR K7 & 41 b (SNK-q K5
*6 SEHARESHEALANBEEHEXEARIESLR

Table 6 Comparison of NF-kB pathway-related protein expression levels in renal tissues of rats in each group

(n=10,7 *5)
21 51 TLR4 p-NF-«B/NF-kB NLRP3
X AL 0.2740.03 0.580.06 0.3470.04
DN 4 1.13+0.12"* 0.91+0.10" 0.88+0.09 "
LIR K5 & 41 0.754£0.08* 7 0.80£0.09* 0.75+£0.08*#
LIR &7 &4l 0.494+0.05* 4 0.674+0.07*#4 0.3640.04%4
F {4 225.895 31.579 1069.397
P <0.001 <0.001 <<0.001
* P {H<C0.05 ST MR4ILH £ P {H<C0.05 5 DN 4l H4g AP {1<C0.05 5 LIR IG5 & 41 H 5 (SNK-¢ £ 55)
A B c D
Caspase—1 - W ww— 45 kD 96 kD
I-1p s @D G 17K 204.34 kD
18 e D SN S 19 KD B 204.34 kD
) NLRP3 | 120 kD
Bractin | g P 412 kD
F2 SAXRESHEALMMEETHAXEH Caspase-1.IL- !
1B.IL-18 ik &R B3 HHAAXRSEMHALA TLR4NF-xB B NLRP3 EARIEE

N

AT ;B.DN 4 ;;C.LIR 4 ;D.LIR &5l # 4 A
Figure 2 Expression of pyroptosis-related proteins Caspase-1, AXT R4 s B.DN 4 ; C.LIR K57 2 41 ; D. LIR =5 71 i 41
IL-1p and IL-18 in renal tissue cells of rats in each group Figure 3 Protein expression of TLR4, NF-kB and NLRP3 in

renal tissues of rats in each group
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MEAE R, B 2 2B T PR BT BB T Y A L R IR
I ) A 3 5 A AR B T, DN SR PR v R DL
I IF REZ — . DN R, IR & & 7w, B /b ek
LR A, 52w B R A0 S5 A S T RE AR L H R
T 4 M P i e 28 40 P 1) P S R R L TR
AR T AU AL AU . LIR R I KR
R MBS 254 . T 4E Sk LIR XF DN B ek 3 48 ] © 9iE
52 AR ILAE FBLHI A T AR . NF-«B il i 27
20 A T R L R K T R BOR, R
FH B A AP HEE M E DN K BB 4 2038 455, 4
DN 2 21ya Y71 F L AR 40 B B, AR A 5 i % PISK/
Akt/NF-«B il i 5. L HEN LIR Xt DN ) E
TS NF-«B i %A ¢ . 5T LIR XF DN 14E
FHALE] A B 58 2 7. DN K BB AL, #8598 LIR X} 2
A DN K B 4H AR T S0 20 B 32 01 e % NF-«B i
H5 (4 5

AW FE 45 R W, 5 X A . DN 4l FBG,
UTP K BUN /KTt , TNF-a IL-18 & 11-6 /K
T RAE AL £ . R DN S 800U ™ 4 K
It RAE R L B T BE A2 B, AR OAE 40 M IR B 5 32
SEUIRIE ST B L M OR BU™ 4 ROS, BECK 7
HAE T TNF-o 1L-6 KT . i E DN () & 4,
AR M., AR &M LIR T 85,
FBG.UTP J BUN 7KV B4 , TNF-a IL-18 2 I1.-6
IK-FEAR . 2 B LIR BE W8 235 K BUE Zh g, BRI &
SiE K F K P A E A B T Eom . A b TR A
GLP-1 32 {3 2h 7 BE % 15 B VE H ' & B 40 0, 9
2 RGMC #8K , M TNF-o. IL-6 %5 % i A F 19 &
A DB RORE VL I 2 A R IE AN IR I A L HE 2%
DN i — 25 & J& . DT % B e R 2] — 2 09 O B 4
FAVOT AR T R AR R AT, ELRE R R
SiE S I 5 AU, AR T 2 (D A B A A I 4
DNA Br 24 45 3K 56 5 8 7 1 4 4100
20 LAY 40 B AR T3S AL 22 — , Caspase-1 {6 4L 5 7E
X GSDMD #4755 Y1175 5 20 i B3 2 L 7 ) B, 2 3
SR Y 1L-18 K 11-18 iy 2, I 43 Wb & 40 i 4b .
AR M TUNEL 2% 68 36, W22 5 2 48 il DNA
PO K TUNEL BH A 40 i 2 F 46 100 45 7~ 4 6
1 Caspase-1,1L-18, 1L-18 35 1% % M T 1< 38 40
JeL B T A B, 25 R s, DN 4 BH M A i gk i 2
TUNEL BH 4 40 g % & Caspase-1,1L-1B,1L-18 &
FI AT &, R B R RS /N ER 40 i DNA 45145 2
T, M LIR AR & 50 &t 2 BH M 40 H 5o 2>,

Caspase-1 &

TUNEL BH ¥ 40 itg % & Caspase-1,1L-1B,1L-18 &
2% 35 B BT, 42 78 LIR B8 % w2 5 /) Bk 40 i
DNA $5 475 , M T4 i 4 M A T

NF-«B J& 4 i ;2 I A7 OC (%) 8 Z bR & %), NF-«B
LR ST b A AR T —
B NF-«B i B A5 . AR NF-«B 3 #§ A ¢
EHV TR A, Horp DN 41 TLR4 ., p-NF-«B/NF-«B
S NLRP3 #1335 F, #2758 DN B 0% NF-«B
M. TLR4 J& NF-«B Lii# 8 1, 76 TLR4 Bl 3%
T NF-«B 8 #i% . /t % NF-«B F i TNF-o.,1L-183
Ko TL-6 HRAE K F 1 K& B, 73— J7 i NLRP3 &
A R AR T A AR MR L Y NLRP3 G 4L )5
PR AH 5 AE KT 14 43 Wb  3F — 25 T LR E e ML N 2
RN £ T2 45 F DN R BN W F B 59 LIR
J& s TLR4,p-NF-«B/NF-«B & NLRP3 5 H %%k F
P4, £ LIR fEaEM 4 NF-«B 18 8% 19 3505 . M i 417
Tl 248 A T 9/ RRE PR B R, X DN K R
I A ) — 7 B PR AP AE

Zi B AR LIR BEf% k3% 2 B DN KRR JE 41
it 1 0 200 i T, VR T LR T BE 0 1 NF-kB
WA K, HiE— 25T LIR X DN K RAER .
ok AT 3 ad B GLP-1 3 7R 9 il 351 o — 25 4iF 5
LIR X§ 5 Wk 47 4 A1, o8 LIR A+ DN 3R 7 i
PR S

[Z% k]
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