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Research progress of the regulation effect of traditional Chinese medicine monomer of flavonoids on the
pulmonary fibrosis signaling pathway

MENG Jianhua', LIU Rui’, PAN Ling®, LUO Zhenzhen’, SONG Weixian', LU Jue' (1. Graduate School, Guangxi
University of Chinese Medicine, Nanning 530004, China; 2. Dept. of Pulmonary and Critical Care Medicine,
Ruikang Hospital Affiliated to Guangxi University of Chinese Medicine, Nanning 530001, China)

ABSTRACT Pulmonary fibrosis is a chronic, progressive and irreversible interstitial lung disease. At present, there is no specific
drug for the treatment of pulmonary fibrosis, and many TCM monomers have potential therapeutic value for pulmonary fibrosis,
among which flavonoids are the main representative. For example, total flavones of Astragalus memeranaceus and scutellarin can
reduce inflammatory cell infiltration, lung injury and extracellular matrix (ECM) deposition by interfering with transforming
growth factor-./drosophila MAD protein signaling pathway. Total flavonoids of Oxytropis falcata Bunge and salidroside can inhibit
lung inflammation by mediating JAK/signal transduction and transcriptional activator signaling pathway, and prevent the epithelial
interstitial transition (EMT) process. Quercetin and Ginkgo biloba leaf extract can reduce the apoptosis of macrophages by
inhibiting the nuclear factor-kB signaling pathway and play an anti-pulmonary fibrosis role. Urushetin and proanthocyanidins can
promote the morphological recovery of myofibroblasts and reduce ECM deposition through the phosphatidylinositol 3-kinase/protein
kinase B/mammalian target protein of rapamycin signaling pathway. Naringin and luteolin can inhibit scorch death of macrophage
and inflammation response, and improve lung function and lung tissue injury through NOD-like receptor heat protein domain
related protein 3 signaling pathway. The ethanol extract of Phyllanthus emblica and calycosin can improve the inflammatory injury
and fibrosis of lung tissue by activating the signaling pathway of nuclear transcription factor erythro2-related factor 2/antioxidant
response element. Isogliquiritin can inhibit the phenotypic transformation of epithelial cells and reverse EMT progression by

inhibiting extracellular signal-regulating kinase signaling pathway. In the future, scholars should consider developing appropriate

- drug carriers to improve their bioavailability and further study
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Jili £F 4 £k (pulmonary fibrosis, PF) f& "1 22 45 %5
rheEs DL R | B TP A, LA S R AT O R
X, Bl A 1 T B8 A T e R s e TSR T
PF B E W12 5 0 A A R, ws =", BT,
PEIRIT LT 04 R I R AU 1 4 AL 254 B it F5 A
R EEFEY, T PF R A I AT A, Rl
YU A 2505 5y 52 91 A BRI YR T RCRAE T
AR MR A A R, HAETESR E R Z 2K
TN P 2 A IR, E LSRR YT B, IR, R R S
ELIRIRTT 250 R IR YT PR R AR ke (1) [ 5T

B S P 2 BRI AE by v B 2 5 5 v I EE 2RO
g7, BA — PR PUEALN I SO g TR,
B B Y0 —Fh B A 2- 2 3 €8 i A 45 4 1) R SR Ak
G AR R T MR R R R AT
Y R HRERE, REMR L, HIR LG
Al 35 03 PR AE A L A 22 B0 AR ML v o4t —
N JE Tl AR SCERIAR T 8 A2 rh 2 B iR PR (55
T R VE BB ST IR R, DI A B RS v 25 SRR T
PF (A G R 25 i A 4R 2%

1 TGF-B1/Smad {5 S1& BB XMl
1.1 TGF-Bl/Smad 55 EESPFRIX R

5 fk 4 K A ¥ - B (transforming growth factor- (3,
TGF-B) &— iy 4G 58 b R T SaE ey £ 1)
BERR ¥, H TR 2 W5 A TGF-B, 78 845 PF i f b &k
7 EEAEY, TGF-B. ) IZAFTE T N B 40 i 240
JiL S AT A AL, 22 22 KA G WAl A A TGF-B,
J5 5 HAZ (TR 454, AT S SR i MAD 4 11 (Smad)
ZMFHEZ MG T2, S 54 Y2 R T ATl
Smad?2/3 Bl 1k , T4 55 Smad4 il =08 S ¥k A 4 i
¥, b1 2 5 TR PF AL R 4L 5%, 5 PEY, 5
Smad2/3 ,Smad4 AN [fi] , Smad7 f PF () fft [n] J6 4% A ¥, fig
% BT Smad A= i AFS B TGF-B., [A1HF , Smad7 /8 5
TR ZARZE 4, T BH 1E Smad2/3 B ARk , M A& 44 98 15
il ZH 2 s Ve ™
1.2 EEEAHZAKETIRE TGF-B/Smad (5 518 B
B Z& PF

T B H AERT I ST 2 B, R B e A I S i
F1# 5k 55 & (bleomycin, BLM ) 755 (1 PF #5580 /)N B 40
PAE N T 2 AU S B ORI 46 b I SR AE I - o (u-
mor necrosis factor o, TNF-a) & TGF-B, 25 #£ik, H#E
FEEE R ZH VR YT R W TR 2 M A
X IEZH o 2 AT AT 5T 30 & 3, 8 P B I ] B 3 Ao 9
FI#/INRNA-21(miRNA-21)/ miRNA let-7d )&/ TGF-,
PR [ HE 8 Smad7 (5 5445, 1] Smad3 BERR AL , A7
B ek 3% PF /N B b 2 8] J52 5% 4k (epithelial-mesenchymal
transition, EMT) #1485 a- 1 ULIL 3L & H (a-smooth
muscle actin, a-SMA ) il E-#5 20 & [ 19218, Rl U Be
4 40 R0 il 20 2 45 4 25 L, 4R R B RS R B AT BE A A
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TGF-B./Smad {551 FE A il S5 S b A [ £ 4 26 11
Wh,BHIE EMT 3R38 , ok & #7451 PFAER",

K I S G S5 S 04 il A 2 4R R AR TR R R
M, TRIAUK BT 3562 TS, KB I R A K+
TNF- ()33 i 2970 | S8R 40 M3 e S it 20 2K b 3%
Pk, TGF-B,.Smad4 K mRNA Fi5 7K -1 2 R,
I e J5i 46 (1 (type 1 collagen, Col 1 ) /K F[] 2 T F#,
HEM T 2546 ZE AENE 18 1 TGF-B/Smad4 {553 #&41 | PF
FAME R AE . BB BRI R L AT 3846 L R Xl F
Ak b [FIREEA B S A SGE R IR A 2 4 R B L AT
48 £ e W B PR AIR TGF- B S50 |, 92> Wi IR 7
Smad2/Smad3 B, , 115l i Bl £F 2 4 A 26 AU % A pm s
W) 1 % £ A (fibronectin, FN) ,a-SMA Fl1 Col 1 4513
ik, U EMT SE A2 Lk 3% P, AT UL, KT 3548 £ R X PR
TS0 i v 9 5 AR e S B %) il A A R ) OE AR Y R e
5 TGF-B./Smad {55 518 A ¢

Li " S840 A W1 % TGF-B1i75 5 19 AR AT B
LTI A (MRC-5) PF AL A T AL IS & B, 2 S 0idis
A= WIRENS 1 3 AR MRC-5 40715 2%, i TGF-B., 5 TR,
255 32 MR Smad2/3 7K I SR UTRR P s | 40 v
] 4 I AZ RS A 32 B, 378 v S 0007 26 9 7] BB 3E 1 TGF-
B./Smad {3 53 B A4 ] MRC-5 21 L (9 3458 535 16, A
IS 20 M AE ) 22 B 245 IR YT PR BEAh, X1 55 461 L)
BLM i 3 () PF #5700 K UM X R B AIE S, 7 5 R
A 3E S A ) TGF-B1/Smad {5538 i, W R S 2 4
MRS .

B Rig 22 5 5 0 2 i i 0 J BLMi% 3 1Y
PF /NG A B, o8 2 AT 3 2o 410 i) % PX - kB (nuclear
factor-kB, NF-kB) p65 £ [ )3k , Jdi /b R AE K F TNF-
o 14042 -1 (interleukin-18, IL-18 )  IL-8 B , ¥
B2 R4, R 18 PF /s BRI 2H 22 P9 — 1 (malo-
ndialdehyde, MDA ) }2 i 4, 1k ¥y 1 tk 1 (superoxide dis-
mutase , SOD) & LI 7K -, AT R A% TGF-B: . Smad2/3
PR i Y =IO - 0T 7 S s = o O s vl N i | 21 D e
Ha bR &) a-SMA [ Col 1 £ FIHYFRIE, $78 Bk 3 7 1
1 NF-«kB/TGF-B:/Smad {5553 B ] S AL W, 18 2
PR 47 , [ 1 240 Jfd 41 58 5T (extracellular matrix, ECM)
TURR, MM EMT #EA2 LLIAYT P
2 JAK/STAT {5 5@ B tH <ALl
2.1 JAK/STATZSEHKSPFHIXFR

Janus P (JAK) RS — i F 5 B 1% 2 R v il , T
AT A MR AT (5 5 i 3 S s
% Al 7 (signal transducer and activator of transcription,
STAT) ZJEAE 2 JAK B T iF 0 i, fE A A5 51 & 5 e
SEHEA T EENERH, JAK/STAT (55l %25
T PF KRR ZA ) #4640 SO0 Ak
R AN T4 . JAK/STAT {5 53 B e g 22 Fh 40 i
7 KRR AT, W RAE P F IL-4 | IL-6 A IL-13 LA K
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PRLF2E R F TGF-B. 55", 24 JAK/STAT 1551 i 32 21| 40
it PR SRR, STAT % 53% R 7 1 S s O B ik 5 5
1832 Tl JAK, JAK 0 i34 5 STAT1 STAT3 &A=
IR Ak LA JAK/STAT {553l %, M F 51 5 2
MR NS 555 S A de i 76 Ak, 2 E PR Y
TERE
2.2 HEIREHZHEEEITIEAE JAK/STAT {5 518 B2
ZEPF

2SR AR o s S A B, SR L TR
i B . 2k BLM 55 19 K B PF, HAIL T AT 58 5 Hi P ik
TG B A B A £ 4E 2 1 o-SMA Col T . Col T #3k%,
V8 KL AR 3 BE TR EMT RS20, 37 1T 90 4% PF 2
FEAT I % AR & B, SR B R ek A VR 7
A 41 i W R EL AT S 3 R R R RE AR R AT I 1
TNF-o IL-1B [ 235, BE 4 i 5 715 515 -9 il X 7
3235, FI# JAKL STAT1 % 1 #5135 , I (K ECM =
W) K A A AL T a-SMA (Col T Col T, B4k
TR BT ) b iR AR 5 AR R TR A Y, 2 I
TV 3 15 ¥ 1 240 PF (%) AT REAIL ] -5 4 #il JAK1/STAT1
I A OE

BEE I R B, A SR B AL LA S
B I E 2 PR Bl 45 & PF /N BRELAS I S i el s 4
AT BRAIG PR At 07 2 i v BRI 9 E PRl TL-6 L4 |
IL-10 /K-, 3 F I JAK2 . STAT3 25 [ 263k , i fili 2 41
th 2R AL P WIEOE R 1 . a-SMA EN . Col | &3k, $/R4T
FERTE Al BEE 1 3 JAK2/STAT3 155 18 U /D A i
N, AR TE I IR LT AR A, & BT PFVERT
3 NF-«xBESEEMEXVH
3.1 NF-«kBESHEES5PFHXH

NF-kB1EN Rel H H KGRI EHE — 5 5 S 540
JRLPR (0 R AE 55k BABE Ak SR s R rp e e
o NF-wB {5 5 38 38 5 1 20 5 HE 28 85 12 300
Toll BESZAA  IL F % J2 TNF-a 2552 (R Ry e i 2 v iy
RIS AL, AT A BR A TkB 3 B (IkB kinase 8,
IKK B) & AT 22 F R R FEAL % A W R 1L LA 1k B ;
Wi J55 114 Tk B AT 25 B p65 Fl p50 2 14, T {12 {87 NF-«B
20 55 A% 380 40 B A, S B NF-wB 3 R 1) 6 Ll
M, AR MR AR N 1 B3 R4 M A TNE 2/ AH
DA 3 I 380G TKK o 2R 58 1, #1117375- 5 p100 . p50 Fl p52
BRI AL, SCEAN A N T S R SR BOE JE Y
NF-«xB M BE & [a] BE i IL-1B  1L-6 ,IL-10 , TNF-a 45 % JiF
T, i — 25 R ARAE N, W 1 4% HLAG 38 1 R e
IR,
3.2 EFRZE Pz BRIE TS NF-«B {5 5@ B & PF

Verma S5 5P Bl 452 495 B2 PF /)N BRI J (9 Bk 5%
FE M e ZANUAT LA IL-6 ,IL-18 | IL-18 , TNF-a %
S AT B R, BELIT NF-kB {5 S B% , T8 JE T+
Jot K 2K 1 B 3 (caspase-3) 44 P i 14 4 (reactive oxygen
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species, ROS) Fl— & AL F K-, Il FE i 41 21 DNA #5473 ,
i FLAE % 24 3% TGF-B./Smad3 /51 PF, [#{i a-SMA &
FERIA, BRIz AL A] g S5 K 28 30 ) NF-xB {5 538
%, AT/ A I R T T R AR L ER i INIRE SRR
ARG o BEAN, TTHEM A A 30, Az 28T 528 50) et A4
W& AIC PF /MU 2040 TGF-B, A1 p38 22 24555 AL 48 113
Jif (mitogen activated protein kinases, MAPK) % [132 ik,
FH 1 NF-kB {5 5 £ 5, #fi] TNF-o \IL-6 \ IL-8 25 S AE
TR, DD ST e AT Ak A M=, LA AT e 5
2 BEA I NF-B {55 5 1 % | 95 S AE I PF A Jii K 0k
AKX

Pan %" W58 B, AR AT 2 U fE A% I 8 92D 4%
SiE [H T NE-k B B, i 1 MI1/MI2 155 I 200 P-4 , 31460 40
JHL 8 T K G 8 B 4 98k 98 -2 (B-cell lymphoma-2,
Bcl-2) \Bel-2 #H % X 25 [ (Bcl-2-associated X, Bax) . cas-
pase-3 ., caspase-9 F2 ik, F il TGF-B, M a-SMA fiE £ 4 4
B A = N1 3 == (=S T O N e S T
KB, AR B B AN RE A5 41 i) P AU K BRI 20 21
o NF-kB p65 i & 2, NI IL-4 M AT -y F£ik i
H AT LISPAf Th1/Th2 40 PR, B I el oK U 415
iE M AP YRR S o Z TSIy AR SR IR Rl g iE it
BELIT NF-B {5 55 i [ o - iy M1/M2 6 20 il 1 Th1/
Th2 240 Jfd 5, 0] s 248 A A Rt B R T, R PR L
PFAEM.

gk AERE T PR AL/ BT ST 45 R AR, 220
7] k3 P AR/ N BRI ERIE A5 2 AR Ak, 2 /0N BRUIH 26
SUR BT EALRE 7, FEHLTI AT B 5 22 35 3 GE3E 1 7 i) NF-
kB 15 518 5% , 4 fik SOD MDA 23k, i 1fiL 7 o TNE-
o L-6 75 5, [F) ) 38 AR 2 4 b il 28 20 32 il 20 0% (hy-
droxyproline, HYP) /K VA7 o M55 iR kI, LR
AE% 38 i UK A% 5L U855 B ¥ 1 (sirtuin 1, SIRT1)/NF-kB
68 % e 4 R it 92 400 BRUPF) 8 1 28 0 ek P, FLAIL TR
A] BB 22 v R ] A P NF-wB {5 5 3 i i35 A A hE
W AR LR SR R 5 7K S ZH 2L A B T, AT
RIEHPFAEH
4 PIBK/Akt/mTOR 1= S i B HH XMLl
4.1 PIBK/Akt/mTOR{ESi#H 5 PFHIX R

1% g Pk LI 3-8 /¥ (phosphatidylinositol 3-kinase,
PI3K ) f&—Ff 5 A A 34 5 8 T AR AE 5G9 i BT e
B % PR Y PISK AT H T 7F Wi 9 2 1 RS B (protein
kinase B, Akt) , JE 1M1 1k PISK/Akt {5 538 1% T WeE AR 17
+, AN EL B R A A 2 A 1 (mammalian target of
rapamycin, mTOR) A5 K la AIEZH A H A
% 5 Y e, PISK/Akt/mTOR 5 5 1 % 55 PF
B R R R YIM G . Horpr, PISK (1Y o A1y ME AL PR F7E
il JC T A4k 40 i 2 T 5 B2 34, PISK A /Y TGF-B. 53
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HFrlie2 5 1 AW/ MARTE B 53l A8 , D )42
R0 PF™ s B FR 1R 1) Aktl A1 Ake2 T I $ iy - Kz 44 i
AT K ELREA AR AL, W/ MA mTORC2 W Al 76 T4 %
PR IR 4 BRI 25 B s Bk Ak, S f w20 21 5
s LT
4.2 EFRZE 25 K08 3 532 PIBK/Akt/mTOR {5 &
AR E PF

T ECE AT R N AN SIS K B, R B R RS o
BLM i75 5 1) PF /N U 2H 21 58 i S 2T AL AR B, JF HLX
TGF-B: il i N ili il 21 4 40 M i 36 5 oAk G2 RS 55
B S A B R UG T 4 4 A T 4 S PI3K | Akt
mTOR B R 1k % 3K , Jdi > FN . Col I ,a-SMA 4 &
mRNA 7 A= o X W], 348 3% n] e id i BH Wy PISK/Akt/
mTOR {55538 % , T i) A JIC 2T 4 200 M 15 5 T AL
WD A LE RS | 0 BT 2 A i SR R Ak, 0 PF AR
Bl

ZEVTURESE K IR, E TGE-B 17 S 19/ U IG i 27 4k
AL (NIH3T3) H, 5 TGF-B 414 1L, AL 2Ry T4 S
PI3K 1t 577 2H 24T RE B S A0 ) 40 L M BT 3, /)il 2H 21
HhUUBET 2 20 D, [P TGF-B.  PISK Akt ik , F R JIZ
JEUTR ) a-SMA [ Col | HFRIA , $2/R AL T 2 Al fg
] TGF-B, 2 11 BT PISK/Aket {75538 i, 71 il il
BCET AR A MG TE 534k , U/ LT 2 240 L i B 15 1
AV 2 i 2 2R UL ST A A A A A T A8 2 U | S iR BT PF
U
5 NLRP3{5Si& B XLE
5.1 NLRP3{ESi@EHS5PFHIXF

NOD FEZ AR 4548 B DC L 1) 3(NOD-like re-
ceptor thermal protein domain associated protein 3,
NLRP3) & —FP 4l fL A5 544 T 1 R AE/MA , i o 52 1K
B T AH R BE 5 A (apoptosis-associated speck-
like protein, ASC) il caspase-1 Fii /425 (A4 1%, , 2 AEAE
TARPEAM A SEREAAE D o B2 B0 AL B
A 2L A T 8 B A S R, A S S s A
AT B D A A DG A R AR R3] 52 44 (pat-
tern recognition receptors, PRRs) ¥4 8 1) 42 5 B £k, 300
NLRP3; i £k (1) NLRP3 #F — A £ L il o6 1 105 240
FECIL-13 FITL-18 , At A il 25 22 5 ik 20 i 32 17 A Jie Jst ™
P UUAR s TRl iy b j 240 B sk 6 55 () NLRP3 RE A ¢
I TGE-Br, 4 KR AAE SIS, e EMT #E 72 , 31 fin
& PF™,
5.2 HEEEHABMEEITEENLRPIESBENE
PF

P T7 S AN [ B2 Al B2 R AE T T BLM i &
19 PE /NS A B, Bt Al e 3 vk BE T, /N U4 21
NLRP3,ASC . caspase-1 £ 1 }2 mRNA (1) £ ik ik /b | IL-
1B FIIL-18 BBk 2 F 4], TGF-B1.Col 1 .a-SMA Fl
WOV B FUKOF 35 8 BRAR, B-5 30 B K - B35 T
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it 25005 . ek , ECM DU B iz . HAL
AT e JE A 2 25 38 L P NLRP3 {5 538 i BH (- 4n e a1
M RFEPTR PUPFAE o A i I H AR J28 B8 3 % PF A
UK R L s 20 R A 7 R AR A0 T TR R e 52
K B B 2] A 38 1+t BHLBT NLRP3/IL-1B8/TGF-B. {5 51 %
SR AT ) L I 20 B A T R R PR 4300 , DA T i 2 it 2 21
RAE M A HEAL

6 Nrf2/ARE {5 518 &8 < #1 %l

6.1 Nrf2/AREESEESPFHIXE

¥ B 56 I F 21 & 2 A ¢ A 2 (nuclear factor-
erythroid 2-related factor 2, Nrf2 ) J&—Fh Xt S Ak 07 18 e i
BRURR Y 240 0 Bz S XL 5 it 4804k i 1 T 44 (antioxidant re-
sponse element, ARE)fE4HIA% N 5 Nrf2 455, nl 5 8
W R R 1ML 21 25 Jin 48 1 (heme oxygenase 1, HO-1) |
A8 06 H Bk 48Tk 4 g | TR 4R fE A ) B [NAD (P) H : qui-
none oxidoreductase 1, NQO1]. SOD L) K i %8 1k &
(catalase, CAT) 4§ , X4} T 4E REALIAR A AL 18 T N 1455 H
HEEEX",

SFARIE i A 2 P IR B B 2 AT, 24 A8 Ak 751
T2 LA AILAHE I BOIRAS TR 72 A2 Kk ROS A
R UL sl A R B N fioh 2 28R AR T RE B A, 3 3
DNA 47555 , [R1EF 75 S il T 780 2 A0 1~ M2
A T S 2 2R AT A 240 B S 1G5, #E T 3l PR
P, Nrf2/ARE (5 5 BEAE A S i a AL g, —
1], FLREAR (o R i e S Al ™ A LA ) S 0L S
TR 4 it V6L 240 L 5 55— T, JH g 3 sk 4000 o s 2 2 4%
i F5L 473 AU /D S E A L, A A 7 3 5 | R i 4
Al s ™,

6.2 FERZE H G B R E T A Nrf2/ARE {5 S 18 B 2
EPF

ik R BEAEE AR S PR AL/ N R R B
RH RS B8 0 2 s AL/ N U ZH 2R SE 41407,
PRS2 it A ZUE A 450, ¥ Nrf2 \.HO-1 .NQO1 & [ 5=
ik, PE I T SOD CAT S5 ht B AL B 1Y &% 1k, i/ D fifi £F
ALY HYP (VTR ZWFE 3R, A H T T g
3H L Nef2/ARE 5538 i 3R S LIRS AR ) O
i A 3 e Al 2] 2 A A g5 ok 2l PR
7 ERK{ESi#EHEXHLH
7.1 ERK{ESERSPFHIXE

MEBAME 5 87 4 (extracellular signal-regulated ki-
nase, ERK) {5 518 }J& MAPK F % AY BB A b, HE
5T 4T ol ACHSEA Y #3000 . i ERKAF
538 KRB 2 D /D ECM DT BRIl ol 27 45 41 it 38 5, DT
R s e S R e P e [ B E AR AT (DS &S B A
7.2 HEEHZGRGKEITIEE ERKESERENE PF

SENMAE ST R B, S5 H B R RS i PR BT 20
Jil (A549) MAPK \ERK [ ik , N1 N-#5 %68 11 B
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HH \a-SMA [FN %% EMT §% e F, B E-85 a1 X
mRNA 7KV, 05 b B2 A0 1) JSET 4R 4B 25 5% 78, 40
il il LT 2 240 LS8 58 A AR 2R, LU T e S e
F BB T TGF-B. 4 T i) MAPK/ERK {5 5 J#s , ¢ &2
A549 21 i L B A A AT 00 ) G2 A4 4 3 B 3
b GEF , BHIE EMT #ERE , #1850 P
8 RESRE

PE (% S e G Z N IL RS G945 R, vh 2 ik
3% PF HA ZHL A 24 2l BRI R A, H AT L
B EYbitm 2 . Hrh, B BB AT RAEL K
WS B R BB S A T T TGF-B./Smad {751
R AAE AR , 243 PFAETY B ) S M i 475 F ECM
TURR s S R SR I L 215 K AT il i 45 JAK/STAT
15 5 38 [ 490 i s 25 2 58 A S 7, BH 1 EMIT BERR 5 i B¢
R VAT IR 2B R AT ) NF-«B {55 18 B
Yol AT I 7, 5P MI/ME2 41 R Th1/Th2 4l
LR 7 s S T, R AT PFAE AL BB R AT
K 3E i PISK/AKY/mTOR {5 7538 8% 8 15 i il 2T 24k 41 g
K TR B RAEAR D BECM U S =t PFYERT
Hili Bz 2 AR 2R R i NLRP3 {5 5 38 %40 1l 15 1 240
A TR S E N, oA il B R e il L A5 s s il
LR AEAEIE B AR H B B T AT SE o O
Nrf2/ARE {5518 P& o508 It 20 S I LT 4 s v
i 2R DU AT Ak ) ERK A5 5 BEL 1k B 40 i e L
A, A BT AE AR R 5E T AL GRS, IESE PF ERR

(AR TE R A2, R BT 26 v 25 SR 0T PF 91 T
WIS T — & WAL, 5 ARSI R ER T35
RS S 40 S 56 B BE , sk =2 R XA 2580l TR RSBl
DL MR A2 VAN HG 7 10 {8 5 PF A 45 Sl B 0 20
B R £ B2 2 M AR ST A AE B, AT WFFEAEAL SO0 B
— 18 AT TR i = A [ SAH L ER IR A AL R
iF s AN, BRI B RIS v 24 SR B 2 0 5 e 3
W E7R BA R a2 e (B i T HOK R 22 W)
I BERAR, AT RES R B A ROV, Hook TR
FHF=AE BT B DO RE T B B 25 2RI T v R
WG, 25500 1 2 4 R 3 [ A 1 R A

B, B R 2 rp 25 LR P (R 5 B R P54 E T R
A VREBIGTTUHME, J5 22738 Al 25 BT R I 24 1 25 W) 3
T S E AR IR T JR45 & 251 2R 27 26 2 3
2 R B AR SR AR TR AT 25 09V P A R i
A2, e R v 2 B [ e PRSI e B BERIEARCH .
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