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ShCcHkSt 5 R, FEPIRIT AT R RGE B 4k, IEIT
TEPERL ZEPENTE 28 55, A SCELE AN [ E R IIBIT R M
RH P it T i e AR G 43 F{5 53 i, LA g il —2p
RS
1 RUEREHEXESERE
1.1 NF-«kB  #f <[4 3R U8 & 90 #) #% Il F «B ( nuclear
factor kappa-B, NF-«B) {55 H iR L% K+ «B #0141
1 o (phosphorylated inhibitor of NF-kB alpha, IkBa) 3k
BELIT p65 2 A 200 i A% 38 1% 35 DXL A 2 S, ol 2 4 e 3o I R
B, NF-kB EETE L R DNA 2548 M, H plos/
p50. pl00/p52, p65. RelB. c-Rel 4%, FLERSFHY Rel
ARSI, 7EWOEHT, 1715 NF-«B #0413 (inhibitor of
NF-kB, 1kB) #i&HUTEHEIEXmE A, HE
¥ kB B (IKKo, TKKB. IKKy) Bk, NF-«B Af
VI 2 RO s, 0k &R A REHE S R 1%
LR B Az T 2HAZ 4K, Toll HEAZ 4K (Toll-
like receptor, TLR) . HZAM A ZFE (interleukin, IL) -1 %2
A MREIRBEN T (tumor necrosis factor, TNF) 2K,
IKKa, IKKB #fRAl, IxBo fH #1041 kB & 152 21 8K 1 B
W IRZ Z AR PE R, pSO. p65 TR TS 150 1) 20 i A% 138
WHUIER, FES SR, RPN M EIEE . 51k,
TENG I AR B, k2 MR 42 /L FE 40 4+ F . NF-
kB SZARFEN] M RER B 2k B AHMIE AL T2 k%
% NF-«B 75 88, D1 8% 82 1k KK« {2 3 pl00 [/ K
p52, p52 WA 5 RelB 456 2 1 B % o PG ¥R 36 [, AT
et 2 M 2 E ™,

ZIAIMISE S F A, FAINE S b A R b
B A0 AN BRI 6L W 40 i 24 s NF-xB {558 i, T
BEIRAL p6S R (k" e 18 1 B ZE 1 il /)N U v
K 3 NF-«B A AR 7 C-X-C 2 bR 1l ik-5
IL-8, IL-18, TNF-a mRNA J 25 H R iETh &, 18Pk FH %%
il £ Bl D) A L Ak pes R T R L #
AN BHZE PR 5 v NF-wB {5530 B% 0 J5 R MR T K7
Fhn, WhES R SOERE RN, STE RS W R AR S
EEGE R GER N, EZEMHFHA SAC (mucin 5AC,
MUCSAC) ZHL, VR e 3 WA A2 0 W AR08 1 L 25 2 i o 1
HEBEGRFAE ) ZREFVEE AR 7 5 NF-B {5
S, M E FR W 2 TNF-o B0 15
ST NF-kB X MUCSAC 323 0 98 75 B DA Ay A2 02 il A 4
FHZEVEIRR A 3G TR0 B S s R B, B
M ELEA 30 T B 1 PR 5 TLRA/BERE /ML T 88 (myeloid
differentiation factor 88, MyD88) /NF-«kB {55, heEle
P B SE M AG K SRAO AT TBE , X S A - AL SR 0 A R
TEF, W/ IHER I 4 By R AE KA, S IENUA S b/ B e Ak
RAFRE
1.2 JAK/STAT 2518 3% U3 A 98 7 18 o BH 2 14 il o A5
IR U2 Janus B4 (Janus kinase, JAK) /{5 51%
T S HE S BWE B H (signal transducer and activator of

transcription, STAT) {55 i % 52 ) #b J& 1 b 28 o4 BB F 7K
-, DA B8 38 K BV TE AR A 7K OF B B2 AR Ak JAKY
STAT SR A F R EEE TR M2 —, T8 41
B oA, T SR SRREAGE AR AR T I LA A2 A
FCARSZ5W . JAK, STAT 1, Hh JAK KR — 4k
NI R, 2 JAKL, JAK2, JAK3 . #%%Z(R2 IS 2
(tyrosine kinase 2, TYK2) Z%, "HFL3h¥H STAT K& H
STAT1, STAT2, STAT3, STAT4, STAT5a, STAT5b,
STAT6 418, TELANME N 7 A K 306 J5 , JAK B R
{6 STAT I, SEH_RMAIFH BN, N
FENHG S, JAK/STAT {5 538 #% 52 240 i K 15 5 & 19
FORPER T T4 STAT B EE 1 ST i 770 2R 1 i 20 R ol
R  WRCRI, SAEWAN AR L, T A
B P BH P i R I 40 2 e STAT1, STAT3 KA T
U AR PERH FEVE MO K BUJAKL, STAT3 | p-STAT3, 4k
BT 4 JB AR A B9 mRNA MR 1 Rk T, T Ry
(interferon gamma, IFN-y) . IL-6, IL-1B /K¥ET+&, IL-4,
IL-10 ZKPFEAIE, JAK/STAT {55 B g i, i 40 i 23
WRHED A B & sk, AR Y
BIHAATAL £ SRR, FTREAR IL-6 /519
JAK/STAT {35 BH B a1 2635 FIFE G000 b, DR “C30 4
At 1 14 B ZE A TR S IR
1.3 PPARy A BEFRILELEIGTIBRIA T EE (Sirtuin,
SIRT) 1/3:d % AL ¥y Wi 1A 3% 58 %) 9005 Z 1K ( peroxisome
proliferator-activated receptor, PPAR) v/ [ G = |
(uncoupling protein 1, UCP1) 1551 I Ae U H 4 B8 Wi B (4
A, BRATAS e BEL ZE 1 it /N BRI Lee” s H8 BRI 28 R 17K
S, B P R I AR R SR SR Y . PPARs K
£14% PPARa, PPARB/®. PPARy, JE—JHZ32 IR A AL
O, AR B RAE RO A AR AR N AR AR, TR
PR ZEVE N A AR AL T A H A . b PPARy 2 4%
TR SR T2 —, AT TR AN B R AR 1 OC
SR SRR 2 2 B E R i R 0 AR T 44T
TR 16, B8 RAENGHTN T, SRl 4 RE A9 %s 1>, 78
B M IS 2 B 5 3 119 0 1 L 2 1 it s /) Bl P WL 2 31 I o
SR I AT 5 S 5145 . Holownia %5 BF 58 £ W
WEFCIR BRI BTN RE . Ml BEE <, WUW PPARy, FRAIR
RYEF T, W12 B FE P Mg 2t 8 . PPARy 3
S IS ] JAK/STAT 22 25075 16 2 11 306 A1 NF-<B
(G5, PR A7 SR B/ R 22 MR ) v 2 B
PRBERT FITIRETG 1, o ARV 75 A0 A 25175 1) 1 1 BHL ZE 1
it /I BV A, KA A RE T I <GB o
1.4 IGF-1R/PI3K/Akt 4t " [l 7 L AT L i) e 2 1B oy 3R e
HRNFZK 1 (insulin-like growth factor 1 receptor, IGF-
IR) /B iR W WL B 3-3% B ( phosphoinositide 3-kinase,
PI3K) /% F1i4HEF B (protein kinase B, Akt) {55, %
Wi TGF-1R "R FARN e 36 18 1 HL 56 28 i A L il 2
B, VBRI GRS, AR e I P O VR ALV A AE A S5
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AP IGE Al 2 AR (IGF-1, 1GF-2) | 3 A>3 Ik
(IGF-1R, IGF-2R. IGF-IR) . 7 4~ IGF %54 # 1 (1GFBP1 ~
IGFBP7) 418%™, IGF EHEAZIRLE SR, R —
BRI ABERR L, BTG PIBK BET S AR 1R 50 TR
Akt TWERE R (VR IE Z R A s S R, GRS AN AR
HEBE . REARIR A RN Pk B FE T i R RLGE
B4 A IGF-1, IL-18, MUCSAC ik Thm, &40 A
IGF-1 3K AT e A AT Wt <GE SR, PI3K/ Akt 5
Sl A AN A AN A TS PR SCEE L, IS S RAEEE
oo M PI3K/ Akt {553 I RES A% AR AL R 8, R
PR BH ZE M MV
2 GREREHXESERE

Fi [ 2 AL T oA AT 142 A BEL 258 1A it i 5 78 K L ity 2H 27
AR T B LM 53 T 7K, 300 2R SR SR 240 i 19
B RSO I S e T g, DR KBRS,
T RELE R 35 e AL B 4 308k L i
FasE B AR I Th17/ Treg S 7 BAE R4,
oA AR I R IR, B R R AR O S R
], ARE R 20 ML AT 43 S JG AR 5 TR 200 B RIS 1l A SR 4t
ML AS BRI 200 B A DA A1 J) 2H 25T % B0 98k L 2 2 i
TR A A AR AR GH ML AS BB 2 1R A4 B 174 AR E 2
EHARYTHURRE S, X by R AR 1 T LUR ok 28 7 R
SiE T 1 AR SR A FERRASTR, A OIR 40 i 3 it
B RO 2 R AE R A, JF B8 2 B R, s
PRANMI T LLBE CDAT A5 4k A AR TR 350 F- B, ansili
BiE T 400 (T helper, Th) 1, Th2, Th17. JEHIHFRITE T
ML, T ETA0HE (regulatory T cells, Treg) [34] , FHp Th
2P0 2 G2 Tt 32 G 8 HE R =2 TS A A% 0

Th17 ZH 4SS PE = 4 IL-17, TR B0 - i 41 41
Yo 32 AL AN i A ) R % U5 T R AR . S TR B8 2R TR B
Th17 #5834 01 7= A KR R AR, ZE4E HAh 48
i A A [R5 5 R e RO T80T 2 B B e MR
fh 22 SR 0T g B S il G SR R s SR R Th7
FeixThe, MNMAEHE IL-6 F 1L-17 2542 48 B 740 b, sl
SABRIE R, HE—4 FEHALRG ., Hop IL-17A
IL-17F MIRIEFE AR R A BT IR0 2, 7 B 12 4t M 51
T 1100 P B 2 P g S 28 /N B v R LA sl 353 e 4 i 4R
JRE, AAPIEhAEY | Treg Sl M CD4 T 4HH Y —
AEHEE, REXIER A B AT s A A W AR R
N EEE S T, @i 1L-10, 1L-35, FibA KN
-B (transforming growth factor beta, TGF-B) ZEHi 4K K T3k
Pl A B R MR I R SN BFFT AR, 18R %€
P il 95 KB 3 A1 ] M At 2 23 Th17/ Treg 2S£, 18 P4 BH %€
PERR /N RAETE T MR E M AR 8, JEHLL Thi, Th17
FERHFKETHE N E, Thl7/Treg He Al T+, Notch i i
FELIBE S Th17/Treg HAEMKE M . Treg F1 Th17 4l 255
BT 52 . FAZS . BOWR MR R RS bR 9 S Th 4118
eyt

3692

3 SEERHEXESER

i I R 24 LY T T 0 55 £ SR ) R i 2
W AS49 4L, SRR oS TGR-B2, Sma FI Mad Af5E
(small mothers against decapentaplegic, Smad) 15 5 i [ ¥
WHLAGLE | ITRISAE R TGF-B ZIEA 33 AL,
f14% TGF-Bs (TGF-Bl. TGF-B2, TGF-B3) . WA K/EEK
FIEZER AR I . WG R IR
s AR ENY . TCF- & —Fh 2 I e LF 4t
AT P8 A R, W% B TGF-B 5 TGF-B % 1k 2 ( TGF-B
receptor I, TBR II ) %5 & 3+ #4715 TBRI, 5 2 Smad2 F
Smad3 Bk, W& 5 Smadd 454, JEWN, Smad EE5Y, ¥
ZEAIMAZ Y R E S 2 R AR AR b Rk,
ZRAE RN, AR A A A A . IR A E . M H A
ANMAE K. Hong % W52 £ W, TGF-B2/Smad {55
T 3 S AT B - S R A S S AR DG LA B e B
7B, TGF-B 71 M 10 4 BEL ZE 14 M o 5 5 v A S R A 1Y
A b R A A4 A A A R PR AR Y
Xue % SIBFFEIAN, 0] TGF-B2/Smad {75 538 i 47 B T
RO AR AN H R 7 10 43 0 R AR N B AL 8 AR TS P Ko
SEOTRRFEAR I, TGF-B2 35 Smad3 5 53 A 75 40 A
FIRIUS R RE E R A IL-8 (77 AR, JRR
A 55 72 /) BSURR) Js 0 SR A/ 451
4 SLNHBEXESER
4.1 SIRTS 2/ <[EIFRIUARENS il i Ji#2 ZeokifA b SIRTS %
RGBT I 55 R Y5 T 16 5 AL RE 1 iR
(16-human bronchial epithelial, 16HBE) £& 47 {4 If) BE Fi i,
FE BN AR P BELE M it (4 1 FH L A 5 3 1 P BH 9
I 95 R E W I BT e 5 3 RIS 1R 4 (reactive
oxygen species, ROS) /74, FEARFIL AL, DNA #ifh
FOZE U ARG AT, 5 ke ™ o 114 S P B R 2R A 2
AEREAT " . SIRTS /& Sirtuin ZIEM— 51, TEANMLACEE, fif
B, SEANIEORTT | BEE A AV N T S A
RAEMEEL S ROS FNE AL R 305 5 4 S 1 CBEAR 3R
B O AR B L 1 =R IR IR ER A TR Ak,
REREACT, A8 B P I A S5 A8 i 4 22 b A G ) 0
PE, SEmRE LA AN A IR SR R A0 I b Lok i
SIRTS ik, LRI T, BRTF =B MK P B AIE,
ROS 7K F-Th5 12, SIRTS A U ik S 44 PR 7 Sk AfE 2
F O3 (YL LML, T 300 o) 7o A0 A0 55 i BB 35 S ) il L
B T
4.2 Klotho £, [ AL v 814 18 4 SHL 2 1 M A 78 K BR
Jifi P Klotho #1133k, 840 T 68 A T F5U18 4 BHL 28 1 it
95> . Klotho JZ 875 %€ & 1 SCHERE IR, 55 WA 3 A L
WA Klotho FIRPRAG AL, A WA 1 11 BEL 78 14 i g o2 25
JfiF8 Klotho 7K P AR, W 08 5 1 A BEL 2 12 M g A6 5 Jis 40
Klotho 7K-F FFESAR, PM2. 5 JURLH) 175 5 1) 18 4 BHL 28 14 fild
Jpi /MU ZH 2 Klotho 223K FEAESY o Yan ™ HF5Y B , g
PERHZEVE R L E AR L, (BN a-Klotho RIKHR, H
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a-Klotho 1K 5518 1 BH JE 1 il KUK 2[RI 77 76 U BRI R
BEAR, b8 B ZE 1 s 5 o i 76 5 s 200 ot <G b B A i
 Klotho FIKFRAK, X XA 25 $2 HUY 75 S /1N BU 760 I e 4
Jif B A SGE 2 AN Noteh 15530 B9 0%, AT 30 )
a-Klotho FRIEFN G-, I iff — 25 AR #F A0 S L F A L 7,
A BH S it 1) v & R, $7R Klotho HYTTER 2 {7
EPE P B ZE 1 0 A OG 4% RE B R B BN R 22—
Klotho A LAFRHI TGF-1 553 %, M\ 3 B0 38 - ¥ LY
B R A R Vo= =10 A AN 1= 1115 781 MR 1
PR — S AR A BRI, DA 484 588 i A8 RS 1 0l
EPIRARST, BEIEAALRIE, FERREN R TIREAT, BEE o-
Klotho 7K F-Tt, IF A — S0 B BOKFRRAR, 8
IEL ZE I 975 110 JRLB: 320 3 I . 3k 35 19 Klotho 34 AT L)
P NF-kB A2 AT ik R ) 5k, k2D 1L-6, TNF-
o SEGREA AR, DA T U 2 4 e L 5 i R % i £
HRGE R

4.3 8-OHAG 3H<S [ FALME T AL 8- WA STF (8-
hydroxy-2'-deoxyguanosine, 8-OHAG) ik, o3& 18 1 fH 2&
P it e S A B LA s 1 KT AR . ROS Tt
DNA Hi 5 e g 3, R B 8-OHdAG, 2 %0k N 3 5 3L
DNA #5145 10 BLEAESE . E A0 2 18 P BH 2 1 il 32 22 AL
Wz —, M8 Pk B ZE Pk A R TS P 8-0HdG K 5
FEV1, FVC, FEVI & Wil H 4 b (FEVI%) . FEV1/
FVC WERFAAX, 5 INF-a, IL-6 KFRIEMRE, #5
8-OHdG /K Vi, kBt , MiDhRersqlm &2,
RE S RS P BH ZE VE It 8 5T SvE I E R gL, XWTRE Y 8-
OHAG 2 581 R AT FME & FEAFARSE ) 55— 5t i
R, WARFE R 8-OHAG /K55 F AR WM B 3238 %, IiF
S 8-OHAG - 518 1 B € M s (1 AL s LR, #e
FAAR 55 48 B 175 5 14 0 B 2 Mk il 5 A B o ROS 8-
OHAG KFF5r, BUbnl LA B, 758 F & M0 5

B FEAUA S SR RAE RN, #ET5 5 ROS (3 B2 7= A= Fil
DNA #5145 JUIHAEW AR FOIR 5875 e R % A REr, 8-
OHAG /K- (72 o x i ik Jig BT B R /R 8
5 HtESiE
5.1 miRNA f#/h RNA (microRNA, miRNA) J&JE[H %
R ICHETT I T, S8 P RE ZE i B DA G, IR TE
HIZWIARICH N2 IR TR L, B X8 1 B 2 M it g B8 3
DI EHNUBT IR B, A5 B e UM R I &
PR 255 [ 26 L AE 52 0 A1 JE Il miR-145-5p, miR-133b ., fifigg
AL PR 25915 S 7 (tumor necrosis factor like weak
inducer of apoptosis, TWEAK) 7K, K338 18 M B 28 M
it B LR M SR A T

Jifi Ty e 2 H A2 W15 4 BH 2 M s 1 8 b vl , (HJ27E
BT AT RE RIS WA BRI LL ST TR
AEYIFREY), miRNA KBS A A2 18 1 B 28 42 i i
OV FEA: bRl
5.2 AQPs i< [E 3% AU BE 8 vl 3t 1% i BE 2 1 il s A5 78
SR A il 36 ST BE, R 4 O U 2 20 b R G K Gl I 2
(aquaporin, AQP) Fik, fE JEPE B /K s 5 ShRE , RS
AR, WGEEPHZE Y E R R S R
BHLZEE RIS BRI R 22— AQP M A& IKiliE, &
JREE TR, FEARIY 13 F0 AQP 1, Hrft AQP1, AQP3,
AQP4 [ AQPS TEFFIR RGEh ik, A B TR FIR R SR
R IR | e B SRR | R A 2
SEVEI LA K i 25 B vh A HEAE T, AQPS 7 fili K 5C 2
JECR B R PR R s P AR B 4R e ROE 3R R RO
M7 Xu T AR R, 0 B ZE e R R R 40
2l AQPS ik Fhim, HOMZEE| R EMRAML, 25 T #bfi
# IR AQPS | IL-6 7K F-REAR.

Tt ] R AL T T 2 BEL B 1 Mg A5G 43 715 530 i L
x1,

*1 BREFATHIEMEEEEMREXS FIESEE

EhcEils GiERIE S il it THEAETEOAEE T THEAERICY AT Sk
NF-kB SN 100,200 i 75 /. 181 22 AL 7% fifg %2 — TNF-a, IL-6, p65. p53. [6]
500 mL AEHERK  HEH 45T 15 p-IkBa
ml/kg, 5K 2 e, #4552 A
JAK/STAT Wistar il 513 mg/ke, HEB 425, K 2 IFN-y IL-23, IL-17A. RORvyt, [16]
WS 12 A JAK1 JAK3 STAT1 STAT3
PPARYy C57BL/6 /N, 500 Hi 25 < [ F AL fi# 2 500 SIRTI PPARy,UCP1 .PGC- IL-6 IL-8 TNF-a [21]
mL A B ER K, B 4T 200 1o ,PRDM16
WL, &R IR, ELE 2 JH
IGF-1R/PI3K/Akt  Wistar K 0.66.1.31.2.62 g/kg, i B 44 1L-10 PTEN IL-18 .p-IGF-1R . p-PI3K ,p- [27]
¥ 10 ml/kg, BR1IK s %2 Akt ,p-GSK3 . p-mTOR
2 J
T 4R 440 i Wistar K 0.66.1.31,2.62 g/kg, #EH 4 CCR7 CD86.CD80,0X62 . CCR6 [31]
F 10 ml/kg, B R 1K, % 2
2 J
Th17/Treg 18P B ZE PR i BRK 6 g, BER 3 IR, LR 1L-10, Treg FEVI/FVC% Th17 . Th17/Treg [32]
IRyl 12 J&
TGF-B2/Smad  Jili 240 AS49  KRELE 2417 200 mL/L CD4 CD8, IL-6, IL-17, TNF-a, [42]

TGF-B2 .Smad2 ,Smad3
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Ehezilis IS 3 THUEAK A B MAREF  THUEAKPRERM RN Sk
SIRT5 12V BHZE PR BRK 6 g, WK 3 W, IS Mk KL {7 ATP SIRT5 ~ ROS [5]
,‘%%,)\i%%i 12 J#;0. 1 mg/mL
B4 16HBE
Klotho Wistar il 100,200,400 #L 55 “T[H KA Klotho — [54]
fift 2 500 mL A= HER K, I 45
¥ 30 ml/ke, 55 K 1 0, 4
2 J4
8-0HG RPEIFL A M R 6 g, B 2 U, EZETTIR SR A OCHE AR (CD3.CD4,  8-OHAG 62
FREMMEE 84 CD8), Jifi Xy g #H ¢ 45 b5
(FVC .FEV1 FEV1/FVC)
miRNA RENRW s K6 g, 8K 3 W, #HEE MM miR-145-5p .miR-133b miR-422a . miR-145-5, miR- [66]
Yo vk BH IE R I 12 133h . TWEAK
AQPs Wistar K 513 mg/kg, WEFH 24425 6.6 mL,  AQP1,AQP4 AQP5 K Ffifi — [69]
R 2L 12 Yifig PIF ,PEF
6 HESRE 2477-2488.

8 R ZE P il 7 e — A I S S 2R, RIR L I [5] Meng T, Li F'S, Xu D, et al. Yigigubiao pill treatment
M ESERN R EE, AR T HREELT regulates Sirtuin 5 expression and mitochondrial function in
I 1 BEL ZEPE I T 3 R 38 1) 6 e £ 230 B 19 43 T WL 46 M chronic obstructive pulmonary disease[ J]. J Thorac Dis, 2024,
HEAITUE AT o HOr SR 5 4 2 N L i £ 16(4): 2326-2340.

. VT, sKHaEE . X . % 175 53 IR ke K
PR, M LY R EEWOR NFkB . JAK/STAT, IGF- | ¢ ﬁ i j;*ﬁ”z;_fj M gﬂf; ‘:‘LT;"B B
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