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Research progress on the regulatory roles of adiponectin in
pulmonary inflammation*

Ai Yue', Zhao Xue-dan', Jin Guo-en', Jia Guo-qiang”
(1. Qinghai University, Xining, Qinghai 810016, China; 2. Qinghai University Affiliated Hospital,
Xining, Qinghai 810012, China)

Abstract: Inflammation serves as the common pathophysiological foundation for numerous prevalent lung
diseases, including pneumonia, chronic obstructive pulmonary disease (COPD), asthma, and others. Understanding
the mechanism underlying the resolution of inflammation may pave the way for novel therapeutic approaches in
managing pulmonary inflammatory disorders. Adiponectin, a protein hormone produced and secreted mainly by
adipocytes, exerts regulatory effects on inflammation and exhibits protective properties against various inflammatory
diseases. Recent studies have shown that adiponectin signaling receptors AdipoR1 and AdipoR2 are expressed by
lung cells, actively participate in lung physiology, and exert anti-inflammatory activities in COPD, asthma, as well as
invasive fungal infections. This review summarizes recent studies exploring the roles of adiponectin in pulmonary
inflammatory diseases, aiming to provide clinical insights for the treatment of pulmonary inflammatory diseases.
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A B Y, WO IO R R M S ) o AR 1 K i
fit | A VA 240 i A1 B 5T O B0k AR A T AR, {EL [
25 AT sk b M A5 O it 2H 242, IR & (Adiponectin,
ADPN) & — B i F1 (8 1D 4L 2003 Wb i) N DR A 2R )
T B, A IV Y K P 55 I8 kB 60ORH G [) i 7 4%
PRI B A kR il AR AT AR R AT
SCHR 4k 1 ADPN 7 8 4 BH %€ % il 5 %% (chronic
obstructive pulmoriary disease, COPD) FlllE s W0 A BT 42
I, {5 ADPN 55 H: Al it 318 952 9 149 AH SCAIE 5885
H AT, ADPN 78 ifi 78 5 E %5 95 18 55 79/ J AL ] v oA
e 4 WIH , UK ADPN 1 il G 95 210 i 11 iy 2H 40 v £
LR TG MERIWT T SRR A IT .

1 ADPN#Ei&

ADPN J2 i1 i U 73 A 1 — o JB 02 3R 48 SO
i 244 DS FHERR 4 I, 43 7524 30 kD, LA 5 ~ 30 mg/L
(v B2 2 5 L BAE A . ADPN 78 A 28 I35 o LA 2
FHEIE R (A0 = RARFS R R o F =2 (an
TR ARE) T, s T RESRER
REVE TR EZIE I 2. ADPN 3 i itk 22 40
BB ULAN B L WLZR AL G A0 R 20 L A L O
F2BE3E o 5 A Y ADPN AZ 4R 45 4 SC U A B A )
SAEHY, BT, ADPN B & A 3 Fh 3z 4k, 43518
ADPN 2Z {4 1 (adiponectin receptor—1, AdipoR1) , ADPN
ZAR2( adiponectin receptor 2, AdipoR2) I T 45 756 2
M (T-cadherin, T-cad) . AdipoR1 =EZALE &5 B L R
IR R R AR 1 AR A e Sl B, g
1 I 0 0 B PR s AdipoR2 SR NI IE R BK
URERi=E AN NN VA € 3 g AN L E e K Ay
55 JBE 25 ALY S5l 5 SR TN T—cad J& AR(R 556 R 324K, %32 1K
TE 1L/ PN B A0 07 38 LR i v 358, J2 X SR AR A
m o TR E SR A SR = (55 L hE
71 o WFFE R W] ADPN H A7 8 15 45 % W5 7K F B B At
I 9 8 2R SRR B 1 O R e R AT NS B Y
I35 ADPN 7K F- g 3 AL W 52 6 42, I JREBF 5 3% 52
) ADPN i {2 35 n] BB 23 19 g B SR AT 2 BmH IR
oo o I AL A5 5 1 XU, ELIE k5 22 b 5 114
1R KR AT G, LA B, A g | A B S
it 5 R0 s 20 ik v FE17) . ADPN A= ) 2 5 o 4 S 1
ZARA T, AdipoR1 . AdipoR2 I T—cad 7775 T | i il
DAY B it 240 i L, 2 WX it 2 B2 B D REAE T . B

5% &, ADPN 2 5 COPD A4 B A= B & Ji o 72
{adt i X B2 AH HE COPD 21 IfiL 7 ADPN /K - T,

AR, B R REILF BE AN B £ |/
PRI e 5 1 2 0 6 A S T A i R R .
Dy it 35 1 JR e o D A 4 il B L B BRI LR T
B A, H o il ol B R L, 2945 579% . ADPN &
— 0 FE R 7 A0 M v v B A A B R AN R, R il
T JRRE B 1) K A R R B vp R R YT
YR, #2278 ADPN 7 fili 5 48 i 2 96 Hh A1 W A8 (IR 7
YEH .

2 ADPN Xl 7% 4R A B 15

i E &40 5 ADPN
W 20 7 51 R A e v B SR D O T 48
i B I A SE B AE L A0 AR AR B 4 AN [+
I3 AT o34k g A TR 2R B B A AR A S AT M Bk
M2 2 Fr R AL M1 A FE A i 2 MR RS
g Z i (Lipopolysaccharide, LPS) T3 & (Interferon—y,
IFN—v) 85355 5, 43 Wh K i A2 48 D 4 456 i 9/ I 28
F —a (tumor necrosis factor—o, TNF—a ) « [ 41 i1 A
2 -6 (Interleukin—6, 11L-6) 1L-1 %5, 3= ZL SR 3k R 5E
B R KT ATWEAE T . M2 B W 40 M
Th2 41 i B 7 43 0 T4 TL-13 3006 , & $R 40 49 F i
A LUE R VER . SALVATOR %517 fg i iF 55 oh &
B, N2 i L Wk 200 L [+] S 6 55 P ADPN A2 4K, 76 R
A Ml L 40 i, AdipoR1 £ AdipoR2 33K
iR 5 JF H ADPN K HGSZ A sl 70 T 4 ) LPS il Poly
(1:C) 5 5 1Y 15 0 240 it 53 00 240 i [R5 (TNF- o (116
A 7B 1 R ) AR 8) b . Tk B
ADPN 52 VR 00 Xof il 1. 5 240 e A7 40 28 4 o

i . W 40 i AR B A A L AN [ m] g e )
J5% 50 41 9 (interstitial macrophages, IM ) 71 Jili 0, 5 4
4fl B2 (alveolar macrophages, AM) o IM X} 4 £ fifi & £t
SECEE ., WU SIS & B, ADPN 1] I 55 M1
L Wk 200 i T oS 4 400 L ) 4 5 R 2T A A AR T O
i PCE A W IR IR TR AR B R A AL, IM
TEFEVEFE IR 7T DL 22 fif Jiti SR 2T 4 Ak , by St 4FE D B 1) IR
U5 T A A B/ T S A U6 9 Ml o 2T A Ak B A R A
AN, KASAHARA %555 % B0, ADPN i i<t 30 4l /s
BRIV T & T 40 6 43 30 TL—17A , Ul 2 e bk b 4 e 114
S5 A2 DT il 22 i 940 8 AR 3 by MV M R A 5 B R il
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i34 %

RAIGIT HEAL T . AM A A it 1] B Y 32
SR A0 M, TE B AR I R AR i e 45 i A
JHo KASAHARA Z"IWF5E % 3, ADPN /] 41 i) AM B¢
T TL=6, DT ek 20 v P s 40 it 5 4, S B0 3 ok
JNE I FE ML . TEE " 58 & B, ADPN X AM
A Wik i T 20 e A B R AR AT ) AR 0 b O A
JL PR B, DA BHL LR 2 & M TR 5 30 RRE .
A, YAMAGUCHI 25 L B 55 48 i, BRIR ADPN 5
AdipoR1 &5 & 01 #1 # /N BB W 40 i A 40 B
(RAW264) 1 TLR 4~ 5 i) NF-« B 1% 1k , M1 3% 21 471
RAYEA . WANG %55 BIAF 58 % 80, ADPN 411 /)N B
AM X 5 00 4 25 %) 30T, 43 0] 38 5 TLR2/INK/p38 Fil
TLR4/NF-kB < i P 1% 5 1% 5 45 5 1 00 i 412 % 4 P
PR 114 43, JLRAF 8 R A UE S T 3K —
2.2 ADPN SHRET T 4k

P T Y4 (regulatory cells, Tregs ) f& A~ [7] F
Th1 F1Th2 Y EL A 8 5 D RE 1 T Ik T 40 B RE , ] 42 361
NN E= SRR TR B/ IR ER ) RS A
PEE 5 PE T 40 M . CD*8Treg M2 NKT 40 i1 25 . 75 5 %
0 A 5 B S E 20 B H , Foxp3*CDA I 5 M T 48 i 7R 4K
PR A R OCHEAE F L R T AR A 2L REEIR A
JEXT B A A1 JE S g i EE 2 . RAMOS-
RAMIREZ %" 58 Sz BH., 98 /1N BRLA%) i 370 5 44 T 40 it
F 3K AdipoR1 3Z KGN, i H A 1o 5t 48 6E i A B
/N BRUZE 3151 T 40 i v AdipoR 1 A9 2 3K FAR , [R] At
A T R MR A0 B B 1 &2 . ADPN X il 41 i &
FEM BT RVER , nTBE &t T ADPN Z K & 015 %5
T EH o DL LGSR, ASBIF 5 4 0 JES e 02 iy
[ R AE N 5 ADPN F1 I R PR b7 40 i A7 K% I R
AT B8 LA 2 Wi T U A T B

3 ADPN FEffiEB S fE 1 B s I AE A

3.1 ADPN5COPD

COPD J& — Ffr 48 4 A AT 336 P A< 3t 32 B P 92 7
A T Y e WL 2 A A AR R . COPD
() A& i F I FR Ak 22 4B IR 2L [R] 2 55 ADPN A2
RN BT Z 5 H o, RSN ER BT, 5B AR AL/
FRL A 32 A48 il Y E VB W (bronchoalveolar lavage fluid,
BALF) [ I 240 Ji A1 LU, iy & 48 0 48 55 5 ¢ 9 ADPN
Bt B /) RS 1% S S ok L W A D 26 5K 1) TNF -«
sUB IR F 2 AR SR, B RS TR A, &

L ADPN 75 9 5E W5 op EBATHHTRIEMH . WANG
SN2 3 ADPN ] 046 /) BT 760 5 55 48 XS A 0 A
% W TS , ADPN 3 1) id i TLR2/JNK/p38 #1 TLR4/
NF—kB WP A7 51 S S P o o 02 ¢ 4 A TR 1Y)
PR, DL R i COX=2/PGE2 38 42 8 1 ] . i 401 ity
WAk = A BT RAE o BEAh, LIU SEPV T 55 & B
ADPN ¥ B (1) 38 A 25 o — 20 i S0 <08 T R A i
AL 48 PR T 43 0, {H ADPN DL 244l 1 7 = A1
HEBT A 10 43 Wb, I A 3 5B R DR 43 0l 1) [] B
T LPS 5 3 142 & IR 43 Wb , i — 20 & W] ADPN
AR T JRAE SN 14 - 40 1] 9 RE 1 g

ADPN 7£ COPD < ifi R 4iE 14 9 715 v & 7 5 2LAE
FH L AT LA 0 75 5 14 i 3508 9 0, I B AR 2 4R 4l
it DR %) 7= A R 3 I 20 A A £ L #E COPD &
Ji b v T BRRE 14 B0 A5 TR, A ) R ) 2 —
LYk, LA RS & B, ADPN A] BE X2 1 <
TE AT PRI I RIG YT B SE PR
3.2 ADPN S5

W i 2 — B FH RRE | B I B 7 AR AR BE
AR, B SR B FTRCIE BH ZE Y B 18
PERAEBEIR o S5 UL 1 27 i 15 PR AL H6 A6 A L A2
YR B RN 2R T . ARk ADPN fE
RRMEN A E I RAE RETEE)ZH
KIE

AT 2= W58 K B, 1ML ADPN 7K 7 5 % iy (1)
R HLA A G, Ik S AR B 4R A, LR
T IE 7 W2 AR ) () S 46 28 2o P, ADPN 7K *F-< 7 mg/LL
DU) AT 0 4 P 02 Wi, 3 5 ADPN 7K S 1T 157 1% Wi 1Y
AP SR, I 3G ADPN 7K F 7] g 5 55 4k 4 v
1% Wity P19 e A 92 11 485 R AH 2, SOOD 26 P9 5% & B, 1l
AR5 P ADPN JK - ey | I Mg o 8 ™ o 3k R WA
55V 83 M3 ADPN 7K - 5 AT BE I 5 I i & A= 1Y
SRS o DA 5% 45 AL 19 22 55 AT RE 5547 % L 0l f e
o ) R BN DT 25 A O IR IR G T I
15 ADPN 7K V- 55 B Wity (1) & A= AL w6 A8 B, 75 221
— R

H AT, 51X ADPN S 22 Wi (4 9 55 VR JH , 75 AT 3
B3 1 2h W s T AR O 1k AT B 9E . SHORE
SRR B AR OO I /)N BRUBE R vk BRI T
ADPN 7K B {1 , ADPN 1] fit 76 i S s 1 % 4% 1
FH o ZHU ZEPV% IR, 0 At 1 A JHE R DG 027 i /) BRUASE
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AU I3 A BALF 71 i ADPN 7K SF- K Jiili 2 23 v £
ADPN 5Z {& (AdipoR1 FI AdipoR2) mRNA % ik ik 5 [
fik. 2 i HME % ADPN{GYT 5 , ADPN 7K °F- Al ADPN
Z AR mRNA K5 B, 238 1 0 FE A O 122 i
ANEURY BRI B T, B ORI ST 45 R T — B
Hh 5T IR, 7 A A O % i s BB U i, ADPN
i I T AMP I A6 8 PR 40 6] TNF- o/NF-«B
TRAR, AT U A RRE L CIE e BN M RN AR AR
WP R, BAR ADPN B 32 R e N PR it 41 41
35, {3 ADPN 5 B2 Wiy (89 40 SC HEATD A 15 T iF — 25 AF
5B L h AR RN 41 B B 7% 1 25 R BT, ADPN
5 RS 0 o 2 Wi S8 A VAR I 2R AL
3.3 ADPN 5fifigh B4

it 1 5 DA 2 Pl B R R L 5 R Y il TR
TR PR, SO TR A R R L
A AE o i O R L = R R
BT, T — R O AR AN TE B IR L, AT
FEARPED AT W15 R A BAr IR . il i &
R B ATV 22 R ) A R B, A 4 o B ol A L2
P B R AR 28 il A o ah B S A e i B
9o 18 WA A S A T AN A A I Wiy, 8 M o 0 3 R
A AR VR I 17 SR v R 2 i o A
WU UL G 2 DI REAI T 9 B CE BEAA, 4n COPD fR 4
TR T ECE A Z A EAE TR R
22 F7 T2 [ B A Y7 AR ™ T B R (N
BB EE AL B T BRI ) B . R
28 I i A RO TE S AN R R TR R AR R A =, R
50% ~ 909%™, FEA= 78 ih 20 8 5 v, b BE AT I
IO AT 3 IS FE 2

H HTEF X ADPN X il 38 50 B J2% 4 1) 4928 I 1 5%
Wi 4 BIF 2 1 AN 9893 o AMARSAIKHAN 2R 8] 5% %
P, A 12 28 M il B 9 ADPN (BRI /) B2 400 B
SRIUKE NN, A7 SRR AT i 50 A O fer 10 48
[Kl - (IL~6 1 TNF- o) 7= A& 34 Jin F1 g B2 1 R 248 Jif 33
I BESE A, 5 E A R RE AR G, it A
filF LT R A S ADPN SR /1N B R P4 4
JLSEAE 19, AR PE ADPN 45 B4R L T A 1
W R MR AN I SEAERY . (ELXE T ADPN Xef il 350 20 5 J2%
Y 11 G B BV R W 0 58 LR A R iE— B IR A
FETHT N B , AR 58 & 3 ADPN 1] R 38 1o 1 5
HCPT LT S ), B ) o AR 2 e ot R e T

b BE S AE , ADPN 38 % ] B 2 0 7E 187 BT vk .
3.4 ADPN 5 fifi 5B 20 & R %

21 TR 1 i 4 2 5 L 1) i g, EL IR 1 it
JLEE A N ELA RGN o T 4 5F 40 B P i 8 1)
R AR AL R B LT AT A A
SR AT PRI 9 O 28 R AR R SR T
I, KA B 4E 233 R 400 J7 R E AT, BERE
RS s IR Iz FRVLEE iR 1k, &4
TR YL i R Y R R VAT DRI ME P A S L A
WF5EHE Y, I 7E ADPN 5 2% 4F 41 B 14 il 48 8 35 11 7™
R A OC , ADPN 7K 55 fili 48 ™ o P B £ 67 AH G .
Jr FEAEBT WIEST & PR, ADPN 598 2 C W R 1 .
077 i 85 2R 1 ok B i 2 A AH O, HD ADPN A A 2R I
M % e ™ T TR R ) A B 6T S A A TR i A T R
FE R B — 2 M PEANAE F 45 5 B g Al 25 i
— 3, IAMNITSE & B, ADPN W]y 4% 22 48 i [H 1
X it 20 2 b F A 43, DT 28 A O T el A
JLTE PERY . ADPN & AT 404 4% [ - -k B A1 5 19 RAE
J R, 3 H A T 4 B 19 3 18 7K BT 8 B Bt 4%
PERPY, Zi G bR BF ST & B, fE 29N 0 AT
ADPN T3, 3% i e B AR w] B8 AR I6 T 20 T 2 G
HR IR Y — 87 L

S5 e — R S O B R S R 1 B
JEE A% Y P 10 A0 B T 0, T B il L 2 Ak R
— YR FHOIE TR R R . R A AR
211 B G L 2022 4F A 1060 1 N JER e 45 1
130 J7 ANBEFiZ 5wt s dafliit, A s 1/4 1
N EVBGY T 858 o BOFF 18T W AR AE i AR Y, 25
¥ o BT T I B e 25 R BV AR FE R 170 T I, i
BRI LUES . BRM A8 —Fp & % B TS
SR P AR 0 P s AL 2L A 43 %) B A DR R
JiL PR 5408 3 4 B A A 5 5 S AR N IR T 2 2L Y PR
R B 2 B A I, MR R, Atk
It 77 Y1 2 S48 T s 5 W 40 1 7K, 230 A R TR
F (TNF-a . IFN-vy . CD68 . IL-12) 7K [ A% , $it % K
T (IL-10, Argl ) 7K F- T35, W 4t 1] Bt 42 114 M2 7Y
WAk, S BUM G5 % 73 BOFF 3 67 7 3 i, ADPN A
K —FhBL R AT, 2 5 S50 1 SR T, £
B K% 53 RORT TR /N BRI TNF— o 7KCF A BRI
S XA RIS R B /N BRUAH L AR A IR AN B 3
ELAE IR 09 i 7 3 Rl /N BRU e, Jili ADPN 7K SF- i g 195
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WL TE S TNF-a K F S IR, SRt I oA, 7SR L AN, ADPN L3 ot 4
ADPN T HEAE 40 6 (5 246 S 0o FOBIIGIRDE  TL—=6 o 40 46 9t 2 7 , DR 0 AL Jie A 1A 41 BF ol
FER I, LT ADPN 7KV 5 25 0% 1 7> B B 2 0E ADPNKPEIR, Al BE- S BU SARS-CoV-2 5 B Jf- 4
M oSSR AR R % 5 2R AT L, gy IR 9 AR M. TSATSANIS ¢, KEARNS
ADPN 7K V-5 735 5 [R) B, 3% Al vk 205 A5 a0 % Stk DR IR B, ADPN JKCOP £ H R S 28 A A
2 b e BB M L I ADPN ZKOF B s L BT 5 R 995 25 il 8 (coronavirus disease 2019, COVID-19)
R AR BRI RN sy gy ST IRCROR OB R AR, SR T ADPN AR A
S 5 A T 19 43 3, i ADPN 8 25 TNF-o . 1L-6 B B R COVID—-19 W 28 38 1 R e, ik
RIIL-10 BT R — WU 17 £ ek B gy O WL SARS-CoV-2 8 5 S BLI 1) b2 o
K B R PR HOHIEHT ) S T ADPN i P B LI 2, S0 B2 A AT, 3
3.5 ADPN S HRi% giego ﬁcojﬁ“”f“?ﬂﬁ;?gwiﬂﬁ
i , M Treg 2 9 20, DA T 00 ) 2 g %) 7™ B2 A2 B
LS RIS A FRTREAR 41 2 ﬁtlF,ADPNi’H‘?H’@%;\T ZEH’@E@Z’%JE;E;WO
ST 5 9 UG OB T 5 R I U 4L 48 £ 5 08 R

I, SARS-CoV—2 175 3 ) I 7 41 2 2 HE B i 11 T 34K
IRESS AR S S R R BUR A e AT EL 240 7™ A 1 1K ADPN 7K P 1T R 23 IR 98 9 S iy il
WRSEREIN R S HING LRSS P A RERE I gy gy g s 2 e S PR AR . LT
i 25 A A 56 R 5 2 7 (severe acute respiratory %t ADPN 5% AdipoR 3 3 7] ¥ SARS—CoV—2 J& 2t ff 5%
syndrome coronavirus 2, SARS-CoV-2) Ky AT A WA BRI ST % 2 B SR BFGY 320 . ADPN 1] A
T R R L % o SR A SRR SR I BRAE g 5 412 e 4 B AT RO i SARS-CoV—2 R ,

FERIPIR™ TL-6 JE R AN 22 A0 —Fh EBERME st e B (L5 094 07 T K
A0 T, e 2 6 2 U S A R U 1 AR Y A AHFGE 825 R I FE S A I EE A& h , ADPN

B 2 . ADPN ELAG Bt R 4k, 78 AR BE A 1A K SR X} COPD | B Wiy 11 il (] 25 95 55 9 i 1 95 9 19 RORE L
F%AK . KONTER %" W53 & B, ADPN ] 1l il /)N Al I %2 5 T A, ADPN o il 308 48 S 14 5 96 1 ) 3
N B2 40 B TL—6 114 22 35, I8 5% ARDS /)N BRBE Y (74 fifi 88 gER L,

Fz 1 ADPN 3¢l ER A E M B m B AR TP 1E A R AL

PR SRR RARGAEH E = BTN
. . . ] TLR2/INK/p38 Fl TLRA/NF—« B 18 % , /2 45 PR 77 4= [16,21]
COPD e R 46 /N BUR R
TR SOOI D LR COX=2/PGE2 I8 B W AAM ) Th 434k Sk A i Ak 1L [16]
WU AMP 5 AL 2R 30 , 40 TNF-o/NF-kB 3% 4%,
[ i Mz AH ANl 26
i IERACEE D B W S e T NO e =
HH 85 A 90 755 ADPN B
) i PR : 31
it 2 R ——— O TR P L 20 L S A [31]
&% TR TR N B R PR TNF-a KRR (R AR (5 B8 5 [40]
FeRPET % ARDS /s Uk 51 /N S P9 B2 A TL—6 B 33K, Vel Il 48 i [43]
4 BETRE WA A 22 A S i RAETH IR, in =z HEAT R 5

G BT, ADPN (NIRRT P
- ’ - - TF 5% ADPN 35 23 Jili 55 98 4 P4 5 9 114 4 i 1 15 1L
PR AR B ORAP VAN DR T, RIS RAEVEZR I b 00 2 T BT I T O T I B S kR
i I R BT R A R BRI, IR AE RIS R RIS R T AR . AR WS R,
W A R R A R e O A I B R R ADPN nJ RARACRE AN [ B i s B e S ST
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RE I 1l PR L L il 08 4 S 1 5 98 B4 — 1> 37 A
J7 L L, HE 1R ADPN ] 8 I PR b DL Al 38 ¢ i 4k
PR R T AlF R BT J7 1] o SR, ADPN 7E i 5 98 4
PE B F T e A5 B 4 A AT RE R 5 R b 4
PR 2 ) 1 FH A 25 51, ADPN 5 S 1) il 35 2 0, f 455
FLRR 20 R R R 9 DR P VR AL 7 o — 22
W8, HAE I RS 8 0 AN (B A A
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