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Research status of salidroside reprogramming myocardial immune — inflammatory

balance by targeting the T cell - macrophage interaction network
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Abstract; Myocardial injury is frequently associated with an exacerbated
cardiac — specific inflammatory response, leading to an imbalance in
immune micro environment homeostasis. T cells and macrophages
recruited to the site of injury constitute the primary components of
inflammatory infiltration. Both the polarization status of macrophages and
the differentiation levels of inflammatory T cells exhibit plasticity,
transitioning from pro — inflammatory to anti — inflammatory phenotypes
during the disease course. However, under conditions of intensified
inflammation and immune dysregulation, a persistent pro — inflammatory
state is maintained, characterized by M1 macrophages and helper T cell 1
(Th1)/Th17/Th22 cells, along with group 3 innate lymphoid cells
(ILC3s). Salidroside ( SAL) exerts antioxidant, anti — inflammatory,
immunomodulatory, and anti — apoptotic effects on cardiomyocytes. This
review aims to analyze the mechanism by which the single molecule SAL
simultaneously reprograms the crosstalk balance between the three key
cellular components ( macrophages — T cells — cardiomyocytes) within the
inflammatory microenvironment. Furthermore, it summarizes SAL’ s
mechanism of alleviating myocardial immune imbalance and associated
inflammatory injury. This is achieved through blockade of the signal
transducer and activator of transcription 3 ( STAT3)/Th17/Interleukin —

22 through type 2 cytokine receptor complex(IL —22 —IL —22R) pro —
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inflammatory axis, promotion of macrophage polarization towards an anti — inflammatory phenotype, and modulation of T

cell differentiation.
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ZFh 2/ 18 VRS Sk AR A SC Tk SA5 A R
SO LR AE , 18 8 2 BN SR RAE S | 18 M 21 2
AR IE T BE B 65, H 48 R AR M B9 S 5 S AL
O DR S S E SR, TR 40 A O 4 T
1 ; ( damage — associated molecular patterns, DAMPs)
VIR O 52 0 5 0 200 L AL -, R 40 UL 4 i S A
WAl JEIR I R R R A H Y S A
i B g2 A S AT 2ok JRE 0 AR T I B 25 3K Bl R i
LR , B AR S P 58 0 R A 3 0 JL AR i
Pro Forb T 4 S I 05 240 oAy 2 2002 11 114 3 5 200 i
IS, TE O WILSRE 48 R 98 b e R LA R
O JUSRBERAE G T H AR AL T L1k 2 — 25 0.0 L4
JAB 2 I 3 O JUE D RE " ¢ B0 S0 8 P 0 A B LI
RARE R IR T AW AR IE 10 ) 3 v FLO R 8
BY5HBIIRTT B AP RGBT, T RASCR A IR
AR, Bl TR A 20 M/ 20 20 DA T 245 ) ik R s 2% R
GER B, S RE IR YT S AT 1% W2 B e
FIA I/ 2 (interleukin, TL) — 13 410l 77 F1 85 H Y
IV 25 G g I 5 7 i, (ELRE SOAI X B — o 2R RH
(salidroside ,SAL) J& M H 245 21 55 K Hr 42 O 36 1 1 o3
(p-BAEKOE -D - AT, Rgdiatt it
S RS 0B S I I B LR O T f PR
ARSCETE B SAL 58 5 SR I R B b T 40 -
L W20 i 0 28 O AZ Lo BIL T, S SAL 3l {5 555
T % 5 3% 1% Rl T 3 (signal transducer and activator of
transcription 3, STAT3) /1L — 22 4&AE0 I, 52 M i) 2
G 25 B S I F — Lo hypoxia — inducible
factor — Too, HIF — 1) , i 3 S0 22 401 0 28 Y 10 485 52 30 o
HE AIBL , 2150 R i O L 3 R A S AR 5%
RAE P HE PSR
1 ODABREXRERHEEME - T M E/EMLE
1.1 BB IRSRER BN
1.1.1 EEEZMEHER R KR

B4 e RNA ] 5% ( single — cell RNA - seq,
scRNA —seq) W7 , 7RO LA AE R I S e 4h i, B
Wi 20 Mo o PE L (61.06% ~ 72.88% , F- 1
65.03% ) o R 20 I/ 5 gk 40 3 R A o A
JEU I e R (HR AR A ) R T B Y AT SR (]
MM A ) JEAEE T A0 M0 /73 A RS T 3 10 L
PG B EALN A% RNA I (single — nucleus

RNA sequencing,snRNA — seq ) Fll 55 [A] 38 5 43 P R 4
29 > ( spatial enhanced resolution omics — sequencing,,
Stereo — seq ) ‘7R : A NMEI G , 12 98 W 41 Y ( inflam-
matory_ Mac ) 7 il 83 3K 8 [l F — o (tumor necrosis
factor — o, TNF — o) \#% A 7 — kB (nuclear factor kappa
B,NF - kB) . Janus {4 f ( janus kinase, JAK) — STAT
Nk 5038 2% 75 4 (reactive oxygen species, ROS) %#¢
i AF DG 38 P b e AR, DO DX\ i X B0 LR IX A
RAMIH TR R DNERE RIETT 5T,
LW 20 i O R ok U8 T )R AR 1 BE, T 2 A SR 4 e
(dendritic cells,DCs ) ML I 40 55, i bk T2 40 g 4t
Ji 6 FE M C i %35 (Lymphocyte antigen 6C™"
Ly -6C™") .C - C FJF b 324k 2 fME(C - C
motif chemokine receptor 2%, CCR2 ") B 2 iy Ko 3547
Ly ~6C™" CCR2 = 4161, WA AEE At 0.0
E W40 i ( cardiac — resident macrophages, Macl ) , R
10~ CD163 + #KPT R o PHA: (resistin - like alpha ™,
RETNLA *) " |
1.1.2 ERMAMEHIRLLE

BVE AT RV, Ly — 6C™*" A% 2 Hig 76 47 393 1)
M1 B S g A0 (A 28 R AY) AR Ak, 25 T P A A
SR HEOR AP S 5 (] I 3 0 3 e e A AR A - - B
(transforming growth factor — B1, TGF — B1) Hl £ &
Y352 A R R Y 3 (mothers against DPP homolog 3,
Smad3) {555 B A #TE STAT3 Hl Smad3'™ i F:41
YU UL g AB M E ) Ly - 6C™
RN ) M2 BY AR M (A8 52 A k0 i R
SEANIMA A 2 s R AR AN R A Y Ml % 7 1
2 (triggering receptor expressed on myeloid cells 2 "
TREM2hi) Macl ] FR4% 15 B0 L 40 B HE B 109 2% 2 R
Lpitk

BPERAE IR A N WA i 1) ML o BE AR Ak, 7 A=
o 5 A —% L& (nitric oxide, NO) [ IL -6 1L - 18 FiI
TNF — o FECO UL M5 AR FLES 5 T
LM, DI RE T R [F] I, M2 41k 52 B — J7 Tl 3 3
IL - 10, TGF - B 1L % N [ 4 K A F ( vascular
endothelial growth factor, VEGF) 7K 31K, B35 T Wi k&
O R TR PRGN A Y E ), P B R
— 5 TETZT AEAL KT T s 00 5 A R AR e R s
Bl LA RS . thAh, Macl H TREM2 2%
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IR 23 55 1 TR BTRE 1 RAEFFAEOR

PRI, T2 ML M2 I 200 S 1 A3 Ak 1 4 ] 2
file o LA 5. M1 W5 48 M A Ak 52 Toll 4% 32 {4 4
(receptors — toll — like receptor 4, TLR4 )/NF - kB,
JAKI - STAT1 , T4t Z I35 K T 5 (interferon regulatory
factor 5,IRF5) \TNF — o F1 p38 224 )15 AL 26 1 vk ity
2Bk (mitogen — activated protein kinase , MAPK) {553
B I EIRIE RN T S — LA A § (inducible
nitric oxide synthase,iNOS) \IL - 18 .IL — 6 FIH 40fifi 434k
PiJR (cluster of differentiation, CD) 16/ 3210 i e
T W AR S TR W30S SZ 1A y ( peroxisome prolifera-
tor — activated receptor gamma,PPARYy)/NF — kB i % .
STAT3 & 6., ¢ IRF 4 Il fig sk by M2 A f ", OF
U/ LA M P S AE 30
1.1.3 EREZEE T @RiEH

M1 E WA A o R AR E LA LMABNERE S
f& = T (major histocompatibility complex — T , MHC —
1) I BE AL R 35 = (B7 - CD28) ik vl 4k T 40
H8" s RN CD4™ T 483 43 46 i B T 40 i (Th/
Th2/Th17) I Treg 4 ffl, Thl 1 Th17 40 7E 4 AE 1
RS A R AR SR L ML g
Jfii# 52 TNF - o/ TNF - oR #&429K 3 Thl 2 i 35 58 IF
TP E - y(interferon -y, IFN —y) [ IL-2, %
) B8 I 25 FLAT — S PR AR P M 5 i
JilJE e A5 A Th7 o FOoE 520 e Sk 1) B e e ok
OWIR BRI T 14 K Th17 sREH (A E T 40
59.0% ), H M1 K Th17 07K -5 9 AE S I ) e JBE
SRS . M A I I 40 4 8 P K sk 48 S 40 i 1A
TAUNIL -6 25 Thl7 RAEWIG AL CHE, T L - 1B,
NO 1 TNF - o ifb— 2 HOR RAERY o LZ, M2/ Treg
SrUAR B RAEMEI 7 1L - 10 HHEaii i TGF - B
fieE Treg S AL 1AM Th1/Th17 $58 & ohfg'"*
H M2 — S8 AL E S T (arginase — | KGR - 1 5
F,Arg - 1+ ) W, FE IL - 10 (4B T, FEAG
L — K G-I 2k T anaf gt s g™
1.2 ®RfE T WEREES LS EENE
L.2.1 @ORERIE T 4AEH0EGE

RAEDX IR CD8 ™ T 4 f [ 40 f Bk T
LA (cytotoxic T cell, CTL) | FIZ @) CD4 ™ T 4
M FAAEB . CTL J& 1E O JIE h 41408 B30
12 T 4} (tissue — resident memory T cells, Trm) (5
B ) T AR, 5 2 B R AN B AR O LR DX 3
SEREM S BESAE K, CCR2" 2% CD8 ™ T 4 ifd |-
V), SR U AR 4% PR IFN =y 'INF — o 1 IL 2127

YT CD8 ™ T 4 i Aok B 80T 8% 3l 772 T /18 M0 1
PR, T CDB BB HE W94 YT Tk A R TR L
SRR 280 ) S ), 20 I BRI CD8 ™ T 41 i K 2%
LIIREHTE 1 PR 1 STAT3 Hil R, i & 50
ELHZY ¢ — [ T b K Ak X 7~ BH P ) ( mesenchy-
mal — epithelial transition factor,c — Met + ) icZ T K2
AR NP B BEE 48 O CDA™ T 400, 0l 2 30
t Th17 F1 Th22 & & AHICHHE 5 F RAR A SCHY IR
JLZAK T W% (retinoid — related orphan nuclear re-
ceptor yt, RORYT) Fll 55 48 & AL B 57 1A (aryl hydrocar-
bon receptor, AHR) 281
1.2.2 OREREE T 5L

Th17 4 IL - 17a " vd T 4}z CTL 5 5.0 WL
GoPE RAE R A L S ) B R
L4 ( experimental autoimmunity myocarditis, EAM ) 4
SiE SR8 Th7 40 b7 b dse e, #0353 R a rp Pk 4
PR J e S R IL =17 FIL - 22, i)
LI - 17 (9 vd T AL A5 LA REIA ™, OF
EEMRRAOC . BIANEEXT GSE247468 (5ef.Lo95 Fil
I SRy WO ) ) R IR T o A R
IL - 17a " ydTAI e 2 B3 H3

SE R M 3 (innate lymphoid cell 3,1LC3) J&
IL -17 IL =22 {95 — B H 2RI, O 78 1 8ok 2 i
o B 7 | 7B 118 i 1S I B i T G IS B 7 55 B 8 P 8
HPRE T O ISR SAE T, TLC3 AP
RAETEFEEARDC . ST Bedfy i ALC U B i 5 16 26
ILCs 7KV 50 v HL 50 DU RE SRR DG, TL — 17A 7 A 1
I R JUL 1 i) O D A TLC3 WA 55 %
D PRSI HEFE 5 JedE AR e £ 2% ILC3/ILCs &
F DY IR D AMERR DT AL ILC2 K OF T
ILC3, 405 Th2 iy R4 45 T 5 ELOJIE TLCs i Tk
Z 1L =25 ZA&, Jork o R M TLC2, A Al ) ILCT B,
ILC3 36 BRI ILC3 SR F40 5%
1.2.3 T R @iEEEEHARRL

EL WA Y R B D BE 2 2 51 B 4 B A TR B 4
¥, Stereo —seq s ELEANM-S 5 T WRE 40 oAkt
DX AP B S P i S [ PR G R

Treg MR 5 M2 I [F4E A2 78550, 2 M B
Wit S RS R A E S A . Treg /£ EAM T3
PEBYBE L e 3 1L - 10/miR — 155 Al B
WML 1) M2 AR AT AR, EAM BRI
Treg 1 LUK, Th17 4% b = B IL - 6Ra 3K
LA R LS Treg Wb, Tk FURREESE R -9
I MG 2 T Treg/IL - 10 ZKF S e £ R 3G Th2
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S, R T R RE . A, i SR T Tregs
ARG H SRRSO, CD8 ™ T 40 if X fie 48 1% Ly —
6C"" CCR2 ™ 2 i 25 i/, 8 ) g AU 2P A% 4 B/ 5 Wit
2TV A A I i M2 SRR RS AR A
Treg/IL — 10/M2 5 I 240 g G w] A4y Jsl— 4> S SRR BT R
P, XL ML/ Th7 g0 BIRE ROERE , I8 5% RIE
.

2 48X MEE STAT3/Th17/IL -22 - IL - 22R
RRBEENER -T ARARBESE

2.1 SAL #J%) STAT3 L iiE 15 S8k 0 4 fiE 20 i
R&E

ZLo R ] i A B 57 51 STAT3 7E2 i B BefH
IERAENNRE] . LA STAT3 il Sy 4200 1) 98 A 38 2 3K 5y
W 240 MR T 240 0% 108 Al is , AR5 S A S i B &
FEXEAE A STAT3 53 00 2 e A (9.0 L
RAE S R I FE AT B AR AE

SAL i Wizl sh ¥ Hih s R EA LG 1
(mammalian target of rapamycin complex 1,mTORCI) —
STAT3 - \ Bzl a4k 25 H - 1 (monocyte chemoat-
tractant protein — 1, MCP — 1/chemokine ligand 2,
CCL2) S fie ¢ B A% A0 ol Ak S a] M1 A4k« 78 50 ik
SRR AL BB PR A 5C 0 b RAE Y, mTORC (7% B
W2 i STAT3 Ser727 WilRAk, 3 I8 T CCI2, CCI2
5 JAE N B SRR CCR2 ™ Az A B A i 4l 5,
JEAEHE VAR ) ML ARAE™ T SAL B AT 35
fik mTOR - STAT3 {554 1%, Tk H 5 CCL2,

SAL BH IE T 40 i & % A IfiL, #0 di STAT3 J5
ROR~T “ Th17 AN##4IE , B STAT3 F1 1L - 6 JL[6) )5 5h
f9 Th17 20530 2K BE s A1, AT AL R R TL - 6 7
Az BHTFIE C3 AMA o3 T 8, Jo ik ik — 20 s Thl7,
IL - 17 5 1L =22 R, AR Treg S-fLiss ™
2.2 SAL HEiZ L REHERES HEREER
HIF - 107k

ZLA R AT 40 1 02 58 A0 M0 ) P A e T A
FiE D NF - «B F1Q) STAT3 A ¢ 2 M EG B
(protein kinase B alpha, Aktl )/mTOR i %, NF — kB
I Akt 8 BHRC R TRE HIF - 1o o SOAE R Y
AL T2 ROS T AT 4% NF - kB {2 #FHIF - 1o
(05, fih e GORE PR AR A8 IR AN Bk AR A S A 40 i
Tl

SAL nJ B HT ROS/NF — B 05 #i 2 B A fL i 2
(lysyl oxidase — like 2, LOXIL2 ), J3f 4 &l H F ¥
TGF - B1/Smad 2/3 & 133k , FEA% M1 /K- SAL
) inf 38 i Akt/mTORC1 B £ 4% i & i & 0 N 1

HIF - 1o, 3055 24 B — 1 (hexokinase 1, HK1) TN
T iR {4 B M2 ( pyruvate kinase M2, PKM2 ) DLy 28 4% iE
20 i PN Y PR SEORE I e, R M B AR RAME T
PEST, BeAh, SAL AT HIF - 1o, I B 454
IL-1BJAZh T, FHT IL - 1B 5 IL - 22 (&5 & BEHi R
AR

SAL ] STAT3 K A5 556 5, T 8 45 Bl /e iz 48
[ —4 (glucose transporter type 4, GLUT4 ) | % % B 1%
IR, 3 T 7 £ R T R L i/ ROSM™ | i 474X
JHIEEE
2.3 SAL BEREHEREMIERRE A LR
IL - 227k 3

21 e RE L BH Wy STAT3/Thl17/1L - 17/22 8 %
B E R MR HIF — 1o AH G A4 35 8 4 R 4 o 3
BT E, STAT3/Th17/IL =22 - 1L - 22R % FiELL K
BT i 338 o 42 F R RE & A (ML BT Thl/17/22/
ILC3) ;1 ) M2 BUAR AL LA e ) Tregs 19 4316 0] 55 & i
TS T LB E W 2 5k (fatty acid oxidation, FAO)
RS R AL R AL IR

ZI R AT AE T A P8 45 HIF - 1o AH S AR I 5 4
T2 IL =22 KF, N2 5 4e R RS, BARM
JCH $ Ak 5 2R B AR O LA S, 20 50K 1 90 4%
HIF — 1o ) 4% 46 %k I 5 STAT3/Th17/IL — 22 +
IL = 22 RN EL AR G, {HARAS 1 P A B 0 1 2 il A5 Y
TR IR TV TE B R R B AR, £ 50 R AT i A 41
STAT3/HIF - 1o/ RORyt {558 %, F I Th17 3+
Treg 2", i IL - 22 FZdy Th17,Th22 8T Fi
ILCs 72 R AR HR R 41 5 R FF 88 ) 3 ok 5% 1
STAT3/HIF — 1 1, 875 IL =22 B4 iRK o

AN T I = 10 G H LAY B — S8 00 ok 28000,
IL =22 HAT R ) P P54 T, A0 LA h G B
IL - 22 F %y Th17,Th22 48T #1 ILCs ;=4 , EAM
FERIep IL - 22 4y TL -1 B IS B Ak I 5
SR R EE MO LR (R TL - 17A)
IL = 22 HATHL A AT 75 19 PR 47 1 1T 5 7™ 3 A9 R B
i 1L - 22/1L - 22R B o0 E L SUE R
CVB3 75 3 1Y 12 PO LR AT sk B0 L b IL - 22
AL O LA AR 5 L — 22 thy ] e 3 fik g A
AR BES I 40 5 S Bl e W vy 2B R SR AR 2k
TEIL - 17A = /N IL =22 FE3%A IL - 17A 191
BT IR T A4 SN, STAT3 FIAE 48 40 g A 7 A= 4
Jn BRI Y IL -6 1L - 23 FIIL - 18 L nf
#E Th22 F1 Th17 4 E7ECME R &R oAk, I35 = AR
i IL-22, 1L -22 5.0 L4 b @by IL - 22 52
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1554 ¥ ( corticotropin — releasing factor, CRF2) i 5
IL - 22R 454, 405 Jakl — STAT3 5@ #% \PI3K — Akt —
mTOR 3 % J2 p38 MAPK/NF — kB il # , 7] i o 1f %%
B9k R M (angiotensin I, Ang I1) 511 N K Zh g B
B M T 5 5 B0 WUIE SR K 3= 30 ik e )22 28 3 4 4tk
DRI F- sdin " o R, 20 5 R i LT AE A AR
TR 45 5 (A HIF = Too) 52 W00 B3 28 E 38 % (0
STAT3) KRS BE AN (4n Th17) iy iviz, nl fE2
TE 52 Z 0 BH 0 2% v (B $E 2L 15 TL — 22 A 25 °F- 47 L 310 161
HAG 500 v ) — o T S SRS
3 A=XEFREERMME - T AAEIE SN
10 AILZR B 454
3.1 REREMIME TR

PR T JUL AT D 1 A W A P 5 Wi 4 T AR £ ml 28
PERIE 52—, MUK R R CCR2 32 4 AT BHLIBT 58 i 4
PS5 B S I PB4 MRS . CMs 2>
JE S BB A RN DD RE AN AL . O LA X8, 1R
CMs B HUG 2 25 B I, BB E & CMs S 38 i/ AE T
FHOCHE R 23k 1 2 48 m, O 54 58 EL WA T 40 Jf if 2%
AR — R RO LR TP EE T - JETS" CMs Y He
PlEE TR T — JET-"" CMs, DA _E 155 Al CMs
FAG AT AR BE FR L, T2 AT Y JAE 10
5 Bk CD8 " 307 T AN B 9 05 40 #EVE A 5
HKFB TEN =y 7] 33 O WL A5 51, NLRP3 58 P /M Ak
(NOD - like receptor protein 3 inflammasome , NLRP3)
PO B R A M1 AR Ak S 4k By NF - kB 4 1
O JULAN A8 T A O JIL G928 JRAE 1 A T I v DG
ER . ™80 WLAR 3 1.0 IL4E B/ Bg 2 B (lipopo-
lysaccharide , LPS) {5 5 47 H9C2 # NLRP3 k3,
JEor WA K & TF — 185 NLRP3 W] fig i B W 4 Jifg 1) 1T
B IS R E A e A L MR R
20 B S S A T A1 BRI 214 o ( peroxisome
proliferator — activated receptor o, PPARa ) 0 #1I ffil
NF — kB{% =3 % 1 NLRP3 £ S 190 LA i £5 1,
PPARo #1101l B %52 4R 35 G 58 1% 5% 1l & A ( Laccase
domain — containing 1, LACCI ) 1 5B, 10 1 B B% f .
ARLAR ROS A B AN AR RS 1 e s il L 56
REVERE S peAh, IL - 22/1L - 22R1 $h % 5 I 75 AE
PR LA 45 £, 0 L IL - 22R1 7 mRNA Fi 4K
FIK- 235 W3 B, PRIG AR iR 5 1L - 22 o i
H IR
3.2 As=XERAAMMNEENEERBVESE

M2 J Treg N340 TL — 10 248 5 3R B& (1) 3=
By, SAL X HEA B RS E A B

20 RS0 WL AR 8 R4V i A A P [ A A 928 7
20 4 2 53 B B W 4 i ( cardiac tissue resident
macrophages, ¢TMs ) 7 0 $5 J€ 85 I T /9 .0 JUL 20 Jfd
( cardiomyocytes, CMs) , F IR iR 5 M2 E W4
L (HE A F ) ML o 0 JUAE SEASS Y 50 3o A1 Rk
Tregs , 0> LAH ML BE T 98020 Fi1Co LT 4E AL TR BE A, o0
R . AN Tregs TR IH 58 BRI HE.O I, IR
i RNA U (Mini - Bulk ) {7 HC A% SR 241 HA7 1647
JE A SFAE (Junb Nrdal Fil Nrda2 22 57323K) 2,
3.3 AsRERIERER B OGS

ZLSR R AT A3 I I B T 36 s 0 JUL AT A
TS H e, H, 0,1 R HOC2 0 LA L 41k
AR ey | Z155 KT AT 308 5 B T, R ROS Ay
T NF — kB 8 G2 HIF — 1o il & 2L A48
PERIB A A S 09 4 M U8 T JF FE AR NLRP3 [y £k, fi
PR WLAN M8 & R B TF - 18 43I0 HE i
IL - 185 IL - 22 MZE SR PT R AN . HAR , SAL 7] 58
NI H ROS - NF - kB {5 5 ¥5 53 LOXL2 £k, 7E
STAT3 {55 Fy b ¥ B WG ¢ i 308 6 1) 45 7 Tk,
SAL AJ % 0 WL B A OC ) MAPK - ERK1/2, {45
HIF — Lo 40 O LA B PR R A
3.4 g=XEHAMENIER

& LPS 553 (1) HOC2 (HL4LL R AE ROS 2 ) S ik
P VE L 1) AC16 40 L, NF - kB 8 #5500
iNOS I E AL EF — 2 (cyclooxygenase —2,COX —2) (4
iE FNAE AL SCHER ) o 1T SAL 30 0] A & i LPS 5[5
f) PI3K/ Akt/mTOR 38 B 38475 , iKY % ( malondial-
dehyde , MDA ) 7K, 3% 55 48,16 ) 5 AL i ( superoxide
dismutase, SOD ) 1 i 4 1t & [ ( catalase, CAT)
T
4 tig

ZLom KA B0 LS 2 SR 35 1] (] 28 3T 1By 2 i
PR (ML = Th17 — .0 IL) , I3 53 8 52 36 8% ( Treg —
M2 - JIL) o FEAR R FR B A ] HIF — 1o T 38 B 5%
fiff, v/ ML RS WA AR AL, BHLIE Th17 ZEEEFIEA
R STAT3/IL - 17/22, 5% 4 BEL s O LA B 7= 4 NIL-
RP3/MER AL FET o FEMB IR B, i HIF - lay
STAT3 — 1L - 17/22 Fa 2%, 5 5 EL W 40 M i) M2 # Ak,
I AAE N IL - 10, EM e Treg HE A7 5 THRE,
SO WU S5 i 2 E I ) 5% 1) B b it 2 518 52
ARAS o AHELH R T 000 I A2 P R AE A7 78 =1~ 7]
BRI 1 AR R 1L - 17/22 AR TE 2
LMIESSRE Y STAT3 il 55 HIF - 1o B3 H X %33 .SAL
I S i A At A 2t A E e
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H— B Th17/22 43l IL = 17 1 1L - 22 ¥E 3
FEEEAN M e T 4 di iz A AR g TE R
P CMs RAE Al i 0k 1L - 17/22 5 HAEH 75
PO LR, BT ) TLC3 8 5 4 220 IE 52 ) 4% i
o AR B WUE Y 7 Y an g 2 88 (LPS)
=H % N-4E1k¥Y (trimethylamine N — oxide, TMAO)
I b Y A Bh koo FE A AL B B & B (osteopontin,
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