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Abstract: Metabolic syndrome (MetS) is a group of chronic progressive diseases within the metabolic system,
involving various metabolic factors and signaling networks in its occurrence and development. Edible natural
plant ingredients, due to their safety and good tolerability, are widely used in the prevention and control of
metabolic diseases. Theaflavins as natural components in tea, possess various physiological activities, and nu-
merous studies have demonstrated their nutritional value. This review summarized the research findings on the
application of theaflavins in the prevention and alleviation of MetS in recent years , and summarized their main
mechanisms of action, aiming to provide theoretical support for further applications of theaflavins in diseases

related to MetS.
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1 K42 S 1E (metabolic syndrome, MetS) HROAX P B IR S AP L Bh ks A Ak if g S e bR
1.1 MR A TR PR IMLRE S5, T AR, KB IRA TR F IR, MetS 1)

FRBZR G St HUARIR T (A R ok &Y R RANGAT AZAF R RIE I, H AT, MetS 1 4Bk
SEACH S o R AR A S IR AP B LR M, (45 eRAN S IR Y 7y 22—,

R H = A BT R R H (202203AP140011)
BRI R (1996—) , 20 (W) A=W 58 A, HF5E 7 1 < S s S AR FIAL AR -
EEVEE 50l (1979—) 55 (L) , B , T BIF5E D5 18]« A5 TR LA FH B
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1.2 MetS By pIL

H A, 1A — 58 2 0B8] LA TR MetS
AR HL o X MetS 1 e B 502 H i i Y
JIi 7 Rl B 0 i &2 R AL, S A3 2 A N U7 e B
R, PRI 107 FR 2R BB DS i A 15 K T B R AR A
MEPEARGN SAE T A MetS (Y OCHE K KBl Reaven 4
HH IR B SR AT MetS RYARAS SN o B AR P 88 1 4k
ZEALIE IR A A IR 22 R RS AT A V2 0T 5E 8y
R R e R IMLAE S MetS B R A KB,
1.3 RS MetS

P BRI KBS A ) L YR B SRR O “ TRt 247
RIPE g itk LA B A A AR A, 46 L B/ Nl Bk v 9 Il R
ZH VA0 LA S A0 6 T Bt 1) 2 B TR Nk 2 38 T i
216 B4 0y Jo S 4G 5 T Aol LY 500 EE 4 365 B 43 I F AN ]
A, FA A O E RIS SALEE , AT 3K 3 3 Ui 4 rh Y
LG 20, A2 3] YR (i AR T, SRR AR
DS, i BILAA oA A0 O R T A SR 2
0 32 0 BEL A B8 A 1 B ) A PR W A RE R A S
IRFHR R, DT JC 3 304 1E 6 Y 40 i A= i 2l , IR EE —
SE U 20 Dk B 20 004 K A HL 2 T ol =) 0 AL 8 97 2 B
P45 A2 R AR RE RS . BReft— B A, AP 5t
A=W i ZE LA, 02 A TE vk 1 A ML S R i
FIT G BCR S SR 0, JCE AT A A ML A2 ), 2
FEAURHLGR B RAER A A, T LA A
FRBHAEERR , N3 1 Pz o RIS 4 IO 2 e b Jr 7 2
FR) DX SRR e S Ok B2 I, A B R S AR
LU B A0 T 20 | 20 A O LR R
PR DT IE ) 52 i 22 SR e b HRAR 1 P AR, iE
T JC 123080 3 A S AT A5 19 0 373 Jr B4 1 2 i
53, (2 R EHC MetS 19417,

F 1 ANEAHEIEIRERS & £ AR AB X R R

Table 1 Places of microcirculation disorders and related

metabolic diseases in humans

R A A 2L A
THILRSE

HIE RS
FEE BT L BL RIS 71 96 e 26
% Tt FAE

TEIRARG WIS U SRR SRR AL SO i
g 2190
LRV ESI SRAE MR VENREME 58 MR A8 g Al
WM F 5T ST O JBRAR R B DR AL S
WIRFRGE PRFEIE PR B SR W DR P S
AFARGE G ELAEN HTAIIR A RIE R A 2R A

MRS PR N2 BTR 2 880 IA 42 AR S50
BERG AL OGS 2R R SR 98 JULIAIT R 35T S

2 FEZINEHINTHEE
HER AP BRIk Y i >
— A EA T E R 2~20 gkgo W EM EEL

2 — A TT AR TR <8 13 I A I R %) ] ) B 8 5 3R L
RRWETRAE, RERAGE-NMEEGY.H
B 2 485 B35 5 20 Z R K, p LIS 33 (theafla-
vin, TF,) (45 # %K -3- 1% & F F2 I (theaflavin-3-gallate,
TF,A) KT8 -3 - 1% & F FR W (theaflavin-3’ - gallate,
TF,B) FI4s # % -3, 3" - &S (theaflavin-3, 3'-digallate,
TF) A W BRI, B R R RIL SRR
R B TE SR BRI (BT R PR SE 2 T
A A TRFEEE B9 VE AT, Rt BAT AR R 09 BF 58 (8 Sk e
B 5o A RWY, 28 B R AR 0% 0 & AR 24 1l e
(mean blood pressure, MBP) , $& &1 3 8l ik PN fz il — 484k
G T (endothelial nitric oxide synthases ,eNOS) 1Y) 7K -
PR 1L B0 T2, IR HILAR SO0 R AT k2 0 D 4
FH , REGE T B PH 1 — LA ZR B AR Y A 2R S R
PR, 5 6 2% o R AE BRI 25 B AE & AR & R ik
FHRALIHEA TR AR

3 FEZERBPSEEERELXRPOIERRILE
3.1 AeRE

JIE JHE S — ol 50 1265 0 A O 1) 1 A I B
A RGeS o 8 e 2 30 1 A2 b 252 A
Y AT R R A AR e 25 i TE A
YIRE R A A IR T s s> . HETE
HIA 200~300 /> 55 P54 0 2 iy (A 38 o i) A s R 3R
Horb 0 45 55 BB A RSN G i) SR DR IE JE RO FRE A G
SRR J R 4 SRR PR 52 ) B Al A 25 110 i A
B I 3R 32 A DR g A K0 2 1 R R 5 il O s 4
fift A7 B 7 R AR ) e PR e 4 P 0 Tl A 398 S TR 2 A
(peroxisome proliferater-activated receptor-y, PPAR-vy) Fl
G HE 1 B3 WA gt B [N 45 . 2128 MR Uy o =
SRS AR IR S R 5 AR R B2 ekl W ) T AR LS RE
A, PLO AE A Bl e A A DG 9E 2
] BH R 0 i VR R AL
3.1 ARG R S AR DGR R ik

Pan ZEU8Uif LT NO.9 £ 2% (yinghong number.9
black tea infusion, Y9 BTI, 25 # &= & 55 0.56% ) &
AN o SRR HEE T Y9 BT/ A HL I
Tx R/ B I EUHTE I8 B1 (liver kinase B1,
LKB1) FHELRAENR B 1 U300 19 35 1 8% (adenosine mono-
phosphate-activated protein kinases, AMPK) ik B E -
P&, B80T p-AMPK Al p-LKB1 935 2, 40 i e st T
%1¢EE‘HBE§%%(fatty acid synthase ,FAS) it 0/,
M4 Z-1B (intertleukin-1B, IL-1B) \I;F/fh’pﬁﬁ@(cyclo-
oxygenase-2, Cox-2) Fnigs A —4H Ak (& T (inducible
nitric oxide synthase, iNOS) ) A RFRAK . AL Y9 BTI
(95 A AR FEID TN BRUDRHEEA B, W] 8 i 1o
TR BT M E FH Y o Xu ZEUR R TE A, X B A i g
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[ K (high-fat diet, HFD )75 5 59 AR JE /N BT IR 21 2%
FEHY) (black tea extract, BTE) J& , 7 i 25 FEAK /)N BRAK
. Lin SF20FAE N W7 R R £ fr 45 T 19 HepG2 41 fiEg
KRR LS TR R AT T, R T AR R

i F LKB1 I M A0 42 ) 3R 1 - % 2 (adenosine
monophosphate, AMP) 1 1t & 1 3 filf AMPK K1l #l 2,
AT A FR AT 1 , DT fb 225080 20 g B AR 22, 0 +fl
JI 10 R J O R IR 1D 1 S A, el A Y AMPK 2 2%
BERARYT IR N A BB R A OB A R 41 SRR
it FHZT 245 B 15 T PP K RRUBE AR, 25 SR b R 21 2% 4
Uy Y47 R A IS PR BRI i B SRR 7 R UK A W R
1%, 5 2% 4% b 3R 20 K BROBE 7 S v 3Rk i A 25
YL PR AT O 8 , e A8 BN L1 AR 4R Y 19 T T R 8 T
22 S AL P By A i, NI RZ I AMPK 5 538 8% ,
I AMPK, & #4400 il 57 A 105 200 e 2 1 S g 05 45 i 55
YEM . Cai ZCPHFFEEE/ N RO IRAS B R 9 TS 45

R 28 R A RS S DU IR 1Y 8 1 6/AMPK/JIH
[ e 8 T 45 S & 1 (sterol regulatory element
binding protin — 1, SREBP-1)//1g I/ & & Al {5 = 38 [H%
AT A0 4t S JHE /0 Bl A+ O B 1) T R AR 22 i kg e
RCAE /)N B AR TR, I e PR IS P 3 o ) PR B R

ST
EIRBFERI, S A A B R LA R RS D

ARG R 7 A= i S PR i) 3, 38 i 1 1R 48T R R 110 3R
ik SR AR 23 R ks T ZZ At i T L AR B iR
NEJHERE & A2 o O HARZR T 258 3% AT REAE A 454 FH Y
F= T 7 2 o B AMPK {5 S %, LA 3 i) A [
Pt A =R 0 A B, S B HEWE R0 B 7 A RE
3.1.2  HHIARIIR G MY Ik

% 25 985 B T AHOC BE IR 3RAK Ah , 25 B R I B 5 38
b B e RS P AR T A AR B A P A e o
MM BTE FIZR BN FAS AFRZS3h 1127 15 B
4R BE (half maximal inhibitory concentration, 1Cs0) 57
B0 16(FH) wg/mL Fl 1.27 wg/mL, 30135 P 55 T4
%%, H BTE FI TFs 5 FAS 76 S i Bt i J5 S 07 v 14 i
JE IR R P e R T A A% R A R (nicotinamide ad-
enine dinucle otide phosphate, NADPH) 2 =4t L R,
HIHCHEWT T FAS BORRSEL S5 .0 NADPH 25537 i
A REE BTE A1 TFs #0i] FAS 3% PR VE AL 82—
Bt 5 38 o K R AR BTE A1 TFs A9 5256 45 5 R K
JIFHE P B FAS 36 P 1 25 AR, RS 1 28 B R AR S i
05 RE 7 R A B i 16 M, DAL BB 7 — PR B L ks
NEBEAE o Yeh SF24GF 5% & B FAS 76 8% % A FLAR 98
(michigan cance foundatuon-7, MCF-7) 4f jfd H i:f 3% 3%,
I H 404 3% 2 4 K A F (epidermal growth factor, EGF)
Ve ik — 0 RN, I A B R X EGF 75
S MCF-7 40 MI2EA T+ 10, 45 2R s L FAS SRk w

AN P R A EELE i ] PKB
P0G I BELIBT SREBP-1 5 HAR A s 456, AT i 2 41 1)
EGF 56 MCF-7 4 P9 (G B A bR, e A5 2 A5 8
FOEIE L N E EGF SZAR/85 B8 Bt ILEE-3-3 7 (phospha-
tidylin - ositol - 3 - kinase, PI3K)/#E [ i fif§ B (protein ki-
nase B, PKB)/SREBP-1 {553 # DL ] FAS (3%
ik, BIERERETE . Weng ZERIFSY T 458 X AFLIR
i MDA-MB-231 40 b FAS 263K 5952 i Ko A FHAL ]
45 L R ASH R AENSEHIT EGF i S0941er SREBP-1
B A% 67 F ERK1/2 F1 PKB FOBERR 1L

P AT L, S B R BRI ) LS B FAS 11
W JFE AL Y NADPH A3 £ 40 FAS il 1, 758 52 il
i ¥ 7Y EGF 52 1&/PI3K/PKB/SREBP-1 15 538 & 41 i
FAS &3k, DT BE TR 17 12 5 A 1 A3 5, 35 20900 1)
J i A R
3.2 11 RO IR R

1T A PR 2 DR 5 R BT A 32 A 9 5 A XA
JE TN S A I A Ry PR B R ) — B IR
Wi o HE E TG IS AR, B B 4 aE
B FIER B AP O A IFTT R I, 11 B8O PR 1 &0
HIL 0, 45 AE 8 i 4 22 (cholecystokinin,, CCK ) JE [X] AR
BB AR AR 7, 10X A 2 W R R T R T R
BT AR R 5 A % WS % 32 82 11 2 (glucose transporter
type 2, GLUT2 ) &5t N fe fif T4 26 A 45 BB 2> , AR
N s SRR DNA 28 A8 sk R 51 B 4l A LAt
IS, ATP A iR JE R i AR P2 AR AR SR 3R
A= 3% P KR R AR S T RBE DR AR OC %2 0 i A
LA 1,

[Bam | [T [ A7 AE] (B ] [ AN T |

Yoy Ak sy it

L e AR
Wess 26
L s
B L7 15 PRI |-—|4Ei§1£%ﬁﬂk [ B L e

g1k 515 51k 5% 51k

el SN N

WIS || BEPRS || MRS (| OLRIAE | BEIR
B ([l | ML || (|

B 1 I RERFEXZRRE
Fig.1 Pathogenesis of type 2 diabetes

3.2.1 MYIAA R s E A RIA

I F 44 A Wi 3 GLUT2 # 8 8E Hik A B 4l
JL, BEJS 7 A2 ATP Je— R ANAL A2 N, A 7 S K 6 e
By 2R IR 3R I MRS s = JULIA AT A0, 2
WEE TR 4 (glucose transporter type 4, GLUT4 ) ¥ 7
M I 2% 2 JIL IR R FOE 4 B, LAOBE S5O 2 A, DT
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R LT P B A A S . 11 RO PR 0 SRR 2 — S
ARG 12 1 R A R R EUR A RIR T JC T
JUL PR B JHF I 200 e o) 48] 26 M ) B A, 3 ol ) 2 A A IV
RPN RN . Tong SER0Mif FHAS B 2 AR T 4%
RARR 1 51 HepG2 JB & RACHUAN ML, 45 5K WoR  7EAR
77 A M R T, A% 3R R B e ) A
PUAN I A AR &5 A 1 GLUTS /Y 3k, 18 i w2 -
PKB[ 22 & 2 473 (serine 473, Ser 473) {4 7K - , i /b g
B R ZRIRY 1 7E Ser307 Hh Al R AL /K - 3 48 in
i3 5 FRHRHT A R 1 o 2 AR L, O HLIE BB AR R kL
& DNA ¥ DUEL, (R o SRR i 22 W A 1, R R W 12 7
Z TR I - 18 mRNA B 7K, 38 2 4 & 4 il
A mRNA BYR3K, iy — e R RE b ki it 8 g 0
PR 175 5 %) JHE 4 R JBE 5% ZR IR, 46 11 USRI 78
DAL R D JR B2 2R A Rl o

PRI 28 B 3R e A% 2o i S AR DG A A i G s s Y
A, DT 0S8 JUL PR R0 0 200 6 X ot 88 v ) 6 0 5 )
FIIFHER , — e T B A J 5 Rt o
3.2.2 i R B F AR A ST K

11 AU PRI £8 7 X0 [ B2 2R AN 0%, DT I ke 5 4
Xof 1 I 2R 1) 2 50 R A AR 4 ey B T I YA
EPFER R . EIG IR L RBAE WS 21 44 ABIKE
i 5 R A REAR DR 3 I A FEAE T B Gy s A A
BT S8 80 A O SRR 3R ST b T, A A DG AT
FEUESE RS B3 RE 6% i3 ML X T % 3R A BlURR 3
o HAE FHAL I #EAT 7 A OCHR T . Miyata 527
0.1% MZR 2 HEH 11 BV R /N L 6 JR S, HC LT
EPHEACEREAR T 30% LA L, RIS R GRS AE 11 U
PRI /N BRI S b i OB S o Gothandam 5128
e B IR R /NI ) i DK 7 3R OB DR K USSR
Wi J AR PR R B T 5 R AT T PR YT SRR 4
HGE RINAS TR T T B0 b 2 PR IOWHE PR o BRUAd il
WA EBE 5 BRI B (homeostasis model as-
sessment of insulin resistance , HOMA-IR ) FUBEAL, 1. 21 2
F R ZKF- [ Bsf S 2 185 H ol B 5 3R L B ML 2T 85 1 7Y
i, It L O PR R B P K A A P A
1Y Bl g B SR A AR AR ) BT AR B
Jir G L T AR Dt 2 A T ) 95 2, 6 2 M 4 30 1 R K
-, FH IS HH A B AR 3 L B T R
X WE PRI A — 2 R BE A B AR . Wang S521% i g
KRB FIVBE R 5 205 5 00 11 ZBE DR /N BRGE 22 5 TR
B R, LA 5 HA I8 R R R RN
POBE PRI 16 M 5 HOBUNCRE >, B0 iE 1 4% 2 3 X B IR
WA — o R M BCERCR . /NEURIE RNA I3 45
BRA 9 4B EEN KEGC #2125 BEAR /i |
P B R H I 6 A T A R A B B A O,
SR A i SR Tl XS 0 N B e 4 A 2 AR R s

BT RE A% 30 Ao O R ) R R g B R A, i e
i R R TR TR D 107 i L B A BRI B B il R AR
JUi7 il 1B 2 1 AR M AR 1 3B, LA S E P Cingu-
lin Fl Claudin-1 B335, T V8 JHF I v ik 4604 4 it 1 5
PRI 37 PR 5 T (peroxisome proliferator actived recep-
tor gamma coactivator, PGC) 1o 1 18, I ekcsE 11 AkE
R 7N B R 2 b 1A 1) A 0 A B, DA T 3 3 A 1A S 3
— UG UE T 2R FE 11 BB R A VE R AL

PRI, 21 10 00 PR 1) & Dt 3L, 215 o R BR fiE
i 2 e A A WE L I8 AR P A R GA X T ARUAE PR A
FHPLHN A 2 IRAE REAS 4 o S0 3 XTI & R i U . B
AAEDE AT RE A IR B R T L A8 BT R IEA /NG H
WCH T I LBl N2, T AEME 7 2o 2k /N N, 53
(94 J5T RE 6 E A ILVBORIBURRE & B A0 M o3 i 3=,
IR AT AR I A A W 2 . PRLIGO T BB IR R
TR B B8 2 4 B R R8O 4 v L 1l R o+
JyEEL,
3.3 BhlikskrEaEfL

L7 P 400 B A S L i 3h g 2E i
AL W ERA AR, 22 A2 2 PR AR I 485 28 SUAE T 1l
ERE | I 2 BN A BEAR I 5 0E & A IE 1 8l ko
fififk.
3.3.0 AT AR e BT R A ) R A B

EERT RTINS e R P ) = A
(BT A BB, Hor TNF-o 78 NF-xB Al PPAR-y [ AH
YE T B8 _E K % I 25 1 (low density lipoprotein,
LDL) 5 PN Bz 4 1 40 g % 52, fie 2F LDL A 10 A5 BE iy
B . Wang 2Bl FH 3 B AS [R] kB2 1) 45 #5 K (5. 10,
20 mg/L) A1 0.5 mmol/L >4 Bt 22 & 2 [7] kb BE N 2 1L 487
2 40} (human vascular endothelial cells, HUVECs) , &t
ST e 2 e R 5 5 4 L P B A A A AR DA
B FER AR EN o S5 R PR, 28R ] LI =
e D S R S O 1 R S0 A L 1R R v 2 D R 1
(4 3 WA T BE R, Fl A 255 B R o v ok Pk = R 15
S B PR AT B8 5 BT A I MR S P R A
JHL A R 1 23 A A 56, DT RE 8% — o R I 1 BH A% 5l
PRoREREfL 1Y K e 5 R B . Loke SEBVH 2R K T
Wk gE A E %E’ﬁi&%[apolipopmtein e,ApoE(-/-)]/J\
B 1) B JDk ot A A Ak A2 R, S5 2R B R R B R B8 1
FHIEMK ApoE (+/-)/NRE Bk F(2)-SFHIFN IR (i
ALY A A = B(4) FLMLIK -sP- 1R £ R W,
B AE N B2 NO ARG R L0 IR 1
SR PRA R AR (0 HE M, ph O b R SE L 42 R NO A=
Yy FH EE 005 S 2T R 0 S 1 1R AR B s
ApoE (/=) /I B 3= 31y Jik 552 0 i 3= 3Jy ik 1) 2y Jok ok e 1 £k
ARV

PRI, 5% B0 2R AR S TE LA P9 B A0 M =2 B 5 1), —
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E AR LD 5 R 20 B DR 1 7 A B L P R AR OG
PR TG, AR BTEAE T 40 5 1 SO 8
A= NTTTBELLE Bl ok ot R A %) e A 1 R
3.32  JRER AR EIGE e B e

A e JIEL [0 s 1 A8 A P I VR P v A B
PER R PERL AL . FEIXRMELLT , g h PR 4 L ROS
FYTE B 12 b il =B A0 LDL I [ B K P-4 %5 )
KR . BobF e 45 R Wos 8 AL Rk i 3 R LA
e s A oy R I CD LD 3% 18T 2 15 K F 1 32 7
1o B IUAE A7 S 00 R o DR Y ol 3 v st ek
P18 PP 20 L3 22 I (5 25 el I 5 ARG, 38 3 Bk ok
FEREAL . Zeng SFP2ESEHE LA ApoE(-/-)/INE HFD Jf:[7]
A 25 8 2 e Dk 2 0 O AT T 0 12 8], 45 2R
TN B SR A AL AR HED MR A4/ BRI 7K 7
I MDA 97 A [a] i 39 58 1 Bt %0 fE i SOD . CAT Al
GSH-Px BTG, i 1 sl bk ows HEAE AL e IE 1A 32
BNk LU SRR L B S ik PR ST AR AL
H, FEAREGE A B R AT HUVEC 40, X A H R 1Y
FIAEN A AR HUVEC 20 50 32 JIH [ 5 | 2 A9 4
Pets b, BRI ROS Al MDA FYZKF-, 42 T AL
il ()T o % B R B A% G A0 LN /N3 F RNA
24(microRNA-24, miR-24) (7K ¥, miR-24 W A& 52 0
Nif, B

HHAS A0, 25 2 2% AT AEIE i S miR-24 A SRR
K+ E2 #H & K+ 2 (nuclear factor erythroid-2 related
factor2 , Nrf2 )/If 21 2 fill A # - 1 (heme oxygenase 1, HO-
1) {75 5308 3% AR A0 o Y v DL T st sl ek =g A B ML 3 o
2% [ g £ H AH [E 5 (high-density lipoprotein cholesterol ,
HDL-C) i3 &, i MUARIRBC , LA REL 1E 20 ok ok A £
TR RS kR
3.4 ERFRIMAE

BREDE L IR AN, HLAR IR AR o B B
S 27 A S IR IR NUE o YAUATR AR A 36
I BTSSR it Ry 2 IR , S B2 PR At i AR o 7 A —
SO B] 77, LA P ) Tl o e 3 2 v i) 7 0 A Ak
UCE NG | W 2 28 ok S A G 78 LRI |, MG P B AR
DA A R R A TR ) A JE Bk =, AN BB ST 42 00 i A
JoT, Forh ] =y e A s FEN LR N R R B 3 B i
PRI A it Z2 e a8 B AR P TR, 5 URPR

XIAIF A IR B AR i DRk i) 7 vk ST e v
PRR M /)N BRASE Y | B I 32 29 e PR IR I /)N BRAS
[l B2 A S B RO 22, 21 d JE A /N R4S T4 b
gL R 4K 2 (800 my/kg) S i 3 PR A & IR
P22 1R /5 BRI 37 PR R L AST  ALT R 12 1 20 (ad-
enylate dehydrogenase , ADA) \CRE [ & , 11 B AN A
TR EE 19240 3R S T X BE T R /0 BRI A PR IR 5 8

FH )20 RE A 15 1% 18 32 R A8 X vag PR IR LA /)N BRUA) PR
TR ot AT W I R AR T, T 25 46 2% DU A e v PR
M2 M/ BURIR & S VE o S idE— BBk 28 v = %)
5 DR I P9 S0 A ), 5 TR AF34R FH 4AU8 FR 1 i5
AT PR ER LRE /S BRUERL B IS 43 5 A A ) 55
AR K (6.20.60 mg/kg) FHIIERS (10 mg/kg ) % 22
2 7d. BERER G FR E R AL PR S R
i M E /1N BCHG I 3 A IR TR Curie acid, UA) R R A
(blood urea nitrogen, BUN) . JLBT (creatinine, CRE) . K
KB B I LN ( aspartate aminotransferase , AST ) Fll
N & R AL FL i (alanine aminotransferase , ALT) 7K
Y7 4 R AR, 150 ) 2% 8 3R R 8 X e DR IR IMLE A R 4 1Y
BEEVERL

DL EWFFER A, 28 0 3 AR A8 B 30820 DA 4 1 Joi
fift A8 A AE LA i R PRI & 5 , LRI 7R F AL
AR — B RADIT
3.42 AT v R A A Tt T

Lin SF3WF 5T 1 28 80 2% X 8 W 0 48 AL 7 (xanthine
oxidase, XO) FIAFE T, 45 5 /R A58 R X6 XO S —Fhoig
A TR BERS B ] XO PR A RIR . T H K
FEID AR G 3 20K 5 P 3R R i K Ve AU, 2 v
FAE S XO i Bl A — 2L 5 A B AE A, 445 Glu-
879 .Pro-1012.Val-1011,Thr-1010, Lys-771 ,Glu-802 .
Pro-1076 ,Leu-873 . Leu-1014 , Asn-768 . Leu-648 Fl Phi-
649301 Ji] 5 552 ST I Js T S AR R P ST/ B
e R T NLREASE Y, B 8 ) i 3 ok 32 20 7 W S
FHEAT T AL, SEUREE RS | PO R A
AN qRT-PCR M 22 B JIE 5 PR W2 5 15 R I AR DG
FEH ) mRNA 23k, Western Blot Il 52 & I IR B2 £5 %%
iR URAT1 5AHLHTE 7oz ik OATI 3 1 i3k
T SRR, 28 R T TR 0 35 T s = IR IR
1L 4 /) BB E A NPT4 . GLUT9, URAT1 Y mRNA Fl
GLUTY #H H 1y & 1K K F , 1 3 FE ik OAT1, OAT2,
PDZK1 ) IA K- o Tai S8 — 20 43 86 afi {45 5]
3 PP F LR TFL.TFDG #1 TF-3-G, 43 5 H 11
TG IT /N B PR R ILAE , 45 SR 7 3 ol 54K 34 e 410 1)
ADA F1 XOD Fy3% ¥4, T4 GLUT9 #1 URAT1 i1 5 A
FIEE 25k, B OATY AL RN 88 1 T3 3 3k DA K
ABCG2 OCTN1,0CT1/2 (5K F5 , 7] i i R A i
15 BUN I Cr {8, 2i5 i PRI I /N B B DEL 3, il
BB A7 255 B 0 2R i v PR R 1) A WL 7T e 5 08
/IR AE A HE R FIHOE Nefy/HO-1 3B A8 G

MR A WSR2 B R bR T RERS L H T R 1M
TP AR el BRIR L X 1 PRI INLAE A4 2 fift AL 1 i 65
RERS B AR5 XO, i H AT |, Bl i o i 15 A O (]
T %, LA XO FH G HE 16 M, kT 2 A3 IRIR 1 A=
RSN A
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3.5 AIEFEWE R AT

SAE R = o W2 A5 Fh O R R 5 R A B R ™
Az e R R A AR B R A S A B 2,
KR A B T B R A |3 5 T 081 2 R A 2
A PRSI RH ZE il e (M2 BELA ) S RS Wi
(WM ) SEYTRAE i B2 4 A S5 18 P S R AT
PEPI (1) i J 5 5 T i AR
3.5.1 PR AEKHETFZAKTE

B0 A7 2599058 e A b MR 40 G 9 B 1 B (hu-
man neutrophil elastase, HNE) Hl 3 A fili if 8 41 My
AS549 , M 7. 48 AE S 7 Bt A0 T8 8 90 105 0 b A R, -
HLAAS 1 R MR B A K 73244 (epidermal growth fac-
tor receptors , EGFR) BHWT 7 (AG1478) #E47 T, #&
DU FF G (B SO R 0 5 T AR TS B AS49 4R A
XTHRZH CHNE AbFRZH B R A (AG1478 LA 1 & +
AG1478 #H , 45 3 i 7% HNE &b B 2H 4 40 i 2585 11 SAC
(MUC5AC) 1) mRNA Fl M & EGFR ) mRNA FlZ&
19 FR A3 O BE Fll P-EGFR \P-ERK1/2 fY#E 113635 . P-
p38 MY IR 4 4 %t HR A I 35 T, PR L U B I R E
N7 B 8 T B R A IR T ST ), SRR S
AG1478 Fikb IS , 5 HNE 4141 I, EGFR .P-EGFR . P-
ERK1/2.P-p38 4 B & F M, 1M 45 8 Z+AG1478 411
MUC5AC mRNA 1l MUCSAC Y ¥ 72 J3 %5 5 &5 2 oph
fi A 2

FH M B A5 75 S0 4% 1 25 0 R 1 ST W 1= 23 WA T B
A5 2 AR R AR FH AL AT R R N A
EGFR 7K, J# /> EGFR (G k., ¥ 5ri& #il EGFR {55
B IR AR K A L A 5 S R DT T iR AR A
R
3.5.2 ISR R R

N F5 57 AU g £ A (lipopolysaccharide, LPS) jEis
S T RSN ERAGE I R 40 B R RE $ A A AL IR0 R
e R R AT T S5 R BRI R
Pl LPS 35 T 0 4 4 40 Mg o TNF-« IL-6 119 43 S
TLR4 JE K () F 3k, th 0 A9 S 255 3 28 ] 68 38 o 411 1l
TLR4 J& [K 1Y 1k K LPS/TLR4 {5 5 1% 5 38 % 111 hak 2>
AR DR R RS , DTN 22 i DR A A 93 1l i) <3 L
KA R o PR, AE DL B RSE B SEA | Bk UK
A BUE B B 1 (silent information regulator
1,SIRT1) BEWg it 2 5 Z Fh 2L 09 5% S R 7 e e it
VS BARVE ], 28 OB ARAE VA SE R 55 5% FL R
PR A5 DA TR A A Qi b 2 I 42 A, DALt 2ot 350
BR SIRTI 38 Fg i — 2D TR AR GEAS 26k ) o P A1
AL BB R B %5 B Y VR FAL . A R 4 R
3 ST 12 P R BRI AR 4 BB A, iR s AROR R A
0 P 4 (25 7 Z +SIRTT #4555 nicotinamide) Az
ARE R, S5 R A R 4] &y BT I E Y6 (bron-

choalveolar lavage fluid , BALF) 1 21 }d 5. 550 S W8 i 1 kL
£ Y 11 i OO R i 116y @ e [ Rl 1 =
N K F (vascular endothelial growth factor,
VEGF) FE i 4 J& &5 H -9 (matrix metalloproteinase-9,
MMP-9) . 4 Ja 8 H fig 202U ] 7 1 (tissue inhibitor
metalloproteinases-1, TIMP1) e AN, il gH 2
MDA & # 75 . SOD % JJR#AIK, p-AMPK (SIRT1 .3 A
Ak Tt 184 5 ) BT A2 ARy R30S TR F - Lo (peroxisome
proliferator-activated receptor vy coactivator-1, PGC-1a)
A FA R AR, B 4L 2R LK b R i v
SUEREIGR R ERAE MR . 105 Z AR L, 305
B BALF H 4 Jf S 45 S W8 1R P 40 L L K L 240
ML 20 B AR 0800, 1L T VEGE \MMP-9 \ TIMP1
P W E FRAR A 4140 MDA & [ MIK .SOD 3% J1 7+
1, p-AMPK . SIRT1 . PGC-1a 25 [ #2345 5 i 2 18, fii
HAVSEREN] IS, T B A T A 4 v i
FEWEE . AR B AL S A EI R AR L, 4 Bl BALF
SREY RS v O 8 e iR N Vi NG el e e 3
I/ LI T VEGF (MMP-9 TIMP1 % 2 & fIL, Jifi 4
glrf MDA &5 5B .SOD 75 71 7+ &, p-AMPK . SIRT1 |
PGC-lo 2 R IR , i L REAS 5 H 25 18 2 X 2 1 6]
BRI AR 4 B #0145 e T 90 W] RS2 ok 19 SIRTI1
AR R 25 2R

FIEL AT A1, 255 B 28540 RE 2 5 400 1) TLR4 JE PRI fi%
YRI5, LU RH 5G4 DR 716 23308 , B3 SIRT1 4E
PRI T B 8 2 3k, B8 i A 451 405 1) < 400 9, T L
1B R 0 A R R o
3.6 B A Y RER Y

RN 38 T i A WS AT LA AL 75 e 2 2 22
BIRR IRIE RSN A AR B e e
BT A HEAE N IEEAEOT  E w518
L AP ER IR AR S 25 P47, 4 ) S AR 25 B AR RY & AR
L P
3.6.1 FERTEMIEMEYIBTRT LAZ 5HUALRY

NEBALLZE G AU o 2 B R e H I AL iE
WS, TR R A 4% B R 8 I SE T ) 4 i 145 2R )
B7, 25 BIHUA N B 2R R . BFSEAE IR B
PN A A W WSO A0 25 R B k3l R A s K
AR L KR BRI ROV . I iE
R B TR U0 SUES AT B ( Bifidobacterium ) (FLERFT I (Lac-
tobacillus) %5 RE 0% 45 2% B R K i e fL 2y TF1,TF2A |
TF2B B 7R AR A = By S Al =, b i g+
Mg Wk — 2D i Ak Ry 3-F 4-Te IR W R SR+ 1
178 e B BN NS = e R L 7 S S N 6 N S
BELAS 2% 80 38 00 REFE AL o A — L8 B/ Ny By 2R AL 5
Yy, 0 5-(3",4"- I ) y- AR AN 3-(37,4'- 0%
HEL)WNER . Pereira-Caro 55142 28 B8 R AELS 1 N 1Y
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PRI OCEACI Y, 3-4' - BRI R AN BT IR, fgte =
SO A b 28 240 5 2 A A B U URR TR R 1 4035
3.6.2  ASHEZ HE A RESE I i 18 DA R 2L R 2 A
KU R EGCC BAT MUY Bt 3-BEAl il 2 , fiE
% XoT iy T TR 1 2L B 5 R 7 A S e o R B — T
PEATVEFHI), Chen SEWAE ME P /Iy BUIR £ rh B8 i 25 3%
2 RFEE T RN RUmIE A YT 16S rRNA £
WY, 4553 o , 28 8 R nY AL AR 8 10 25 el s/ NV D
ANGE gy v R TR Y 45 4, (BT [l gy ) TR RRE AR 7 454
A W52, Liu SFUSITE AR SN0 & ok 2 o fi 11
ISR PEAT T IR HR 45 5L N O FLRR fE S ST T s
(Bacteroides) . Z$¥F & J& (Faecalibacterium) . B U B
J& (Parabacteroides ) F1 XU AT B & (Bifidobacterium ) [7)
AR R IR R B (Prevotella) FNRR FT 1 J& (Fu-
sobacterium) WA o Xu SENOTNF A5 85 2 Wn] 38 1< 98 Y
¥ T TR 235 4 X5 AF DG AR P o P FE LR A TR A
PRIT, HAS HILL S U G AT e/ R A T 1 0, 25 2Rtk
TN, 25 B R B A e A Y IR R AR, G — 9 — 9%
JIEH TR LU A, A1 1 e 0 i 0 T 1 2 S, 396 T v R A Iy
FZ2 ANHERIR 17 R 1Y) &5 12k, T B8 8% 15 I DG A A 4
R A AR e, kb PR PR 5 32 o 1) g 3
BB 5 AT — E PR I B H

4 RE

TUBER AR e Z R A DL Je i As , 28 o R e
AR o R B A, R 2 A5 A S Tl SR O
H R FIR A 2 M7 ORI 2 MR 7 R —E R
JBE B4 1 75 5 R A P R RE RS B LY B T, R 9
TAEER , IR XS MetS R AETBRLAE . HJE th T2
R IV AREAR, S BRI 7R IRt 8
%, DRLIME , i 21 B SRR ML PN R R P P SR A 1 2
— Ik JFHM T REZFMESME, b HEEZ
MBS TIRA T A S R AE S A RS P AT 2/
Flo BEAh BT 2S 8 R UARLE Mets T iR 8D
TED BB 2R B AP Y LR 2 A A B SE 4 Y 56
Z , DT BOR B R XX B A 35 IR TRk
PR, 75 2R — 2P R X S DL A T B A TR A RIBIESE
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