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1 &S (reactive oxygen species,ROS) R &4t
Rz %t DMC BI1E

ROS & —Fl B A 5 S A0 1 10 70 7 508 1 1Y
SFR S AT R 25 T R A T A i 2
(9 ROS ., i AT 38 3 350776 AP0 T g e M e — A TR Wl iR
ST 2 E ROS B . A, i i ik 2 3 2%
S5l ROS BHM , ROS 215 DR %k &5 41 s £
TR G AN AR T2 —Fh Al M R 7 MR SE T2 07 20, R
Shy 240 AN OB T R 2 4 R B T B4 L N S
gk PR R ik T OEG AR O R R BT Y R
W5, ROS 35 #06 NOD #f 52 (R #VE (25 F  3
(nod-like receptor pyrin domain containing 3,
NLRPB)%T/J A S DTG A8 T 00045 PN B 40 L ) 1 R

T F R NN R I 4 0 R, B NLRP3 &
JJ‘/J MAIE IR 40 4 & (interleukin, 11)-18 #
TL-18 25 G AE PN 1 BTk 5| A 0 I 58 5 A B I » 1k b
NLRP3 RAE/NMEA T 1 40 i B AL ROV 8 I 5
SN e HE R % U R A0 AR Na ™ A 40 i Py i
200 L AN R i DR L 2 e 2 T K AR E IR T M A2 4
F1%) 208 JE v e st R A ) S R I S . ROS 19 3 R
A A% 2 T kB (nuclear factor kappa B, NF-
B {5 5 30 AR A /)N I 5T AN i B L A i 1 2 AR A
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R A 405 PR D) IS LA PN R T O A R Al AR A A
F B(transforming growth factor-8, TGF-B) iY & ik
A2 18 21 4 3% 32 25 1 (fibronectin, FN) 4§ 40 g 4b & 5t
(extracellular matrix, ECM) R, 5| i 400 W 5 21 4k
AN, ) B AT 3 3 i 4 N B2 A K B (vascular
endothelial growth factor, VEGF) A il {€ #F 57 A= Il
BT R D H A T R AR B R A R

TE M JR 97 '8 % (diabetic nephropathy, DN) [ i
J it # v, ROS AT i il A 4% 5t S8 AL AR T Y B 400 2R
F (thioredoxin, TXN) 3k, B T TXN 5 40 i
P8 A G Y B 48 2 AR B AR T2 H1 (thioredoxin-
interacting protein, TXNIP) & & #f 1 5 8 TXNIP
15 NLRP3 4 4 /R A B A T30 NLRP3/TL-13
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AAE B Y, 5 #E A I FNL IV AR s DL &
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i 3 ' JE Jig 5 AR R CECML T AR R 4 2 Ak S iz Jon sk
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il Z — . BB DMC ¥ J5 9 000 0 oL il A L 14
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TLR2 51 & WL W B 4 E L i, e Ah, — TR X 2
TRUHE PR HB A 1 R85 DB T80 AT 9% R, DR 4B g i
oW = A A Y
(trimethylamine oxide, TMAQO) /K ¥ & & & T T
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AT, AW RIS AR IR 25 0 PR v 41 A
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Ay TR B TR R A 1 L LA T R R AR 1 s 1) 7K1

A AEBE PRI L AN DR A 2 [ JLF- %A 2 5 K it
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B RS DN MR %Y H A %, — WU XF
DN 5 55 5l g i85 R (i B 0T R 1) 288 5 4
TR DU 23 BT S 7L 3 A 1R 3 Bl A ) 25 4 B AR
PRI AFAE W 3 22 S, AR W AT ok % g G AR Y R
RN iR & DN R E . B MA YRS 5 DN BN
HEJR AT BEALEI N B DN AR B RS B R
% o 3B A 52 4 5T SR B 5| kS g T8 T A= W AR 2 R R
i B s e P O B I B0 O R T A R L
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P05, BEIE A i T8 ek A AR 7 0 e B A
B2 (short chain fatty acid, SCFA) 0] i % I {7 48 fifd
PEALRE & DR RAE N TSGR I REA 2L B EE
YR AT LI SCFA 977 42, SR T DN 2
T A YRR S SCFA A0, DL
DN &3 i T iR & IR 5 204 48 8 A & > filf
SCFA 45 132 BR i i 2 B 2 g ik — 20 %Ak . PR,
173 3 A ) o7 S AN B BILAAR 58 RE B, 3 23 il AL
AR 25 L i 25 06t I 52 4 S OE R SR I 1Y ) g
P45 . B 1 3 A W R R A A W DR v 1 7 R
HE— 2R 5T i 38 e A W B FLAR W =2 ) Y A L DG
., A2 DMC #3697 $& o r ik .

3 /" RNA(microRNA,miRNA) 7 DMC = i 3k %

miRNA & A7 16 T B A% A Y b 30 e S i
RNA il % 511 RNA (messenger RNA, mRNA)
(1 3" BRI 1 R AL A5 A ] mRNA B
AP0 mRNA K2 P 9 1 88 5L A i ik, L 4F
KWF5EAE . DMC 1y & AEHLHI AT RE ¥ S 2 15 R W 35t
R miRNA JEH B0, 357 miRNA 98
A LA YRR BTAC T 40 A 0 T | 48 A L R RE RN 2R
AL A G HE I R BDY, B E miRNA 16 A [A]
fR I PR B0 B8 o i 7 FH S R R )T, A
miRNA YE R TE 12 Wb BRI B 9 & 0E 1 FR ic 9
B A, B ST RS L DR LI JK miR-27 Al
VEGF 7K F & 2 F+ i, H miR-27 R KK F 5
VEGF. %5 i I B (fasting plasma glucose, FPG) . ##
Ak 1 2125 H (glycohemoglobin, HbA, ¢) 7K 345 £ 1F
. miR-27 25 DR & AT REHLHI 4 » miR-27
LR HbA, ¢ K TURTHR A A i 2R, 23
2 2B SRR I A 30 0 P RS i, O R VEGE %
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AR R AE A AR L. O A B W B R R
miR-21 3 33K AT 3T W i Tk VL3 e/ 22 B R —
MR R E M/ VEGF {55 18 B 03 DR K B
o 5 10 78 1A B2 200 BT A ol AR RS o R ) o A
it M. miR-200A-3p i3 R IEER T AT FEAR (2 ¢
A DA 1~ B9 o 8 0 9 /0 200 6 3 T A L 3k T AR TGE-
B2/Smad #42 T J VEGF #4315 B 1k #7 2k 1 & A=
I 22 figk W DR A0 19X L A 3 Jre

KT miRNA 2 5 DN ¥ & A4 AH i R 80
LAY B 58 2 B3, miR-27A-3p £ DN & & K
R A AR, A E T O B A e
( prohibitin, PHB) #1 i W Bax #J i ¥ 6
(ransmembrane Bax inhibitor motif containing 6,
TMBIMS6) 5 & 2k i 7K 2 68 B 5 AP 5T 199 Rz 8
PHB J& 1 ] 40 i 15 5 L 08 T S0 A0 W 0OAH 5C R 2
0L IH T BAT R BRI Y IR HOE S (A5 LTI RE
WA 40 L P ROS ZE i, By 1k % 208z A 1 4 Ak 46
£t T TMBIMG 38 5 75 5 1 Wi R s %5 il 1A &
FEBC U T A BT R PR S I, A
miR-27A-3p [ % ik Al /E & DN #Y i2 jA 8 4.
miR-19b-3pid i T I8 240 Ji X 115 5 40 i ) 119 3% 3k
| 1 WG A 35 A S0 W 40 i) NF-«B {5
3 P 7 A R R AR I A T R R T 1 RS JR) S AR E
2, N DNy BE e, A 2, miR-638 kK 3 ik
VR AT REEAT E BE T Y /N KR R A A R R
TR P54 B8 RE 7 5 DA% B I SRy 8 9 S RS A o A
G AN R BRET AE AL R S, X T T RE U HAT R
B B E RIS SR miRNA /[ /E 2 DMC
RII2 B 5 A bR 35 A R 2 WF 5T O AR AR /N DU
R AR5 22 S A7 A8 Jry BRAE PR, 6 T X miRNA
X — SR AR GE, 1] AEy DMC H1H A 5 9 1Y
IR TN &

4 M#ERSHI DMC B

R #k 22 B UE B R L I BE 3 3h 5 DMC Y 36
AT E% HbA o UM Tk 25 2~3 N HF
A% K- IS B S 0L S s B4 I AR 38 3 Bt 2 L i A
- B 1 8 w8, ] 3 s <R 6 %% D) W U A R R 5
LA 38 3h AR DR AR I R E I RE W . — T ZS A A AT 4
FEoR 2 BB IR I B E 1Y FPG 28 SR 5 DR
() kA SR s UM G . L DR R4 57 /5 6 X 25 L
iR FPG A8 5 iR B A2 2 vl B AR DR 19 & A A
JRACAR AT FE S I L OB AR S A T b
A5 77 4 ROS, I W % gh i 72 vh ™ 24 3 2 ROS

1SR 5 L A5 P AN AN T A0 L 0 O s O Al
VEGF o 5 3 ik 3 S0 W 5B 2B 1 4 A . o3 A
W 3 25 55 5| AR AE SN W R i I 3 el
LW 4 i B A AH SOGB4 R 1 A (interferon
regulatory factor 5,IRF-5) ik, HAE i H A P %
VEJU R M2 #1540 i 5% 722 S A A2 AR TR M1 5
L 5% 210 TG T 75 | 2% 400 D) 6y 3508 4 SR S 1 177 38 5L TRF-5
L DR R B ke o W A 1) M2 LR Ak A ROsUR
WL RS & A S » B 1F DR B9 L Jé

DN (83 1 Sz 52 100% 3 20 AT e AT 0 B 4R I g
AH G Y SR AL W 5 A il 1Y 3 1 L A2 E ROS R ™
Az 51 R I SECAR R R () IR AT CDS T 4
M F= A B A5 4 F 1 (kidney injury molecule-1,
KIM-1) . 5 75 3 ok 50 9830 g /0 A7 40 T R i o A% 2
it ¥ A 2 F TR S U A A R AR L %
SER N . HRiE KIM-1 # R I5F-& . o F LIS
HHM CD3 4 i) 32 35 W BE 2 39 n i — 20 3 30K ik
LRYEAL A T IR I Sl ) B b R] AR N Bk
ZMEAN T AL ARV AR5 R EN 72 DA
R A3 g /N v IR A R 8 3 T TGEF-B 43
WHHE ECM U FIEF 4 4k, Aif i J5t A 34 AT o sk A
e R e OB S i B A R (11 R X ot o)
ST SO B 95 1 48 A P 455 OB < 30 19 B E 2
kG 0 AE AR DR R OGO A RE R AR i GBI R . AR
17 B AR T )L #5504 F02 A N AR O U BE AN
%, b = G5 — 1 PF M b o LA S FE 43 1 T 9 E B
PRI b A e 75 B — 20 I Je AH O i DR BIF 50 K 6 2 T
N HEA I it A 38 3 5 8 PR OF R IE Y G AR

5 HREZEI DMC B

e BB IUAE H FT 2 #IE S5 5 DMC /Y & A % V1A
S A A O RE AR N L T R kLR ) g
W A S5 TR A A A I P B B o A I VR A
S WA & DMC [ —Fh E 2w N DY, K
=N (1 /NN I ) 1 8l 1 - 0l R .95 R
L 10 I B B A5 . 34 AT 1 2T 2 A AR T
R 3 Ao 0 R SZ B 5 A 2 240 SR A A i A N
B 4540 Je D RE . Ak, B 2R O A R 5K 3R R (A
il Z %t ( renin-angiotensin-aldosterone system,
RAAS) (##75 % DMC 1452 Wi 1E 72 5 R I PR 8= A=
(0 EH A0 L 7 = B BR B b AT E0E RAAS RS0 1l 1 4
B9k & (angiotensin, Ang) [ A i3 m, 51 & £ 40 1L
USRS HE 9/ 0 EE R A R 0 R AR [ B
AnglT B30 BEAE R IE JE ROS 1Y 7 A= IR B
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