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Research on the protective effects of bezafibrate on the kidney tissue of mice with

FEE: B RFEESLIURR (BEZ) 38 U MEZ R (miR) - 486 - 5p #1151k
T 2% R 5 (NFATS ) X8RS B /N LU E LA . 53F db/m
INERAE g3t BE AT 5 db//db /)N SRR R B A T8 4 i B AT A7 Rk 43 A A
HIZH  SC My 4H (75 mg - kg™ - d7' BEZ), miR - 486 — S5p antagomir 4
(75 mg - kg™ - d”' BEZ + 10 mg kg™' miR - 486 — 5p antagomir) , sh — NFATS
#H(75 mg - kg™' - d”' BEZ + 10 mg kg ™' miR —486 — 5p antagomir + NFATS (%
TR AR RE . IR S /N BB T BB 5 A0 N A AR AR K, R
P 3R B30 75 A6 Y0 4% 4 /0N B 2 OB AR R AT AL A SR 2R A B R R K .
SR NI BONY] SIIA \miR - 486 - Sp antagomir 4 .sh — NFATS 41 ()14
TEAKOEAY B (2. 78 £0.56) (4.96 £0.97) (3.02 £0.54) . (4.51 £0.79)
(3.24 +0.58) nmol - mg ™", [ A J5 [l 2 11 M 23k /K F- 40 5104 1..00 £0. 12
3.61 +0.43 1.82 £0.29 3. 09 +0. 58 F12.25 +0. 47, PRl la i S0 EE 5 A X 32
TR 14 1,00 £0. 11,0, 53 0. 10,0. 91 +0. 15 0. 64 +0. 12 F10. 82 +0. 14,
AR Z G E1 WAL ol 28 FUAE X 2235 K 74390 1. 00 £0. 14.0.36 £0. 07,
0.83+0.16.0.51 =0. 11 F10. 74 0. 13, P9 i 52 1t 0 B8 At 2 10 AH % 2235 7K 7
A3RIA1.00 £0. 10 .2.59 £0.52 1. 34 £0.31 2. 11 0. 43 1 1. 56 +0. 39, §&{b
KR - Bl 8 AR 3k K F4r 5124 1.00 £0. 11.,3.15 +0.52,1.43 £0.38,
2.72 + 0.43 F11.89 £0.57, £} % 25 [ #H X & 3K K F 43 5 25 1.00 £ 0.09,
2.84 £0.57 1.46 £0.41 2.59 +0. 521 1. 73 +0.49, T 5 )5 5 (1 A % Fe 16K
SEARRR 1,00 £0. 13 4.28 +0.71 2. 03 £0.46 3. 64 0. 68 F12.51 +0.53, X
FRAHIY BB FE bR S ZH LU ARV 1 IR 5 SE g 4 P A, SE e 2 Yk
8455 miR — 486 - 5p antagomir 4 H% , miR — 486 — 5p antagomir 21 1) iR {545
5 sh - NFATS HHE, ESH % E 2R E S T2 X (P <0.05,P<0.01,
P<0.001), £51& BEZ AJA RS R B/ BB H 28, LRI AT Re i

miR —486 - 5p/NFATS {5538 J&SL PR o

SRR AL UUERR T IMEZIRIZ IR — 486 — Sps M 5 s 16 4L T 4RI A 1~ 55
FALILH B T 4L
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Abstract; Objective
bezafibrate ( BEZ ) targeting nuclear factor of activated T cells 5
(NFAT5) through microribonucleic acid (miR) —486 —5p on the kidney
tissues of mice with diabetic nephropathy. Methods Db/m mice were

To investigate the mechanism of action of

used as control group. Db/db mice were used to construct a diabetic

nephropathy model, which was divided into 4 groups according to the
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random number table method: Model group, experimental group (75 mg + kg™ - d 'BEZ), miR —486 — 5p antagomir
"+ d”" BEZ +10 mg - kg ' miR —486 —5p antagomir) , sh — NFAT5 group (75 mg - kg™' - d ' BEZ
" miR —486 —5p antagomir + recombinant adenovirus containing NFATS knockdown plasmid). The kit

group (75 mg - kg~
+10 mg - kg~
was used to detect the levels of renal function and oxidative stress in mice; and the expression levels of glucose
metabolism and renal fibrosis — related proteins in renal tissues of mice in each group were detected by Western blot.
Results The levels of malondialdehyde (MDA) in the control group, model group, experimental group, miR —486 —5p
antagomir group, and sh — NFATS group were (2.78 £0.56), (4.96 £0.97), (3.02 +£0.54), (4.51 £0.79) and
(3.24 £0.58) nmol - mg™", respectively; the levels of aldose reductase (AR) were 1.00 +0.12, 3.61 =0.43,
1.82 £0.29, 3.09 £0.58 and 2.25 £ 0.47,
1.00 +0.11, 0.53 +£0.10, 0.91 £0.15, 0.64 £ 0.12 and 0.82 + 0. 14, respectively; the levels of pyruvate
dehydrogenase E1 subunit ol ( PDHA1) were 1.00 + 0.14, 0.36 + 0.07, 0.83 +0.16, 0.51 + 0.11 and
0.74 +0. 13, respectively; the levels of pyruvate dehydrogenase kinase ( PDK) were 1.00 +0.10, 2.59 +0.52,
1.34 £0.31, 2. 11 £0.43 and 1. 56 £0. 39,
were 1.00 £0. 11, 3.15+0.52, 1.43 +0.38, 2.72 +0.43 and 1.89 +0.57,
(FN) were 1.00 +0.09, 2.84 +0.57, 1.46 £0.41, 2.59 +0.52 and 1.73 £0.49,
collagen type 1 ( Collagen 1) were 1.00 £ 0.13, 4.28 +0.71, 2.03 £0.46, 3.64 +0.68 and 2.51 +0.53,

respectively. The above indicators of the control group were compared with the model group, the above indicators of the

respectively; the levels of pyruvate dehydrogenase ( PDH) were

respectively; the levels of transforming growth factor - g1 (TGF - 1)
respectively; the levels of fibronectin

respectively; the levels of

model group were compared with the experimental group, the above indicators of the experimental group were compared with
the miR —486 —5p antagomir group, and the above indicators of the miR —486 —S5p antagomir group were compared with the
sh — NFAT5 group. The differences were statistically significant (P <0.05,P <0.01,P <0.001). Conclusion BEZ can
effectively protect the kidney tissue of mice with diabetic nephropathy, and the mechanism may be realized through the
miR —486 —5p/NFATS signaling pathway.

Key words : bezafibrate ; microRNA — 486 — Sp; diabetic nephropathy; nuclear factor of activated T cells 5 ; oxidative

stress ; renal fibrosis
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(microRNA ,miR) —486 —5p 5 I 558 F1 1 25 R Y
B SE , T RE S PR B (AR AR S . AT
FEETERRRFLDURHE R miR - 486 — wﬁﬁﬁﬁ%ﬁ
HIFEHIBLE

M 57T

1 #H
o4 SPF 2% C57BL/KsJ db/db ME: /NS, SPF 2%
db/m HEPE/INGL, BUH 8 JB1 AL 20 ~ 30 g,

I B R BT S AL R 2T B . Sh A VT I S
SCXK (#5%)2024 — 0003, S5 28 i M i A F S B A2 2
Z LA HE (BRI S AR TR 2024 55(15) 5 ],

HRE ARE AN (293T) , 1 B s B AR Y4
ARABRA A

mSiIRF ORFLDURE, 4. 99. 44% |, HLAK
il g, 4t :S415903 , 2 [ Selleck 23 H] A7, 24 h JR
ZE (24 - hour urinary protein,24 h —pro) 5k F0 2 T
[ffi 5 ( enzyme linked immunosorbent assay, ELISA ) iz
Mg, BRI A YR A R F AR 5 IR R A
(blood urea nitrogen, BUN) | Ifil /L% [ ( serum creati-
nine , SCr) N [ ( malondialdehyde , MDA ) .2 it H ik
o EAL Y ( glutathione peroxidase , GSH - Px) 1 & fk
ZUF# ( catalase , CAT) #8415 4L B ( superoxide dis-
mutase , SOD) ELISA 127 &, 22 b i e 7 AE Rk 4L
ABRAF A 1546 T 401 4% 5 5 (nuclear factor
of activated T cells 5, NFATS ) | i 4 if 5 fifi ((aldose
reductase , AR ) | 7 i /i it & i ( pyruvate dehydrogenase ,
PDH) | P4 il i it S B E1 W2 ol ( pyruvate dehydro-
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genase E1 subunit alpha 1, PDHAL) | PN R & Hid & B i
fif} ( pyruvate dehydrogenase kinase, PDK) (%% 1k A= K
F - B1 (transforming growth factor beta 1,TGF — 1) |
% &5 H (fibronectin, FN) | [ 7 Jig 5. 25 H ( Collagen 1) |
a-FiE PLIL3IHE B (o - smooth muscle actin,
o —SMA) H il -3 - B i 2L ( glyceraldehyde —
3 — phosphate dehydrogenase , GAPDH ) S Hii A . FHi
BRI E AL W B (horseradish peroxidase , HRP) #5if —
PU PTG Alexa Fluor™ 488 Fric — 4T, 3 FEBk Kt
IRBHE A A7 s miR - 486 — Sp 55t (miR 486 - 5p
antagomir) .sh — NFAT5 5 241 JIf 55 85 3% 38 244 W2 6
R AR GK Bk B B BE S ( polymerase  chain
reaction, PCR) 5|9, ¥4 |y b1 A= T AR ) TR e fy A PR
INEIE L TIANE — 41 (hematoxylin — eosin staining,
HE ) Je 8,3 46 I 38 55 &5 . — v bk 1 % ( bicinchoninic
acid, BCA ) 2 & A 0 1050 &, 19 0 1 vt it 06k A= 0 R
HABRA A,

28 SLAN - 96S 5 5 ) i & PCR S I
( quantitative real — time PCR,qRT - PCR) 1%, i %
AT BESFRHIATBRZA R i s GFM - 200 58 B e, -
MG A FRZA ) 7l Varioskan LUX 4x fEREAR
X CL750 45 BT B S 524, 140 38 [ 38 K G At /R
FBHE 28w 7 i ; CKXS3 40 i 2530485, H A Olympus 2%
N
2 K®/HE
2.1 HEME

/NI SR TR EE 22 ~25 C R JE 50% SGHE12 h
HIIREE H, AN BRI POK TR &, 38 W PERR SR 1,
db/m /NERAE R BRZH , db/db /) BRSSO R 1 0 /)
Bl 2, db/db /) B2 e Jk SPGB , 2
3 RS IEIMME =16.7 mmol - L', JRE K 25 [ % B4
9 150% , HAF2 B A AR, 0 0 s B o /) B
BR8N o
2.2 HMHBERHGHE

1 db/db /IR BERLEL 7 220k 70 BRI S
2H .miR — 486 —5p antagomir 2 fll sh — NFAT5 2H , &4H
10 Ho X B2 GE 5 1 95 19 db/m /)y Bl B R4
dby/ db/]N R A PRI A /)N BRI Y 3 S0 4 - AR
SR b 25 T ARFLIVRE 75 mg - k™' - dTEH T
WYEYT , 1697 I 4 J&; miR — 486 - 5p antagomir
16 92 S ALIE T b, R K IE S 10 mg - kg
miR —486 —5p antagomir;sh — NFAT5 2H . 7F miR —486 - 5p
antagomir 20 JEAl b, R #HDKE 5T & A NFATS BAR 5T
B B RN R (sh — NFATS 5" — CGGACAACAAAG-

GCAACTCAA -3"),
2.3 RFEHRM/NR BUN.SCr.24 h —pro /K E"

B AU A JE , 24 b A5 AR AEIK, Witk
24 h JRIE, B0 F AR i b B Fe i) v B A R AT B
YEDIZE 24 h — pro Ko 25 2H /> BRURR I IS 8 i Jok B
I, MAEEE 2 h J5, T4 CF, L3000 r - min ™' B0
20 min 2P , 7% 2% 128050 & Ul B B4R € BUN
SCr /Ko BEAFEASN L H A 3 K, 2 REBEAR
E 450 nm L5685 (optical density, OD) {H .
2.4 HE $&50NNRSARRERES

RS20/ NEURR R I 28 4% 22 98 P R Vs TROVE T T
BUF A . BOR LU AUBOK A D) B B
I o, HDG B MU H SRR RS
2.5 KF &N MDA, GSH - Px, CAT #1 SOD
7k3|z[5]

2. 47 WP DT IR IBUNRUE L AR
BT UK EOVEAIM, T4 CF,LA8 000 1 - !
B0 8 min, I E IR, 1545 1500 & UL B R AR I
MDA .GSH - Px ,CAT #1 SOD 7K,
2.6 qRT-PCRERNR'EHLA S miR - 486 - 5p
#1 NFATS mRNA f#E5f K%k

JH TRNzol Universal &L RNA $2BG 7] A £5-4H 41 21
3R ELE RNA, F Prime ScriptrrM RT Master Mix &7
B MUL B BB L ¥ 3¢ ¢cDNA, H] TB Green
Premix Ex Taq“1 I, L9t E & PCR VT E &
PCR, Lk U6. GAPDH 3y N =%, FH 27 & 4% #r
miR —486 —5p NFATS mRNA [{ A%} 335 K .
2.7 RERAEN NFATS gFiAkFE!"

FH2. 47 Hp 7 L A A 4L/ BUE L) R,
3% BUERUKIE IR IR GHY 254 NI 15 min, #E1R
2% vp 8 V5 WK ( phosphate buffered saline, PBS) ¥ i
10 min, & T 5% 4 Ifil. 1§ 1 & & ( bovine albumin,
BSA) #1430 min, #R)5 5 NFATS —4{(1:500) 7£ 4 C
IR %52 K] PBS M 3 ¥k, P Alexa
Fluor™ 488 #icl — 41 (1:2 000) 7£ 37 C R & 40 i
1 h,JH4',6 - k3t -2 — A FL05|E (47,6 — diamidino —
2 — phenylindole , DAPT) JL 115 41 M 4% 44 4, 10 min, FF:
TEFEEWAEE T WS
2.8 XREHREWEEFLWRIE miR - 486 - Sp
i NFATS f$BEX R

j# 1k Targetscan Z(H £ ( https ://www. targetscan.
org/ ) T miR — 486 - 5p Fil NFATS ({4 [a] 5 & ,PCR
P miR - 486 - Sp 453 AL mi Y NFATS 193" - UTR
e 4t i A Y FORE (NFATS — WT) |, 6 R 58 2% 4

min
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ARAGEE G AL R R AR T, 8 58 A8 A 5T ki (NFATS -
MUT) . F Lipofectamine™ 2000 2 o Yuist 5K bk
R4 35 NC mimic .miR —486 — 5p mimic JL4EYLF
XPEAE R TR 293 T A4 41 ffL ik, 12 NC mimic 4 .
miR —486 —5p mimic 4, %t 48 h J5il i W R
fiti i 45 0 At ZR G I 5 ' R WG
2.9 EARENTERNZHENREHSE ARPDH,
PDHA1.PDK ,TGF - g1 .FN #1 Collagen 1 % [5##8
X FIEKF

BUNREHA, RGNS HA A P IRILSET,
FH BCA 2R G0l e B VR 4% RS2 SOk (5 ]
TR ED I, LA GAPDH g N2, FH BRI 1%
RGAL ] Tmage J BAF 53 B 25410 W R BE AL
210 REANERNESANRBSAHLASH o - SMA
EAREXRIEKE

FH“2. 47 oo i 7 T B4 2 SRR AR 1 RIS 0 L /K
o, OB P EAE &, Y A0S PBS ik, SR A
o - SMA—$i(1:500) ,4 CHFF R, K H A FESL
f HRP FRic —#H7(1:2 000)37 CHFHE 30 min, PBS &
PE3 WK, HRJE DAB I €8, JRRKE B YL oK B R, A
62 AR W EE .
3 GitEaeE

FH SPSS 26. 0 A5 e £ IES 53 i
TR TERILL » =5 R, 241 FLAEH BN R 5 25
BT, 2 2H 0] F A ST AR AR ¢ A

# X

1 KN ERR SR NR SRR REFEL
E A

Xof B A E A SR db/m /) B BERIZH Sy db/db
ZIN B SR DR B s /) BB AR 5 S 0 2 /S BR PR B A 4
LRl b 24 T ARFLIUEE 75 mg - kg™ - dTEE T
V6JT ;miR — 486 — 5p antagomir 4 /| B3 7F S5 56 41 B A
b, R #E B TE S 10 mg - kg™' miR - 486 - 5p
antagomir; sh — NFAT5 24 /)N fL 7£ miR - 486 - 5p
antagomirZH JEAil |, RE#RIKIE S A NFATS m{I%5okL
R 2H R 5

PRI S XTHRALAA B, /N LK) BUNSCr A124 b — pro
SR E TR (1 P <0.001) ; SCH 4 SEAIZH A I,
/N BUNSCr il 24 h — pro 5 it 39 10 3 F e (3
P <0.001), W4 1, /N 4HZ HE Jefa e 3, %A
/R /NERES A TE AR TEH, BB G , ' [ 5 TG 5+
W TCR AN BRI ZH db/db /N EUE /BRI

K FNCIBIGIE B/ INVE S50 2L B 9K, B 1) Jo m] AL
SRR ; SRTLE L, SEIR A/ /N R AR
S )N SIS RE A, RV s, WL 1,
2 ZRHLDUERIHERR TR B R/ NR B 2R 4R miR —486 —Sp N
NFATS 3Ri%kKF B0

X RECZH R AN AL RN SEOES 4 /DN RLE Al 4
miR —486 —5pAH X & 35 K F 43 5l 1.00 + 0. 11,
0.39 +0. 081 0. 72 0. 16, NFATS mRNA X} k7K
SEARRR 1,00 £0.12,2.57 +£0.49 f11.36 +0.31,
NFATS AHXT 9 658 50514 1. 00 0. 17 6. 34 + 1. 20
F12.09 +£0.38, BRI S5XFIELAIAH L, /N B 2H 2L
miR — 486 - 5p £ KKV B F FEAL (P <0.001),
NFAT5 mRNA A%} 335 7K F1 NFATS #5956 5
B E T m (3 P <0.001) ; SEge2H BRI AR L, /)
FUEF AL ZUh miR - 486 — Sp AHX kK .3 T
(P <0.001), NFATS mRNA %} ik 7K - F1 NFATS
AEOF 53 B 1 S 25 R A1 (34 P <0..001)
3 miR -486 —5p #1 NFATS 0[5 RIGiF

i# 3 Targetscan Fi | & ¥, miR — 486 - 5p Al
NFATS {Eess G0 o, WIEl 20 A E H RS A

F1 AR R A (BUN) (MLJLEREF (SCr) 124 h JRE
F1(24 h - pro) A (% 5,0 =10)

Table 1 Changes in blood urea nitrogen ( BUN) , serum creati-
nine (SCr)and 24 - hour urinary protein (24 h — pro) content in

mice in each group(x +s,n=10)

BUN SCr 24 h - pro
Group
(mmol - L") (umol - L) (mg- L")
Control 6.73 £1.48 22.28 £5.61 12.36 £2.35
Model 14.51 £2.72*** 56.65 £10.23 " " *36.19 £6.27* " *
Experimental 9. 14 £1.6922% 31.17 £5, 74255 23.24 £4 46224

Control group:db/m mice; Model group:db/db mice; Experimental group:
On the basis of the model group, 75 mg « kg™' - d ~' bezafibrate ; Compared
with control group, * ** P < 0.001; Compared with model group,

ABD P <0.001.

Control Model
FIE T RN R

Experimental
v IR £

- - e

1 HH/NREHIURHE EB L (TFARN - e,
x200)

Figure 1 Histopathological changes of mice in each group

(hematoxylin — eosin staining, x 200)
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NFAT 5'.. AUUACGUUUUCAGUA-GUACAGGC...3'

[T

miR-486-5p 3'..GAGCCCCGUCGAGUCAUGUCCU. .5'

2 miR -486 —5p FNEAL T 41 (A% K 7~ 5 (NFATS ) 455
(ARl
Figure 2 Prediction of miR — 486 - 5p and nuclear factor of

activated T cells 5 (NFAT5) binding sites

AITIRE M miR - 486 — Sp F AL (miR - 486 - 5p
mimics) , - ] qRT — PCR 535 ik H % Ju 2% 32, 45 L 4k
7R, AT NC mimics 2H (1.00 £0.10) ,miR — 486 — 5p
mimics 21 (5. 63 = 1. 17) H1 ) miR - 486 - 5p AHXf ik
HBETE (P <0.001) o L 2 il 41 3 R 5
IS UGIF miR — 486 —Sp Fl NFATS ¥[a] G 2, 45 5 iR,
miR —486 - 5p mimics 5 WT - NFATS 4% 4L 5 5
ZTifE (0. 52 £0. 10) % NC mimics(1. 00 +0. 13) BY
WEEAK (P < 0.001), 1fif miR -486 —5p mimics 5
MUT — NFATS 55 Y% (1) 3¢ 6 Z B PE (1,03 £0.17)
&% NC mimics (1.00 + 0.11) J& i & 1 2 &
(P>0.05), qRT - PCR Ul &34, A% T NC mimics
40 (1.00 + 0.12), miR - 486 - 5p mimics 4]
(0.51 0. 08) H ) NFATS mRNA A%} 3235 /K i 2%
FEAIK(P <0.001)

4 I IUEFIET miR - 486 —S5p/NFATS 35t #E PR i
(SEETN =R A A !

BEARIZH 500 BRZAR LG, /)N B MDA ZKOF- 5 25 17,
GSH - Px, CAT #I SOD i 7§ Pt ¥ & 2 F I (3
P <0.001) ; SZEG 2 S5 HBERLZ A EE , /N B MDA 7K P
FFEAR, GSH — Px (CAT F1 SOD iy 44 . 235 71 (1
P <0.001); miR —486 - 5p antagomir 2H 5 5256 20 AH
He,/NEL MDA 7K. 2 EJF (P <0.001) ,GSH - Px |
CAT 71 SOD i 15 1 15 i 25 F A (P < 0.01, P <0.001 ) ;

sh — NFAT52H 5 miR - 486 — 5p antagomir 2 #H kb, /]y
L MDA 7K B[4 (P <0.001) ,GSH — Px .CAT F
SOD J s P4 B2 T (¥ P <0.01) , WL 2,
5 XL N%FEE miR - 486 — Sp/NFATS %t #8 K 5
Bim N RAERSHEE X R BRI

YRR WAL S04 \miR — 486 - 5p antagomir
1A sh — NFATS 219 AR 35 (A0 257K 20501 4
1.00 £0.12.3.61 £0.43 1. 82 +£0.29 ,3.09 +0. 58 FI
.25 + 0.47, PDH # [ AH X 2 38 7K F 20 51 4
.00+0.11.0.53 £0.10,0.91 +0.15.0.64 +0. 12 %0
.82 + 0. 14, PDHAL #E [ #H Xt & 3k 7K °F 43 %1
.00 +0.14.0.36 £0.07.0.83 +0.16.,0.51 +0. 11
.74 £ 0.13, PDK & [ A X 3 ik K F 43 i
.00+0.10,2.59 £0.52,1.34 +0.31.,2. 11 +0. 43 %0
1.56 +0.39, X MEALHY_E b4 b SR 2 b B, S Y
NI B =R NS RO g I o S s W <
miR - 486 - 5p antagomir ZH [t %, miR -486 - 5p
antagomir41 Y FIR$EPRS sh — NFATS 21 L4, fE 48t
% b ESAGEE (P <0.01,P <0.001),
6 FFLIHFiE T miR - 486 —Sp/NFATS 3} 5 R s
BER/NR BT 4N

XTHRZH WERIZH SCHGH  miR - 486 — 5p antagomir
A1 sh — NFATS 411 o — SMA 2 R ik 7K F- 43
Ak 1.00 + 0.15, 8.31 + 1.52, 1.84 +0.33,
4.37 +0.81512.26 £0.40, AL 5% IRAAH L, /D
B o — SMA ZE AR ik K 25 T i s L g6 4 5
RILGIAEL , 71> Bl o — SMA B [ RH R 22 36 7K T B 35 41K
miR - 486 — 5p antagomir ZH 5 52 6 2H AH o, /D B
o = SMAZE FI AR 38 7K P 35 TH 5 sh — NFATS 41
5 miR - 486 - 5p antagomirZH AH HL, /N R o — SMA %5
FIRR 235K 8 5 B AR (3P <0.001) o 25 H 5 B

— O = O = N

R2 AA/NRUBHAHR N 8 (MDA) (25 DE H Ik AL W (GSH - Px) | i %8 b U (CAT) |8 A AL 1 B ALl (SOD ) 1 L 45

(x +5)

Table 2 Comparison of malondialdehyde ( MDA ), glutathione peroxidase ( GSH — Px), catalase ( CAT) and superoxide dismutase

(SOD) in renal tissue of mice in each group(x +s)

Group n MDA ( nmol -« mg’]) GSH - Px(U -mg’]) CAT(U -mg’l) SOD(U - mg’l)
Control 10 2.78 0. 56 384.74 +51.92 41.02 +7.86 79.06 = 13. 59
Model 10 4.96£0.97*** 258.51 £38.63* * * 18.45+3.73%** 47.63 £9.85% * *
Experimental 10 3.02 £0. 54444 362.12 £46.35444 34.81 +6.91 244 71.52 14,2144
MiR - 486 - 5p antagomir 10 4.51 £0.79444 281.39 £40. 17444 22.14 £4,32444 50.73 £10. 4244
Sh - NFAT5 10 3.24£0.58°°° 342.97 +43.84°° 30.86 +5.97°° 66.89 £13.27°°

MiR -486 —5p antagomir group:10 mg kg™ miR —486 —5p antagomir was injected into the tail vein on the basis of experimental group;Sh — NFATS group:

on the basis of miR =486 —5p antagomir group,recombinant adenovirus containing NFATS knockdown plasmid was injected into the tail vein; Compared with

control group, *

miR - 486 —5p antagomir group, ““ P <0.01,°°°P <0.001.

** P <0.001 ; Compared with model group,”*% P <0. 001 ; Compared with experimental group,44 P <0.01,444 P <0. 001 ; Compared with
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LG R X BB AL SEE 4] miR - 486 - 5p
antagomir 2 fil sh — NFATS 4] [¥) TGF - g1 & FHAH XS =
KA 43 5 241.00 0. 11 3. 15 £0.52 1. 43 +0. 38 ,
2.72 £0.43 f11.89 +0. 57 ,FN & AN 15 K 4 31
H71.00 +£0.09 2. 84 £0.57.,1.46 +0.41 2. 59 + 0.52 Fl
1.73 £0.49, Collagen T & [ 4HXf 2 1k /K43 3 4
1.00 +0. 13 4.28 +0.71 2. 03 +0.46 3. 64 +0. 68 Fl
2.51 0. 53, % BT R TR AR SRR L 45, B Al
M) FRFE AR S SR AR, LR Y Rk AR bR S
miR — 486 - 5p antagomir ZH I, ¢, miR — 486 - 5p
antagomirZ] f)_L R8RS sh — NFATS 4 tb 5, fE 481t
2 P ESEGIEE X (P <0.01,P <0.001),

o

HFLVURR & — ik S A it 1 1 9 ) TR 2 AR
('peroxisome proliferators — activated receptors, PPARs)
Z#8h2. PPARs J& THZSZ AR5 , BAT R4 g 5 A
AP PUAAE DA i AL SR, 3L 3 Fh 2 AR
TSR —E ik . AR R I, AR LU AT
U/ DR B R R R R . AR IS R
7 AL IURR X B BAT 3 R T . miRNAs A LA
E 3 A ) ] LR DR ke 2 5 i 40 D ) 15 9 L I RS
Refzg 0710 NFATS 2—Figsd f g vk e R
HAEM ML AL IR & & Ao A R AE i R A
A0 B SR ARV ) O SOk AR, 2
SO0 I e 32 BB R L AR ST R, RAL I
R TS Al {2k miR - 486 - 5p il NFATS fyZik,
HmiR - 486 - Sp#E ] 7 455 NFATS (1435, #E I oK
FLIVFF AT RE T 43 miR — 486 — Sp/NFATS {5518 /&
R B /N B N R AR

BRIV RN T A4 A 2 W T i ) L g BEATL
il AIUARHRARD 4 T I 380 ) i S B A ML T AR - 2 4 T
PEEAA BT 1 1 2R 58 (4445 SOD CAT GSH - PX) ,
it 28 e IS PR ARG BR RE DA A2 2 R B AR B i o
AR T A AR R TE PRI
R TS MDA 7K 25 AR, SRR SL DU il LA
R /N R AL 0K S . AR PDH PDHAL Fil PDK
SRR AT B . TSR B, AR YR RS
FIRE AR R B A 40 1% 8 T b (A8 45
PDH BE&EVE AR 5 B i fb g k. Berdiiek
AR TG VE B0 25, RO R B A5 S B
ST SR ] , 453493 P05 5 P A - 28 B AR 2T Ak
S

ARWFFETETN </ BB Qi Tl 5 B T 4R AR G I 5

FEARFL VR T HUS Y45 24, OB RS DU T LA L
VBN BB R B 1 B AT A0 , ML ] BE 2
SR miR — 486 — 5p/NFATS {5 258 BRSCHLHY
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