LEREECE R woM BE R R E E R Vol.53 No.1
202341 H Journal of Wenzhou Medical University Jan.2023

WHRIURE, BEREER, WA, AL T RRER TR IRI BN B B0 B PR E T AL D). RN BE R - it % 1
K2R, 2023, 53(1): 42-48.

TR B DR P 70 bl T 153 005 1 DR 1 B ALY

VHOLE, RFA, HAF, Rk
IRMERER RS BBt WINRL #L W 325027

[ ZE] BRY: Wt TRE2 28 AR T A (DN) D RCE B 0k 4E A AL ik A5itkdb/
db/] RS H AR 2 (DN), T 84500 mg/ (kg-d) £ (NaBl) = T #4411 000 mg/ (kg-d) £ (NaB2), F)
P\ ¥ #e M db/mAE A 38 48 (NC), NaBl 8 A4wNaB2 204 B T B 405 /& 8 B , NCZLA=DNL T F /K 4R 0.9% A
Bk, EHEERSAB ALK, GREMEHTHAAREF = (HE) el B -# X (PAS) R & 5714
FUH 28 AmRNAFo & G AT R B R A R F R A 854 R (RT-qPCR) Ao & G R #P i (Western blot) AMl; R
A8 KX SRR ILET . K E O E G (nALB), KL G mAaf-F-6 (1L-6), LA (SCr) ¥ 48 X4547,
R ENCARIL, DN RSP RS, SRS AERNL, KhAE. akIFtG. A&/
BFFUAE (UACR) BA 23% & (P<0.05), TEAET8RAE, DA ARAKE, ik, VACRT ., Hup
IL-6 7K-F F M, GLP-IR. AMPK. PGC-la., MEN2#=OPAl mRNA £k 3% (P<0.05), Z&if: T B 4hidiT 8 HDN
) B89 AMPK = GLP-1R 4 4% BB 4R 47 4F 1A .

[REBIA] Tosk; REMKER; B&ME M, AMPK/PCC-1a; db/dbi)s &,
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Protective effect of butyrate on renal injury in diabetic nephropathy mice and its mechanism YE Kaili,
HUANG Shiqin, HU Ting, ZHAO Yanling. Department of Nephrology, the Second Affiliated Hospital of
Wenzhou Medical University, Wenzhou 325027, China

Objective: To investigate the protective effect of butyrate on renal injury in mice with type 2
diabetic nephropathy and to explore its mechanism. Methods: Male db/db mice were randomly divided into model
group (DN), sodium butyrate 500 mg-kg™'-d"! group (NaB1) and sodium butyrate 1 000 mg-kg-d"! group (NaB2).
The db/m mice with the same weeks served as the control group (NC). NaB1 and NaB2 groups were given
sodium butyrate solution every day, while NC group and DN group were perfused with equal volume of
physiological saline. After 8 weeks for intragastric administration, the mice were sacrificed. Kidney tissue was
preserved for staining of hematoxylin eosin (HE) and periodic acid-Schiff (PAS); meanwhile extracting the
mRNA and protein for real-time quantitative polymerase chain reaction (RT-qPCR) and western blotting; using
relevant kits to detect urine creatinine, urine microalbumin (mALB), interleukin-6 (IL-6) of renal tissue, serum
creatinine (SCr) and other related indicators. Results: Compared with the NC group, the DN group presented
listlessness, more polydipsia and polyuria, expressed significantly higher body weight and blood glucose (P<
0.05), and increased the ratio of urinary protein and creatinine (UACR) (P<0.05). After the treatment of sodium
butyrate for 8 weeks, the mice had better mental conditions and diet, lower blood glucose and UACR (P<0.05) and
lower IL-6 levels of renal tissue, but higher expressions of GLP-1R, AMPK, PGC-1a, MFN2 and OPA1 mRNA
(P<0.05). Conclusion: Sodium butyrate exerts reno-protective effect by regulating AMPK and GLP-1R in diabetic
nephropathy mice.

butyrate; short chain fatty acid; diabetes nephropathy; adenosine 5’-monophosphate-activated

protein kinase/asubunit of peroxisome proliferators-activated receptor-y coactivator-1; db/db mice
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1.1 RS AAN TR E 7 E Roche
Diagnostics GmbH/AH]. | BRFANYH b ¥EMacklin
N (CASH : 156-54-7), FpARHE-HEL (HE) et
A R -7 K (PAS) Betak il &g Bt
HERFZEYRHAR AT, FRER (blood urea
nitrogen, BUN) < IMALET (serum creatinine, SCr) N
H?&Eﬁﬁ(tfiglyceride, TG) N [ﬂlﬁ%)ﬁkﬂﬂ@%(total
cholesterol, TC) IRl &NA H B o @R AE Y TRENF
FUR. B4R/ 3E-6 (interleukin-6, 1L-6) BEEKA
FEMR B i R S E VL e S A R A /] 5 TR
TR R~ PRIUAT BRI S R kol st 7l & B
YA SEN B TR /A F] » Phospho-AMPKa (Thr172)
Rabbit mAb (#2535)~ AMPKo. Rabbit mAb (#5831)
ﬁﬁim\@E%Cell Signaling Technology/yH] ;
Jis = LB ZRERL (glucagon-like peptide-1, GLP-1)
4K (GLP-1R) L& (ab218532 ) A EH T [E| Abcam /A & »
1.2 S£8sh4 24 1SR SPFY#EMEdb/db /N, »
KRB (4517) g5 10 HE EEHEEdD /m/ NS KT
®(2712)g, B EFEINR ST s PA R A F
SEES ENIVE AR S - SCXK (75) 2016-0010, NG
BAIEE : 202118368 AT Lk N A 7E T i
INEERE K L5 sh P b0 SPER LS sh) b5+ TS
(22 ‘Cx2 °C), MHWERE (55%110%), i/ Hig
JAEA12 he /NERT B ETOKFIE &, g
7. EHIE IR . 2T RN ER K S50
{RHRZE 2 HEHE (wydw2021-0336) -

1.3 SE¥om SLIATATA /D& N RN 57 2
J&l . REERAKCR M ZS BRI K (fasting blood

glucose, FBG)(FERE6 h), L3 dME/NES
REIMAE > 16.7 mmol/LEMIA IR G ML) - ¥
db/db/NRBENLST 34« BEFRPE B4 (DN ) -
THERHN500 mg kg '-d "4 (NaB14) F1 T BN
1000 mg-keg'-d "4 (NaB2#). BEHUFE LAY 10 X
HEPEab/m/INER 2 EI XA (NCHL) « FREE 2 AT
ST, T ER AN E T 7 R 45 2 I (R L el b A
£ 1978 DNEHAINCEH % 10 H, NaB1FlINaB2£H %7 H -
L4 Haphl &R 142500 me-ke 1000 mgke
P ERE B PRE T MR AN RIS T & B ICH 0. 9% EALAN
W R e P RE D B8 2. H0.22 pmfif
FLUBARAIYE, BUACEA . BECIRTF - NaB1 4 HINaB2
HNEEFHT0.3 nL TIRANAMER . DNALAINC
/N T E AR 0. 9 SN IS - R 1R
ASESE SR LIEY IR

1.5 FBRBMRME  KELERAT24 h, NERE
BAZK, W2a nfRIKIEWIE, BV RIBDR
AR = B R B T T80 CARTF - fRikR/IN
FRERERENIM . =R E 2 nfEE OB Fidw. AT
AT DEVODIEER RS H . BT A
BRI THE . PASHet, B dH-80 "CHL iR
7 T Western blot FMIFIRT-qPCRILHS -

1.6 DE—MHEAL. ARAZREFRAZ L
FErP e & 4/ N RS RS ~ IRBOK R - IRE
1T AACEENG DL P J) M/ B o i A8 AE O
WRAESE . Sl /D E AR R B,
EER/NE BB E R E /DR B R, RS
MR (B AERAEE="8 P& / A L& X100%) -
1.7 DR dE RS G E G IEFHA (urine albumin
creatine ratio, UACR) M| & % FCIMAE{S RGN 4% 2H.
/INERER T (Ow ) Ko B JE1 I R vk 25 M IR 2%
HeIMmEEIERE ; W24 nfRKE 4 CEL
HY R0 - NSRRI, 2 il R R B
AR~ RALERHLA SR N R A EE -~ R
BEKES I BEIREEBAUETIELE . BPUACR=IK
HE H / IRIUET -

1.8 Rk 2T RCE R TIL-6 R M2 iR
BREXIL 5 70 B ML {58 P AH 2 3 7 50 6 00 I v
RHFRIBUN~ SCr~ TG~ TC~ A SR (alanine
aminotransferase, ALT) - BEHE S (aspartate
aminotransferase, AST) /K. 93 BIEY30 mg'S4H
HAMAZI200 pL PRSI A L0 510 a @ L
Wk BIEI . FBCARR ERE I E ik & E by
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WEEH KT ; RIS FIE ELTSA T 7 & pY i BH &
BHE R IL-6 7K 2 BIbRAErh 2 KT -G
IL-6 K. S FTE IR 1L-6 /K F-=1L-6 £5{E /AH N
HIRE -

1.9 Western blot#A| HU@E & B HHESHMH
PR K2 B BB E & VIR RIPA LR LR vPo H BY
WA, BODIRIER BB, BT-80 CRk
RAF - HEBCATR H & IR & AT R F 22
FRIEER FTHhER . (RIEFEARODIE T E I FEAR S RS
FBCHIE F K & - SDS-PAGE HLYK 7 B RE & [ BN
aEEREH LA (40 ps) | R EPVDRIEL A
5% BSAAVRESMAI2 hf5 TBSTHEE. FFPVDFIE 5 A [H]
—PifE4 CEETINT K - TBSTHIRG 5% 7
PEHRPEERHY) — P T2 h ek 00 fEEH
Omni-ECL" R BL 2 & Y a7l & T8 4
S8 G 1 Image-LabB AR & 4571 5 & H AT %
JE53H7 o PLB-actin HNS THREERH X RiLE -
1.10 RT-qPCRAM HUE & S HH KR TRI 201
VPR EUE IR 2 ERNA, # I Prime Script™ RT
Master mixi®7fl& B FIHITREER, HACHIRT-
qPCRIZNAEZR « HAF RN ZZFLT R : 95 C 30 s»
95 C 5 sfl160 °C 30 s, RN 40 MM - LAGADPH
ANSHEE. RA2 T g B o/ B H YL
HIPGC-1ae~ MEN1 JZ OPAT mRNARYZRIE o 5[#0Hh I i
A TAY TEEGAERA TSR, 51YFsIIL#EL.
1.11 KA sREE N BaEEEEN S
HH4 I F fEE T 60 "CRYMEFE2 h, & HR
W R R KA R R 2 - LR T H A HE
Pt @fEE (X400) PSS IEREE SEL
g /K AL f B D] AR (s FH S8 A5~ Schiff Bty
W~ DARZRERN LB TPASY B, Bk

60 - NC4{
-= DN4H
50 == NaB14]
40 -+ NaB24
C
i
= 30
&
20
10
0
2 4 6 8 10
HsFE] (JE)

ENCHL - P<0.05; 5DN4LE: P<0.05
Bl1 TR b/ db /N A T

%13
*1 HWERIPIF

HAEER R (5-37)
OPA1 F GACGACAAAGGCATCCAC

R GCAATCATTTCCAGCACA
GAPDH F AAGAAGGTGGTGAAGCAGG

R GAAGGTGGAAGAGTGGGAGT
MFN2 F CTGGGGACCGGATCTTCTTC

R CTGCCTCTCGAAATTCTGAAACT
PGC-1a F AAGTGGTGTAGCGACCAATCG

R AATGAGGGCAATCCGTCTTCA

- MMEZEGHEE M (optic atrophy 1, 0PAL) ; SKIAREA B (mitofusin
2, MFN2) ; o A4V 34 5 VD 0 246 -y 2 30E B 7 1o (peroxisome
proliferators-activated receptor y coactivator la, PGC-la)

VIR w58 (X400) FHENLIERES~10 MLEF, [
Mimage-pro plus 6.08KFFMIE IR, B/ KA
HEEL AR TE AR =5 /N ER I PASFH P B A TR /15 /)
BRI £ S X 100%

1.12 %3 ™y FHSPSS26. 0 i KX
Graphpad prism 9.0 TR HIE A - 1F
R £l THEA - SRR AR ETT
ZE RS AHLIRI R 9 bE B LSD-¢ #J Al Dunne t t’s T3
B - P<0.05 NEREGFE L -

2

2.1 TBATDNE—HFAL. RAZRFREY
#o NCH/DER — MR BLF. BEIER - RNR
B DN ZEI BRI DNE IR FEE SR R -
ZIR. FEWERE. RABHBITIRE, & TR
BIT 8 /N B IR S B2 PRIER S . T ST
W% . B AR 2 FE W — o/ N AT DNE -
NaB1 ZH flINaB2 /N AT &5 B & = TNCAH., %
FHEZIT$EN (P<0.05); 5DNHL. NaBl14H

60
a
ab ab
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@
i
B
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NC4 DN NaB14l  NaB2#4{
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NaB2 /NIRRT & FIE. ZRARIFFEEN (P<
0.05), UWLE1. 5NCELEL. DN - NaB1 ZHAINaB2 4H
NEE IS, BRI N ER AT
RN (P<0.05); S5DNEE. NaB1 4HFINaB24H
Joi & M B R FE A s HXhZE FAENaB2 40 BE Al
HE. ZRAEGIF#EN (P<0.05). JLF&K2.

o THERBAR DN/ TR RIS (x £s)

Al n B () B AHEEL (%)
NCH 10 0.2010.02 7.6410.84
DN4H 10 0.28+0.04% 6.05+1.39°
NaB14H 7 0.23%0.05% 5.25+1.36%
NaB2£H 7 0.21%+0.02%° 4.831+0.61%°

ENC#HLL - *P<0.05; S5DNLL : P<0.05

2.2 T EAAN N UACR, e 43 B ¥ 48 42 1L-6 /K-F
#%el  5DNAEL. NaB14H K NaB2 4 /N UACRIH
TREE ERBEA452EN (P<0.05), HF
BT 2 AP UACRIE 22 R ICHEH B L (P>0.05)
DNZH IMERA 2 = T NCHL, 2T IRENS R BTG

NaB1#H [z NaB2 4H/DMRIMBR L TR 2% Z7 R
it #E Y (P<0.05); HE5NaB1 4, NaB24H [l
W TBEEMAL. ZREFSIFSEN (P<0.05)-
LG T8 JH TR ERIGTT RIS EH
ZIL-6 F23E., DNEH/INER B I TL-6 /K P RNCEH (2%
e, ZREAZISE N (P<0.05); & TR
8 JANAIT J5» NaB1#H [z NaB2 £H 1 B 1L-6 7K DN
HHRF%E, H5NaBI4HE, NaB2# IL-6 /K R E .
EZRBEAGITHE N (P<0.05). HLE 2.

2.3 THBAM K Ae&ZBUN, SCr, TC, TGF 45 4R
%eh  S5DNZHEL. NaB14H fZNaB2 4HAYALT « AST
KFEEFRTEG 2B (P>0.05), FE7R ik B
&= N TR P e Ty 4 N R AT DhRE JCBA SR 1
YER - NCHH/NERUIMBUN « SCr 5 DN L 7E RAE G2
B (P<0.05); &8 Gy FEMIaTr iy il
ARREN TR ZRBEA5T2E Y (P<0.05).
DNZH/INER TCHITGE M TNCE (P<0.05). 8T
PREGTT TG AT /N IILTC - TGE FRREZE F
TGt E Y (P>0.05). JLF3.

A B C
100 a = 30 40 maNC4l =1NaB14]
=4 == DNZ  NaB24 2 b
= % = 3 30 a a @ abe
& B 20 = a
g 60 b > b g
= ®ow G Ew
g % = 1 b g
j=rg abc a2}
2 29 % @ 10
0 =) 0
NC# DN#i NaBl1# NaB2# NC4 DN#i NaBl#4H NaB24i 0 8
HFiE] (JE)
ENCHLL - < 0.05; 5DNALL: °P<0.05; 5NaB14H}: P<0.05
B2 FYLUACR ~ MR K B 1L-6 /K5
%3 THRE &AL LRI (T )
s NCHH (n=10) DN (n=10) NaB14H (n=7) NaB24H (n=7)
TC (mmol1/L) 1.92+ 0.53 3.46t 1.32° 3.06t 0.44" 2.87t 1.20
TG (mol1/L) 0.65% 0.27 1.77% 0.66° 1.63% 0.51° 1.41% 0.43%
BUN (mmo1/L) 7.06% 1.33 11.51% 2.77° 7.91%f 1.10° 6.91%f 1.00°
SCr (umol/L) 29.04% 6.91 129.63+18.67° 103.36+£11.61%° 106.44t+ 6.18%°
ALT (U/L) 27.81% 6.56 63.87+23.06° 45.394+13.52° 46.96+17.26°
AST (U/L) 49.12+14.55 94.50%+31.18° 74.02%18.57 79.84120.83

ENCHLL : °P<0.05; DN P<0.05

2.4 TERAXNDNDREIEREZHHm SNCHL
i, PR JLDNZH/INER B H AR FRBA ik o St &4
/NELE ST HE K PAS YL 21, DNZH /N H B 7Y
IDNREE AR . RIS /NERBRARAE K . B/ NE
BHEPIEGLEMEAEIEY 5K BIREE. R
JEAHA ARG 0. NaB1 FINaB2 4 /INEL A B /N ER T X

/N B INET SRR RS AR R BB IR U
BUR BAENaB2 IR TRV BN 3. 2R AA
FT#E N (P<0.05). HLES3.

2.5 TE4h EIEGLP-1R. p-AMPK/AMPK & & #) £
%l DN/ IR p-AMPK /AMPK LEAE B AR
FNCH - NaB1#H K NaB2#H . ZREGIHH#E X (P<
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A NC# DN#H

NaB14H NaB24H

D 2.5

20 ab

be

0.5

B /IR AR RIE B XS TR (%)

0

NC#H DN4  NaBl14 NaB2#4

A HESef (X 400) 5 B : PASHEA (X 400) 5 C:NCZH (/) FIDNAL (47 ) "B AR ; D & 2H/INGLVS/INER AR IERE ARG TR AR « S5NCERLEL 2P < 0.05 3 5DNEEL - °P<0.05;

ENaB14bk: ©P<0.05
3 BN H SR AR

0.05); H5NaB14HEl. NaB24H P-AMPK/AMPK & 17K
FRERRS. ZRAZITSE X (P<0.05). GLP-IR
HEHETENCH - NaB1 4H K NaB2 4H 5 H FERIFRIA.
TEDNH/ N AT LR B RA R . ZRESITEE
X (P<0.05); HENaB14HE, GLP-1R% H {ENaB2
HEFE LW ZRE5RITEEN(P<0.05). JLE4.
2.6 T BNt B 4842 PGC-1a., MFN2 & OPA1 mRNA &
kHeh GNCELEL. DN/ NERPGC-1a~ MFN2 2
OPA1 mRNABHZH/D, ZRAGI4E L (P<0.05).
1BI7 8 )5, NaB1 4H Kz NaB2 4H K PGC-10 ~ MFN2 [
OPA1 mRNAZKEBAR FF; HNaB24HPGC-1a~ MEN2
JoPAl mRNAJKSEHEHEINEE . ZRE5%I#E
Y ($JP<0.05). LK 5.

3

DN R 5 ULA 18 PERUILE H A E 2 — . #TF
FER NI KA R e AT RE 5 GLP-1 /E R 2 IS % .
DN % A2 I 33 PR 4 WA LA R A GLP-1 R0 1) [
AL PAINF-xB B HL A5 ) ZORE SRR S 3

AP RIE A FIERNERL -6 H
WFFEIESE/NB & HE DN S B /NER A B2 4TS Y GLP-
1RjE I 2 220 SIS R K 32 17 SRR AL 3
i FEGLP-1RFEMENE % . GLP-1 ABESGLP-IREE &
LIEEY e M o FEARTESTH . Bl 1L BRFEDN
/INBRVFR IR O R RRE DL TL-6 7K 5 2 T v
FIHREZH, SNFGLP-1RE [ 70k M ERE K -

M 7T e 18 T 1R Eh AN BE i 7 16 41 i
BREHEH]L (recombinant tight Jjunction
protein 1, TJP1) FIK. S NHERNRFREIIRE
B BE i — 2 ARG P B AR A 3 VR TL-1 ~ TNF-au
KT I MR S R SR T AL 360075 AR
F &R S EhRe ™ L RIS AE] T A
EHELEF (histone deacetylase inhibitor,
HDAC) 1 o BRILZ A0, T HR 54Nl R m 6 & F
BB 41 (GPR41) FIGPRAS &5 & (i i jz2 it [1 i K
57 L AHRE > WA GLP-1. T f mi LA GLP-1R
U, R APERRIRE - LR R BLEAAER - KBS
WL T RRERATT e /N — R A Al el . IR
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A 1.5
o
|
p-AMPK ﬁ’g
>
E 10 b
{1
v b
AMPK E abe
< 05
p-acti : )
-actin
>
<
NC4 DN#  NaBl4  NaB24l =
5 NCZH DN4{ NaBl1Z{ NaB24
2.5
abc
GLP-1R
i
g 2.0
"
s b
B-actin =z
{1
%j 1.0 .
NCH4 DNZH NaB14 NaB24H E
5 05
A: & p-AMPK/AMPKIK - 5 B: & HHGLP-1R/KE« 5NCHLL: P<0.05; 5
DNZLEL : P<0.05; 5NaBI4L: ©P<0.05 0

4 FHH p-AMPK/AMPK J2 GLP-1R & [ 1A /K

A J5T & S UACR 2% T F%, SCr ~ BUNAI'E4HZ 1L-6 7K
SRR, H/NETDhRETCEA A KA T HREhAE
DN/ I PR AR IR VR . $05HI DN /N
KR R R AR ) SR RN . R S A 2
. BEME500 mg-keg™ a7 TERENIGTT EAHEL
1000 mg-kg '-d " TERENIGTY B AERFAKDN /NG I A
MRS N B A TL-6 KT Y R N2 80N
FHIEE T IRINGTT RS 7 -

AMPK 24U EE R BE B IR 2 4 eV TTAHiAf A
B Y BRI K BT SIE SEON /N R R
U A, B A H AMPK B BR AL /K S TE AR R REFE B o
HIRI . R 5- 28 R K -354- B Mg -1 -B-d - Ik R A2
P24 (AICAR) BYCH 22 7 45 AMPK I 7 AT LA el DN
INEUR BB E RS AELT 4L ) 5 AR R T s
BEAREAE AR O o BRg Ak B DNZH/INER, p-AMPK /AMPK B

A B

3 4
i I
P 3 3
2 #®
= abc g
= =
: k
2 g
% 1 ab f

£
= a 5
0 0
NC4l DN#Zi NaBl#4l NaB2#4 NCH

ENCHL - P<0.05; SDNLL: °P<0.05; 5NaB14LL : P<0.05
K5 /N PGC-1a0+ MEN2 JZ OPA1 mRNA A /K F

DN NaB14] NaB24i

NC#H DNZ%{
H#RE BER, A TIRENATT 5 /N p-AMPK/
AMPK 8 I ZR 38 0. AL HE I T R +h 55 AMPK SN
LIRS, BE{E 3 AMPK IR L T 520 S A )
fE. (HELRP @ AN HIE A Rk — 5% -
SRR R KA TR A LRI RE R
WY EEIHAT, KANGZ: DT ESZ DN A IR AL 1
FEMEANEH] "B/ NERPGC-1a. mRNAZRIABH LD . 1M
PPAR 5 PGC-1ou2 BN AR IR AL A BE B 3G SR
e Ul o oPAT BB 1 % T G B s R il 4 i
IMENT ~ MPN2 /F N PGC-1au ) BE B T Ui Rl F- X e bir 4
DhREHERF R X E T, MR KRAPCC-10RIA T FEA &
BERRR T RERR RS A S50 Tk, [RIA AE it B s
MELER TV K K 5 YR R A R8Tt S0
7, IR FEDNRydERE - TRRER AT 7E— & 55 NI
fLAMPK, AMPK EE (E3E T ii# B T PGC-1a & BRI IIBE -

C

NaB141 NaB24]

5
abc

abc

&) w N

PGC-1a mRNA X ik

a

(=}

NC#4l DN#{ NaBl#i NaB2#4]
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MM FE PGC-10 Je HN (5 5 (A7 gk m s b4
PThee. EXFRON AT DL AMPK I 77l Compound  C
MU T R T MR Eh X S BLR T BE A B
b5i i s W IR 5 7 YA NPT e - SPS B SV N w3
PGC-lo. mRNAFIE KA Rl & FEIMPN2 FITOPAT mRNA
FERTEDN/ R A2 BN TAE T RRERYE T AN
FRPGC-1o.~ MEN2 F[IOPA1 mRNAZFRIAHNHIEF]—EF2
FEMI SR M o HEM T W2 35 AT BE 2 181 AMPK/PGC-1af5F
SIERE R E AR IRE, B NS R A
Vi, THNUARSE B SRERERFRRHER . S
HEH7 -

DN/ R i 7 T Rl R . R
P TERIVAREE D AR TR & & T, AN
FEAESE AP FE AMIF R T BR 3 GE NI DN /N B RIE IR
K> {EEGLP-1RER & R WG AMPKAS S5 il iEs i &
SRR M R RE R IR . RO T BRAN AT E %
£ -5 MNEEN RS 5N E LR, [FRE
WR T TR SR EREEIRE . e
7 DNER AL FT IR 2 U -
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