http ://aammt. tmmu. edu. cn 5= FEE KR ,2020,42(2) 141

DOI: 0.16016/j. 1000-5404. 201908073

St Bk B Jot X°f BT 2 B B9 47t SR 4K BE 71 AN S LR T BE B 22 i

Fom' @B MAZ I B RHUE L EEAD 150001 MUREE, R Tl A AL T R S B A
BEE 5 TRR 5150040 W AR, S T4 Hh I 25 K2 2 5 4

[(FZE] HM ARG E (sulforaphane , SEN ) X 200 i 48 A N7 R 2R P45 £ 14 Bt 45
Jitk @ IR T K U S Ak B A A A R0 A i 3 AR T R 175 S HHIL-5 JFF 400 e S Ak g 30 i) 1K
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Effect of sulforaphane on antioxidant capacity and mitochondrial function of

hepatocytes in vitro and in rats with hepatic oxidative stress
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[ Abstract ] Objective To investigate the effect of sulforaphane ( SFN) on oxidative stress and
mitochondrial injury in hepatocytes. Methods We examined malondialdehyde (MDA) content by ELISA in
the liver tissues and the protein expression of the antioxidant enzymes including hemeoxygenase-1 ( HO-1) ,
NADH dehydrogenase quinone 1 (NQO1) and glutathione S-transferase ( GST) using Western blotting in the
liver tissues from a rat model of hepatic oxidative stress established by high-fat diet. We also assessed the level
of reactive oxygen species ( ROS) and mitochondrial membrane protential by fluorescence microscopy, tested
glutathione ( GSH) and superoxide dismutase (SOD) levels using ELISA, and detected mitochondrial DNA
(mtDNA) content using real-time quantitative PCR in cultured hepatocytes ( HHL-5 cells) under fatty acid-
induced oxidative stress. Results In the rat model of hepatic oxidative stress, SFN significantly reduced
high-fat diet-induced elevation of MDA level (P<0. 05) and up-regulated the protein expression of the
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antioxidant enzymes in the liver tissues ( P<0.05). In cultured HHL-5 cells, SFN obviously reduced free fatty
acid-induced elevation of ROS level ( P<0. 05) and increased GSH content ( P<0.05), SOD level ( P<
0.05) , mitochondrial membrane potential ( P<0.05) , and the content of mtDNA (P<0.05). Conclusion

SFN can enhance the antioxidant capacity of hepatocytes to improve high-fat diet-induced hepatic oxidative

stress in rats and provide protection of mitochondrial function in the hepatocytes.
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SRR AR % ( sulforaphane , SFN) J&—Fp IR T+ F
FEFF G ALY, BB A 1 E2 MG 5 2
(nuclear factor erythroid 2-related factor 2, Nrf2) [ JF4H
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3T3-L1 g i SR A b i, 72 3B 55 5 5 9 1 Fiy
BRI B S A BTG AR R A Th BT, $7% SFN ]
RESR mZORLIR TR . SFN J2 A5 1] L)L F R4 s i i 4
TLRE T FNZRL AR D RE ORI 20 MG, Wi ANTE A . AT
SR FH e B TRk MR £ K BRIV 6590 25 Mg W iR 175 5 HHL-5
JHE0 B N7 A AP SR AR I R Y, B SEIN X JH 48 i Bt
AR T AR IR T RE A2 .

1 #MRERE

1.1 FZXANFNE

SEN( i =98% ) Wy T34 [H LKT /2w, SFN % F
DMSO, fit il ji% 100 mmol/L &£, /325 F 0. 6 mL
1) EP & i E 5-20°C kAR A . A4 &
HHL-5 4l A S50 R AP R &R o RIPA 238 H
SO & T I 5t R T AW HOR A RS 7], BCA
PRI E ) &, MDA 327 &, ROS 2 &, JC-1
AR i A7 1) & T 58 = RAE AR IR A
PAHR R A BRI T 5 [H Sigma 23w MLZLER A -1
(hemeoxygenase-1, HO-1) , B R B Ji if BRI — A% IR
fit 28 1k 16 5 ff#-1 ( NADH dehydrogenase quinone 1,

NQO1) A1 bt H Bk-S-55 #2 1i# ( glutathione S-transferase,
GST) Hit iy T 22 [ Santa Cruz A W], & DNA P42
B & T s R BT R A A BR A /] . A e
JIK (glutathione, GSH) 1257 & F11 SOD 1257 & W T 5 5
ALY TR T A IR AW .

THMERFIERHEPR T T 0. 01 mol/L NaOH ¥ 7371 JE
A% 20 mmol/ L i B AR I R VS WK (free fatty acid, FFA)
IPRTE L, R BRVA TR 10% BSA WA 201 :31R A
eI 10 mmol/ L i B AR MRS UL , PRAF T -4 C KA

USRI (£ 1H Bio-Rad) A w], B TAEG ( Ll
Healforce Z3]) , 3 7 HL VKRS (AL 5Tz —A0AR ) , B i
TSR PO REE( HAS Olympus AF]) o
1.2 &fkeE K RAER

BN 23k IRV B2 2 R AR B D1 2t v
(kS 20160324 ) , SPF 2% it Wistar K FR, 18 H
(4 JElWE A5t Ry 150 ~ 200 g) W ~F b 5t 4 i F) 42 52
BB A R 7 (B F RS~ SCXK ((50) 2016-
0032) . ZhWITER eI B 25 K F 25 )& 2 vEvEf v
U SPF ¥y b5 i) 3% , Rl IR BT Ry < il B2 Ry (22£2) C
23RN (55+5) %, 12 h 12 h WIS . R BLA H
SEE AN A oK, 5 S R R R ROK I 38 PR R
752 JJa, R 3 #(n=6) , IEW B4 (Con),
IR R 2H (HED ) 1 JIE M +SFN (20 mg/kg) 21
(SFN) , Frit—sE Bt iy SFN 5T 0. 5% i) 3R B HL 41
HEZR NPT . SEN JE BRI 20 mey/ ke (F4 BRAA 5T
WY 1% A THEE ) B0 3 W, SRR EAT 10 J, 45K
BRI, S AL SRS & 12 h, ZESE S H, PRI SI Y
TRBRE , FH 109 7K 6 SR I 1 3 S R e , JBUTTH I T
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A H il 45 29 0.5 g IFAHZL, A 4.5 mL ]
% 0. 85% A FIER K, UK EA0K . 513K MAE 12 000xg
B JIF 4 CEL 30 min, W IR RAFT-80 C
UNCERE DRI
1.3 FFA %% HHL-5 ff 20 i A A B BBE A 64 2 55

HHL-5 JHF 200 Jfl i) 15 37 2% 10 F12 B 37 3 (& 10%
FBS.100 U/mL HFZ&E &AM 100 U/mL 555 %K) ,37 C 5%
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1.7 ROS 0 &

HHL-5 4l rt) ROS & K 138 2 % ROS Kl
FEHATINE . HHL-5 4 H0Fh T 6 fLAR, SE80 58 )5,
A DCFH-DA 3¢ (8 TAEBUE 20 min, PBS Y5, >R H
PG RFETFATIR, Tmage J 21534 ROS &,
1.8 GSH 4% #= SOD B &0 2

SIS ZE RS o HHL-5 40 Mk A7 M mse , 250 $2 5
G JE AR GSH A SOD iy 3 741 8 6 B 5 E 17 22
IR BCA 1200 &0l E R
1.9 £ 454K DNA &5 2

2 %714 DNA ( mitochondrial DNA , mtDNA ) f{ 5 &
K ABI 7300 qPCR X gs #EA7I0 & . & DNA EPR 20

A HE # &0 52 2%
SFN 40 . E R At 4 ;a; P<0.05,%5 Con #2481k ;b P<0.05,%5 HFD 42485t

KL 2340 i DNA B PR 41 2 O] & 32 . 18S
rRNA 1N AL ZRiAR D-loop 4 S ML IR
18S rRNA 5| ¥ 41].5'-3' CATTCGAACGTCTGCCCT-
ATC( EJi#),5'-3" CCTGCTGCCTTCCTTGGA ( T it ) ;
D-loop 5| ¥ /741 :5'-3' GCGTCCTTGCCCTATTACTATC
(_EW),5-3' CTTACTGGTTGTCCTCCGATTC ( Fi7) o
qPCR % :95 °C 30 5,95 °C 55,58 C 30 5,42 1M1
oo MRG0 A il 2 RN 1S i 2 S | Ry e S
Mo SRFH 27 JRTH miDNA fy 4% DUEL
1.10 Western blot 4|

R AR R O] & $2 BOR BUIFIEZH R B, OF
F BCA #0085 e s . ol 10% 73 B e
FIRAGIE o VKA W4 8OV 30 min, 3B fi 120 V
1.5 h, 200 mA fH FIE % 90 min, 525, 2% 11
BSA iR FEA 1 h,—$r GST(1:500) \NQO1(1:800) .
HO-1(1:500) %1 GAPDH (1:1 000)4 C 3 %M HE .
TBST PEMEE 3 YK, B K S min, IIA ZHEREF 1 h,
TBST ¥R 3 ¥k, 55K 5 min, & BCIP 1 NBT #4758
o, Image J HSIKEE(E, £ 41455 5 GAPDH #HTLE
L1 %t o4

B %45 #5755 ] GraphPad Prism 6 #E{742 &
MGETF22 30T o AF6 IS 34 10 B5da >R FH B PR 3Ry 22
(One-way ANOVA) , #5546 7K #E :a=0. 05,

2 HR
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20% ( P<0. 05) , 3% vt I K 5t 19 i Jo 76 T i 20 21 2R
B TER T IS AR . SFN 41 (1) 4 84T SR A7 1 G i
233 AR T 5 TR R A 2 /0 (P<0. 05)
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2.2 SFN st K ZAFIE MDA 7K-F 44 %@

HFD 2l /) MDA 1195 & 8.2 = T Con 41, 2924 Con
1 1. 47 £%(P<0.05) ;#1 tb F HFD,SFN I &8/ K i
JHEHZ%) MDA 55 (P<0.05,152)
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E.; b
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[ ] i
Iz 1
0 T L 1
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B 2 SFN 3t KFRATAEE L A MDA 4 B IS0

2.3 SFN R Zi AL F

Western blot £ I JIT JIiE 24 24 v 471 % L i GST
NQO1 1 HO-1 By [ Rk 45 SR an &l 3, HFD & 35
/b GST #1 NQO1 )& H /K-, 43 3 J& Con 2 Kk i
1 0. 63% (P<0.05) F10. 82% ( P<0.05) , SFN W& F
¥ HO-1 & FK P, HEGiT% 2% (P>0.05),
5 HFD 4 A4 [, SFN & 2 b 3 K BOH IE o GST
NQO1 #1 HO-1 g8 H /K (P<0.05) ,
2.4 SFN &'y ROS 4%

HHL-5 Zii g H gy ROS & &N 4 7, Con 4
HAAAE— 2 1 1) ROS; FFA g 25 38 in HHL-5 4 jfd )
ROS 58 (6.30+1.32) , 25 X BRZH (1. 00+0. 00) Ay
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400 pm 400 wm

u{\\:‘ N #

N SR
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e %z';zéw“ A
Con 28 . _\]:_ s RE4H  FFA 20 7% 3 Mg A5 BR 28 ;SFN 48 . ;Eﬁiﬁ)%éﬂ ;a: P<0.05,5 Con éﬂjfﬁlkb b: P<0.05,%5 FFA 48485k

FFA

7y o
e, 41 '.
A o

6.3 ff(P<0.05) , #ilt FFA 2 ,SFN g #/b HHL-5
Y ROS 24 (3. 60+0. 63) (P<0.05) ,

Con HFD SFN
GST(27 X 107)—> e ——

——.‘——-r_...

NQO1(31 x 10—

1—10132><10‘H}‘—'""~

GAPDH(36 x 10°)— *—— S—— a—
A
201 [J Con
71 HFD b
0% 1.5 mm SFN
3 b
g
-% .0 a
i
0.5 A
GST NQO1 HO-1 B

A:Western blot #-; B; ¥ & & 5 # Con 4. iEF I B
28 ; HFD ?ﬂ:mﬂﬁ”mﬁ‘?ﬂ;SFN M. E R a; P<
0.05,%5 Con 2848}t ;b: P<0.05,%5 HFD 448}k

B3 SFNXARABARAMALEEREZNZM

2.5 SFN 4% % HHL-5 T 2m fe. 09 3L B AL A

WE S fros, FFA B i 87> HHL-5 4 i GSH F11
SOD HY7KF-, 43 9lJ2& Con 411 56% (P<0. 05) F1 64%
(P<0.05), SFN &g 24 hy HHL-5 e GSH )& &
(P<0.05) F1 SOD ( P<0.05) [ G . 455 #2875, SFN
AT LB S ks FRA 5 S 1 AL N BEOK T .
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2.6 SFN k8 & AR & 4x [ Con FFA BB SFN

32 ) ROS 22Tk ORI 1 P AN 55 23R 1 B
LRV F T 52 6 1, 3 BCZORL U 1 (PR 4G . JC-1 ® [
R FE T 0 0 28 6 B v, 7 1 50 Y ER A, 24 22 0 J ER b g0
LA I L JC-1 76 28R P 1 3 P SR ST R & Z X
Wy LTS, S SOk R R G BRI, JC-1 R B 5 T g
HEAEAEORLIR B SE B R | OB JC-1 J8 Tk , 2k 4 & E
(36 . PR 2o 6 3 6 745 A 7% R K ol oLl BN
ALY AR . ANTET 6 T/, 5 Con 21 (3. 06+0. 65) Afl Con 48L: SE.4 %+ &4 FFA 1. 3% % A% W 4 215 SFN 2. 5k
v, FFA B 5 b [ A% HHL-5 20 B9 (4 48 b7 {4 B H {7 B2 GSH : - BEH Ak ; SOD : 48 AALBALH ;2 P<0. 05,
(0.55+0.14) (P<0.05) ; SFN ik &g 2k 7 14 JIE /i, 57 15 Con 148 ;b P<0.05,)% FFA #1481k

(1.64+0.42) (P<0.05),

Con FFA
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400 pm e 400 pm 400 pm
P A ==
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400 pm 400 pm 400 pm
It

LA

400-pm

Eib]

400 pwm 2 " ! ‘ X 400 pm
| i i) ‘ DA L \

Con 48 ; JE# s 820 ; FFA 8. 5% & AS By BR 20, SFN 280 . E A A28 ;a; P<0.05,%5 Con 2481k ;b: P<0.05,%5 FFA 21481k

B 6 SFN xt HHL-5 AT 248 R 2 i 4 % F8 G 3 I Y 58 S W 22
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2.7 SFN #t mtDNA # 0 % ¢4 % vh

AHF 5T R HISE I E £ PCR U HHL-5 JH-48 A Y
mtDNA #£ D1%¢, FFA 2% mtDNA 7K (0. 71+0. 08)
AT Con £H (1. 00+0. 00) (P<0.05), 1] SFN #2725
HHL-5 4fijifg$ mtDNA f9 25 (1. 200. 19) ( P<0.05) ,

3 Wtig

LRI T ROS 17 i Fa 24 38 B WA LA %
A AT AL I FE S S 5, R T SR SR, T
JIEJ2: ROS 72 A= i £ B T 2 — , [ I i 5 %2 8] ROS
Yot AWFSEEN FFA 3575 S HHL-S IF40 M 4
ROS, 1t4h, HFD 214 A LAl GST Al NQO1 % i
28/ (P<0.05) ,3f H FFA 41 GSH 1 SOD i 2 sk
H(P<0.05), YW HFD = FFA A] 75 5 4% 1L I 34
MDA Je:— i BEE i it Ak 7= 4y , o 2 48 Ak
W, SFN R 38> MDA [k, il B T SFN ik
# 7 HFD (RS0, 3035 & SFN 425 T hi s ke
71, CHEN %" fff55 % B SFN #] /b 1 HFD SEU/)
ST A 10 25 360, AT ) HE e i 25 5 5 5 — 30, 1l
B SEN 3ol /0 P i SRR . 5% — 5 1, SEN 3 32 s
Nrf2 372 32 5 20 L 9 478 8 AL E /7 (HO-1,NQO1 [ GST,
GSH 1 SOD) " | i 11 JIF Wik 48 Ak L 3 H 45  — 20 3R
LI T 15 HFD /N RS20 % 31, 2 B 32 U o
B WINPT A LR 4 SOD1  GSH-Px F1 SOD2 Ay,
(PR ZHZUH MDA S B gt o 4
R Z B NG B A B T R T 2 B
AT ROS 45 R . 5 Z Bt A LG [F , SEN
J& TR EA Y, i SO Nif2 42, bR PiA
P4 2 38 TG % 7 1) B2 40 S8 AR A . SEN 3 3 3800
Nef2 3% 4%, V5 G HHL-5 20 Ml 149 B 48000 2 1 30 J i 2
I, RT3 3 LR B A AL B 8 R Z LA . T
1, SEN T3 B 85 440 0 370 40 Ak BB T3 A 280 o w25 g ok
PG 1/ BUIF L 2 AL R 8OK T

GSH it/ 1] S 35 2 b 1A g 15 R A4k KT 1 1 %
[z, GSH 5 & £ ] 1 &2 I8 Wi e S8 AL KL e
A, SRR PT A AL BE 1 1R U855 R S BB AR 45 (&
A R 7 I A, I 6 52 45 W PO TG 1) R W, AT
PR ) Al LT R AL R R ok 1A T g
SEHEVEA B B SFN(20 mg/kg) ZbFH HFD &
BUE , JIFIE bt AL B ( GST,NQOT I HO-1) Y&k i
W% (P<0.05), M4, SFN 0 /0 HHL-5 JiF 24
fgrh ROS £ %, 32/ GSH 1 SOD [y 7K - L K% 28 L ik
PR . X HRE N SFN X (A i vy A7 HLA PR3 VE F

F Al , B EE LRI R 2 bR D BRI B RE A
SECH M =M RE XL d TR AE 193240
SHEAGRMERACIHZHL. ARRUDA %17 4756 HFD A &
N E H mtDNA (1) 85 DUBOR D . AR B 5T K B
mtDNA () #% UL 50/E FFA 26 thygi /b, 9f 5 SFN 34 m
HHL-5 4 o () mtDNA ()45 D15, ©4i& Nef2 735
SRR A )5 i £ ] NRF1 ( Nuclear Respiratory
Factor 1) (55 55" i {2 #F miDNA 4 . SFN A~
A 3T3-L1 Jig 15 4 M i BoRi AR5 it HL32 i A7
5 BUBG AR IR S 500 1 RS , DA S Jin NRF1
Ff#BEK 8 1 1(Uncoupling protein 1) 2K 43k,
FH UG AT D0, SEN 35 I A A4 Ty BB I AN 2 A i i 4R
Az , R AJE R SEN {RAP R4 2y e B AL KA Bl
F SFN W RETF & A

PR AT I 5E & 30, SEN 8 o 417 1 /=5 g BT 20
JH-4H AL P 5T O 7 384, IR P B 1) 6 3T 14 XBPT %
PERK Fy2 3k, 3 H I =5 A B 5 BE 7 R A hid 6
(223K, B LA RINE 2 S R . A ST I —
AR B, SEN il i 5 P AL Rk 1B R LR AT BE
PG IME RS VUKL, XoF e i BT S0 I A Ak 4 1
FEORPPYET . ik s e IR i — 20 . SEN TE T B il
e NAFLD g 254, 24 SEN Bijifs NAFLD Hrfy
N FHER (LB R

Sk

[1] NOEMAN S A, HAMOODA H E, BAALASH A A. Biochemical
study of oxidative stress markers in the liver, kidney and heart of
high fat diet induced obesity in rats[ J]. Diabetol Metab Syndr,
2011, 3(1): 17. DOI: 10. 1186/1758-5996-3-17.

[2] HEHJ, WANG G Y, GAO Y, et al. Curcumin attenuates
Nrf2 signaling defect, oxidative stress in muscle and glucose
intolerance in high fat diet-fed mice[ J]. World J Diabetes,
2012, 3(5): 94-104. DOI: 10.4239/wjd. v3. 5. 94.

[3] CARMIEL-HAGGAI M, CEDERBAUM A I, NIETO N. A
high-fat diet leads to the progression of non-alcoholic fatty liv-
er disease in obese rats[ J]. FASEB J, 2005, 19(1): 136-
138. DOI: 10. 1096/fj. 04-2291fje.

[4] YUZEFOVYCH L V, MUSIYENKO S I, WILSON G L, et
al. Mitochondrial DNA damage and dysfunction, and oxida-
tive stress are associated with endoplasmic reticulum stress,
protein degradation and apoptosis in high fat diet-induced in-
sulin resistance mice[ J]. PLoS ONE, 2013, 8(1) : e54059.
DOI: 10. 1371/journal. pone. 0054059.

[5] CHOIJ W, OHN J H, JUNG H S, et al. Carnitine induces

autophagy and restores high-fat diet-induced mitochondrial



http : //aammt. tmmu. edu. cn

=R KA, 2020,42(2)

147

[7]

[10]

[11]

[12]

dysfunction[ J ]. Metab Clin Exp, 2018, 78 43-51. DOI;
10. 1016/]. metabol. 2017. 09. 005.
CHEN Y J, MYRACLE A D, WALLIG M A, e: al. Dietary
broccoli protects against fatty liver development but not against
progression of liver cancer in mice pretreated with diethylni-
trosamine[ J]. J Funct Foods, 2016, 24. 57-62. DOI. 10.
1016/j. jff. 2016. 03. 028.
YANG G, LEE H E, LEE J Y. A pharmacological inhibitor
of NLRP3 inflammasome prevents non-alcoholic fatty liver dis-
ease in a mouse model induced by high fat diet[ J]. Sci Rep,
2016, 6: 24399. DOI. 10. 1038/srep24399.
ZHANG H Q, CHEN S Y, WANG A S, et al. Sulforaphane
induces adipocyte Browning and promotes glucose and lipid u-
tilization[ J ]. Mol Nutr Food Res, 2016, 60( 10) . 2185-
2197. DOI: 10. 1002/ mnfr. 201500915.
CHEN Y J, WALLIG M A, JEFFERY E H. Dietary broccoli
lessens development of fatty liver and liver cancer in mice giv-
en diethylnitrosamine and fed a Western or control diet[ J]. J
Nutr, 2016, 146 (3). 542-550. DOI. 10. 3945/jn. 115.
228148.
HAYES J D, DINKOVA-KOSTOVA A T. The Nrf2 regula-
tory network provides an interface between redox and inter-
mediary metabolism [ J]. Trends Biochem Sci, 2014, 39
(4):199-218. DOI: 10. 1016/]j. tibs. 2014. 02. 002.
ANHE F F, NACHBAR R T, VARIN T V, et al. A poly-
phenol-rich cranberry extract reverses insulin resistance and
hepatic steatosis independently of body weight loss[ J]. Mol
Metab, 2017, 6(12) . 1563-1573. DOI. 10. 1016/]. mol-
met. 2017. 10. 003.
I, B, R0 SRARBbEE  T A0 R 6 4L R
Fd BRIk J]. P EAIL T A, 2009, 25(2) : 189~
191. DOI: 10.3321/j. issn: 1001-0580. 2009. 02. 032.
LI D, BAOY P, WU K. Induction of TR1 by sulforaphane
Chin J Public

in human immortalized hepatocytes [ J ].

[13]

[14]

[15]

[16]

[17]

[18]

[19]

Health, 2009, 25(2) . 189-191. DOI. 10. 3321/j. issn:
1001-0580. 2009. 02. 032.
NGUYEN D, SAMSON S L, REDDY V T, e al. Impaired
mitochondrial fatty acid oxidation and insulin resistance in
aging: novel protective role of glutathione[ J]. Aging Cell,
2013, 12(3) : 415-425. DOI. 10. 1111/acel. 12073.
PIAO CS, GAO S, LEE G H, et al. Sulforaphane protects
ischemic injury of hearts through antioxidant pathway and mi-
tochondrial K(ATP) channels[ J]. Pharmacol Res, 2010, 61
(4) . 342-348. DOI. 10. 1016/]. phrs. 2009. 11. 009.
GRECO T, SHAFER J, FISKUM G. Sulforaphane inhibits
mitochondrial permeability transition and oxidative stress
[J]. Free Radic Biol Med, 2011, 51(12): 2164-2171.
DOI; 10. 1016/]. freeradbiomed. 2011. 09. 017.
PETERSEN K F, BEFROY D, DUFOUR S, et al. Mito-
chondrial dysfunction in the elderly: possible role in insulin
resistance[ J ]. Science, 2003, 300 (5622): 1140—-1142.
DOI: 10. 1126/science. 1082889.
ARRUDA A P, PERS B M, PARLAKGUL G, et al. Chronic
enrichment of hepatic endoplasmic reticulum-mitochondria
contact leads to mitochondrial dysfunction in obesity[ J]. Nat
Med, 2014, 20(12) ; 1427-1435. DOI; 10. 1038/nm. 3735.
PTIANTADOSI C A, CARRAWAY M S, BABIKER A, e al.
Heme oxygenase-1 regulates cardiac mitochondrial biogenesis
via Nrf2-mediated transcriptional control of nuclear respirato-
1y factor-1[ J]. Circ Res, 2008, 103 (11). 1232-1240.
DOI. 10. 1161/01. RES. 0000338597. 71702. ad.
TIAN SC, LIB L, LEI P, et al. Sulforaphane improves ab-
normal lipid metabolism via both ERS-dependent XBP1/
ACC &SCD1 and ERS-independent SREBP/FAS pathways
[J]. Mol Nutr Food Res, 2018, 62(6): e1700737. DOI;
10. 1002/ mnfr. 201700737.

(%5 :2019-08-12; & [E :2019- 11-05)

(%# I )



