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WE: ABRARRRECEE R W7 ikES L. [ZWIBHEATRGAER, WRWILEH XA Bomlisy (BO) AL _E#Fst )
RIBAHAATRAG a9 R . &R A9, BO T REH4R 5 2HEHAMITHG D R AEAE (p<0.05), BO LEMA EiksR; £i%iE
MRS ¥, BO A AL B A TR 5 | AR AT ARSI B (p<0.05), BEATLALIE R RAFfGEE G, wFd
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mRNA K-F AR ZEF R (p>0.05). *FEBEET AMHEEEE (SREBP-1c) B35, 4R LT SREBP-1c¢ #ai§
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Abstract: In order to investigate the protective effe
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iotics compound preparations Bornlisy (BO) on murine alcoholic-induced

liver injury and explore the underlying-mechanisms, acute and chronic alcoholic liver injuries models were establishedin mice by gavage with
different concentrations of liquor. Compared with the model group, the survival rate of acute alcoholic liver injury mice with BO treatment was
significantly improved (p<0.05), while there was no such effect in BO supernatant treatment group. In chronic alcoholic liver injury model, BO
could significantly reduce the 1
ALT and TG decreased signifi
281.44% in BO treatment group (p<0.
fatty acid ab(‘pathways, we found that BO treatment could inhibit the decrease of mRNA levels of PPARa, ACOXI and L-FABP

ease of liver index-and improve fatty pathological injuries and lipid accumulation (p<0.05). Levels of serum

(p<0.05), and the activity of liver SOD and GSH-Px increased significantly by 43.30%(p<0.05) and

respectively, while BO supernatant treatment group had no certain effects. Through investigating the

signiﬁc@ (p<0.05), while BO supernatant treatment had no significant effects (»>0.05). The detection results of SREBP-1c pathway showed
that both BO _and BO»supernatant treatment had no significant effects on SREBP-Ic and FAS mRNA expressions. Therefore, BO can protect
mice fromalcoholic induced liver injuries, which may be achieved by anti-oxidative stress and selectively enhancing PPARa pathway.

Key words: probiotics compound preparations; alcoholic-induced liver injury; lipid metabolism; PP4Ro; SREBP-1c

TS 4 995 (Alcoholic liver disease, ALD)/&fgid FERNTE RS 38 RSP AT o AR R IR A
YRS 3 2017-08-02 [, WK ALD 7304 4 DNRAL, 23 bk R
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ALD HYRIFHLEI 5352 2%, A LR 14
TR AR N . OBEFZAE R ACHT, RS
AR FE 22 7 A K 58 195 P 4 7% (reactive oxygen
species, ROS)™\. ROS 415 (1l i ik Ak 45 £ 47
JEE, BRI AN B A, IR AR 1)
IEFSE, SRR Bt HUARIRAI R A2
AL, MRWTEFFHM N KSR BRI, SBULE
NEAREIAHOCHBFR AL, 1X AT 5 R AT i g JE A
FIEACPIA AT M. eah, TERS MR BRR & 2R
5 TE R A E VISR BRI
g R EE N, FEVE BRI RERSS, = K
PR KR EIE, WERAKEAML, MR NE
B BIIE U i 00 P 1 52 A 1) E R . Kupffer 21,
FIRRAE SN, BETBOKE RAER T ROS, HEFLL
LR FE T S i i B R R R T e
PRSI T A 4 AT AR T2 —

i 42 T (Probiotics), PN JRARAEVE R M, 2
T BEEE £ Is N )i N A S BT, O
P18 AT IR AGE RS PER A, SRR B
MARRFHE . SR, mAER NMRE V2 T
Ras, WIUEITIEYS, SCEAREAZ, $em ANk
BH), FPUERRGRMIR RGUEREL. 1994 45,
Nanji 251 56 B30 ER 2B FLAT 14 Lactobacillus
T RE A% AT REVRE 1B K B G P 253 2
3, MR BRI Z K Zh Y SERIESE, FM AN
AT REAE— R R R TS it . SRR
DAt A BRI AL (B B DRI LA IR o LSUBAT B
WEFAEE SRR ) AT TP HEA T S50, 5 SRR B 2 AR TR K
BRI RS 1 P 45349 PR DR 3P PR R 2 Sl 9 3 TR
i N 3 =3 1775 = W B0 e o DRIk, X ALD 3
WA HI PN Y

57

%ﬂ (R IBEET B17 Bornlisy(BO)2
(IR TRELRFETS S LOUBHF I 2F AR AR
PR HER ST AT, S 2 S AInERRgL
FFEIAE ALD [OE AR B, Dtk scths: 5
ATREZETT ALD MBI st B w5
.

SEAb, R BRI PR 2525 2 BT ALD
HISERRAIE IR DL AT, (BRI M FIAL
ST, T B HRE. THRABIIEH H
P DUIBEIE B 075 BO SRR PERFAA S 1195724,
5 B 2 1 R AR SR P T AP0 1 T R L
il

6

1 MR5RE

L1 AR5 A

PUETE I 7] BO, 43 il & S5 i i R R
FAFEE LR AT RS TR AT 18, 75
W& ERN 2 /0/mL, ms s AR A E R A TR
AL 56 B sk, LR BB EIRAF; SPF
P AIBALB/c /MR(20~26 g)(Fa 5 RE - Fa st T AR 2y
WFFERE, SEREIVFATIES: SCXK(E5)2015-0001).
N FE(MDA). HAEMYBLEE(SOD) 2t H kit

AR GSH-Px)RE I & BT A= ) LA
CHT: PCR 51¥), 385 &4 MEHABRA A .
1.2 &5k %

MM400 Y& & Bk (7 [E RETSCH); 5810R 4%
BOL(#E E eppendorf); "HERAEUS FRESCO17 ¥1%
T B O HL(EE E Thermo); DRP-9082 HEHVEIE K77

A(_BiFAR15): Heto Ultra Freeze #EKIR VKA (ZEE
Thermo); z&?ﬂmmums@ BioTek); TI00TM
Z

/% PCR Y BIO-RAD); SmartSpecTM PLUS #;
R 2 FUF SE (X (35 [ BIO-RAD); LineGene 9640 7%
T & PCR X (BUMIEEH); Z2Y220 4= H 34T X
(HiFRHE).

1.3 Loz A 5 A2

1.3.1  ZHiEA AT AR AR A

W /NRIERMEIRTE S d 5, BENL NXTERA.
SR BO VAT, BO LiERITH, H4l6 H.
WA AFIRYE T 10 mL/kg Z80/KHEH 05 h 54
56 °Z1 2 AR SKBC I T AR 50% LB 10 mL/kg #EH
BO JR¥7 AR BO #i5 10 mL/kg #H, BO &
TEIRIT AR T BO _LiER(BO i3] 4000 t/min 25
0 5 min )10 mL/kg # 5, 0.5 h J545 T BO ¥y 4
A BO _FiHiA T 5 30% AIEHE R ;. STIRAAARIX
Z5F 10 mL/kg ZZ1B/KHEEE 0.5 h J5 RS T IRIZEH &
FUKHER . F2d R, L T=IR
132 RIEA AT ARG ARA

N SRR EAIR 1 BT KN RGN
MEIE S d JE, BENL NSTHIRAL. REERNAL. BO VG)T
41, BO Lidihirdl, &4 8 H. B HSAT 10
mL/kg ZZIB/KHE S 0.5 h JG45T 56 °41 2 40 Sk Bc i
B 30% B 10 mL/keg #H; BO GITHBHSE T
BO #ill5fl 10 mL/kg #H , BO LiEiRiT A& H4%F BO
_3EW(BO #il71) 4000 r/min 5.0 5 min FT5)10 mL/kg
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WEE, 05h 54T BO B P4 BO il rdHEE
[f) 30% LEEREF s XIRAREHSZ T 10 mL/kg ZEK

#EH 0.5 h JaF ke TRSEHREZARBKER . 774256
de

F 1 IRESAIE

Table 1 Grouping and treatment of the mice

il

CAE b pr

P petd: | AR AE I ]#Jr, AR,

% 56d, &R487K(10 mL/kg)+7EA487K(10 mL/kg)

B %%#}-éﬁ il 487K(10 mL/kg)+ ZB5(30%, V/V, 10 mL/kg)
BITER %J J(lo mL/kg)y+ZB2(30%, V/V, 10 mL/kg)
BO J—_/ﬂ eRati! BO %J%’J (10 mL/kg)y+ LBE(30%, V/V, 10 mL/kg) | 4

14 Mm@ EaR. Hl=0. SEEEBEREE

=Pl

A4 B EA TGS IIE S ALT 3655
TG. HDL. LDL &&. HH ALT 3§ /7PL UL iR
7~, TG. HDL. LDL &&= mmol/L IMiEF#H /N

L5 JFRE & B0 2

ANERIFRER K S, 3288 N AA R R
B FEE R %)=HF E (g)/ R E (2)x100%.

1.6 AT HEAR A (o s (el At Ikt A e 4

By —EE A BN T

MDA E&RH TBA VEME, ZHE
protein ¥7; SOD i JJKH WST-1 V4ill7E,

U/mg protein &7v; GSH-Px i /IR R kil e, 45
KL U/mg protein 7. A EHAE D IR 484200 &
Y AT
1.7 ALK

{ bt 4,
YA s R EEM A, TSR
HiR SR T ST B U2

8. # & PCR(Real time Quantitative PCR,

qRT-PCR)l

100 mg FFAEZHZRER, dils ARSI, 4
s BUFE mRNA. HL 0.5 g $EEUEF) mRNA, £
RT JGii #3515 2] cDNA. Jiif$ cDNA ¥ H SYBR Green
AT qPCR Ml5E mRNA 7KV FTHBI#IF 5 Wn3 2
B

mRNA & F

REEE PCR 21455

Table 2 PCR primer sequences of different gene

Gene Forward primer(5°-3”) Reverse primer(5°-3)
PPAR-a “TGGCAAAAGGCAAGGAGAAG CCCTCTACATAGAACTGCAAGGTTT
GGAGTGCTACGGGTTACATG CCGATATCCCCAACAGTGATG
CA GAACTTTGAGCCATTCA GATTTCTGACACCCCCTTGATG
GATGTGCGAACTGGACACAG CATAGGGGGCGTCAAACAG
GGAGGTGGTGATAGCCGGTAT TGGGTAATCCATAGAGCCCAG
ﬂ-Ac;in TCATGAAGTGTGACGTTGACATCCGT CCTAGAAGCATTTGCGGTGCACGATG

1.9 AP 20 E A -H&E e & 7%

SEIGOEHE K Prizsm 5 A H AT t test BEAT 01T
T, B IR bR LS EAARE 22 (xEs) RN, p<0.05
NEFB IR L.

2 ZR5WL

A% TS RT3 03 AT 78R 2 AU = Sk
BEVEPE 2 PP AN, RS, AT
SIS T /N BRI VE R O AT PR BO i

FINETTROR, 2 Jait— D@ A8 M R B A 14
SES, P DUBETE B 7] BO Gt A i VRS P 5
PfIT BT TRV, a5

21 RMEREFRGER
SRR TR G

FHDNRMAEGARILE 1, ;
PSR ZH /N R A AR 5 2R 16.67%, 10 BO ¥RY7 40/
BRAEAF RN 83.33%. SXHRAAAALL, FEAIH/NRAAT
RIE FF@<0.01). S5HEAH/NEAALL, BO RTA
EAER B2 FTHp<0.05)if BO _iEiG)TdlAA7=
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B _ETHES, BELEEZER(p>0.05). Y45 1%
BO JAY7 A0 1R SR RS VR 3545 /N BRI AR AR

Er R BRI, p<0.01; #ETH5ER AL,
p<0.05.

(p<0.01), XHPEAFPERT BT B ORI, T

NS b S A =1 il
BO LTI EifHR. 22 REWAERRERE

100 . o 22,1 EARE. FFEAMIEREK
| ) S — : BEsic o SYUNRIAE, JFERFIHEEOLE 2. %4
" H ANBHIVR TR . 248 TR BTG 2 502 . (p>0.05). 5
& 0l SHHRALAREL, BERILL N RFIEE SR 2 1T (p<0.05).
§ | Shea SHANRHLL, BO AP H H
25 = BOMITAL (»<0.05), 1fi BO _FiHiGy7 AR FEECER A T R,
~-BOLBERE i (ETE 85 7 F(p>0.05). HFH AR MEERR, 1
09 ; 4 6 FH T BT R 1) LA 8 & U s
il / d TR AR i VAR i

B 1 MBI EE A Fahsk TR ZH /N ROFF A B TE T
Fig.1 Survival curve of acute alcoholic-induced liver injury % E D@T

model
=3 MRMAE. FIEEEMNFIEERETE/ HE
Table 3 Mice body weight, liver weight and liver ifex (liver weight/ body. weightx100%0)

05| R E/g KARE /g Zlg | AR Y%

*+ 828 24.46+1.92 30.13+1.52 3.38+0.58
AR 23.96+1.34 22& 4.010.16*
BO 355740 24.50+1.19 29.53+1.38 1.14+0.07 3.85+0.13"
BO Lifigsisn 23.28+1.57 28.76+1.52 1.14+0.09 3.96+0.14

E: RSB, p<0.05; #ﬁ%ﬁ%&ﬂfﬂ; , p<0.05.
222 BO ﬂﬁﬁab&tﬂfﬂ&#]ﬁ%m%ﬂm LI

a L o L
150 - / 3 28
*E* E
e T g 26} T
< 1 i
=] ¥
= 100f .| 24}
a s
{:“ g 22t
<
£ sor 2.0 .
= B i B BOWYTH BO LG4
. d 251
POBIGE::] B4l BOYT 4L BO LiiRir 4l .
A 4 =
]
b 2s5r E aof
+ e I
3 20t | 5
: I 2
g sk :_,: 15F
:'5 1.0+
= 1.0 .
i gk BRI BOYRYTEH BOL§f T
= 05f 7 sk pngy
= &l 2 BO FFxd/)\FR AT AETIRERIRZAR
Fig.2 Effects of BO intervention on mouse liver functions

AR, AEE  BORTEBOLWRTA i aduik ALT AR, bk TG R, ¢ ok HDL A,
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d foif LDL JRE; *p<0.05, SxtRLAALLEL; #9<0.05, S5
RIZAAR LA

TEUAR T R 7 A RS P IR WA B, 2 i
ERARSL RS, TR R KRR E
Rz —.

Wi 2 fioR, S0 RRAAR LG, BRZH /N BRI ALT
EETFE T 366.15%((p<0.001); SHEAILMEL, BO I
ST ALT &8 FF% T 46.37%(p<0.001), BO L&A
JTH ALT & &0 32 10(p>0.05). SXTEZHAALL,
I IME TG ME R ETHT 36.83%((<0.05), IiE
HDL % & W1 487%, IfiE LDL & & T
4.55%(p>0.05); S, BO WEITAHM TG &
BT 17.81%(p<0.05), KW BO #7120
Hil 7 TG E&1 EFt, R fiE HDL & 21~ R
A LDL & &M T, (HIEREEZF(p>0.05). S
ML, BO LiEiGIT4M TG SBFEATE R, ik
HDL &&A4H LT, LDL S®46T N, BLEEE
ZE(p>0.05)0 VLSRR, 18 MRS AT T 5
& ALT 35 0ot IRACEThRE AR A KL, BO il
THE, TR BT IER, #2758 BO #ifn]
Reseiaid s IR A AR D@ % IR ITVE R
223 BO Tzt s RAFMELLLR Jm 2 AL 75

F4H 2R HRE S 5515 (X 400)
& E stai gightmicroscopeimages of mice liver
tissues (x400)

JE: a KRB b ATAERM,; ¢ KT BO BT d
4.7~ BO Ly,

Nl 3 fis, SR EAS Al SR o A/ R
JAE/INHAERE T 25K, TS /N, &R
ST, Db el Ho e R TSRS AR
RUZH/NEHE N IR KRR, Ry H&E Jet R
JFER A IR BRI 2, R IRECIERR A, Al
MKW, ARSI ZEEL, Sk A BO
TEIT AL BT SRR ZE AR EE A AR /N A T

FG 2 R sl R AR A TR, TR RSN
B, BTILSHENT, A TR, $oREINA
JTH R, BO gty 4N U A A7 7T
KREARMZH, FFnf ki, FFRABIEEL,
R SEpeAs Fe i, Je SRR A bR W] B ks, 3R
TR IR RCRA A S B A TR, R
BO I TTa REFE— AR _EEGE IR 2 aLi s
Bl

224 BO Tty & AF < MDA. SOD.
GSH-Px 7K-F 45857 R ?‘

a 30
g x
g st I
£
£
= 20
3
= 15+
=
10 L o
Fagiictail fﬂf&'—!iﬁ BOjHIT 4 BO Liiiar il
b 200
g
S 1s0f
£
2
R 100} T
. I
a2
%
. 50 F
=]
T
0 : o
Fagiictail Lk BOjHIT 4 BO Liiiar il
C 1000
B
o 800
E
2
= 600
=
"I
X 400f
T
B
h 200 F -
= I
o
0 1
Fagiictail Lk BOjHIT 4 BO Liiiar il

&l 4 BO Fixf/NERATAI MDA, SOD F01 GSH-Px 7KFHISZM
Fig.4 Effects of BO intervention on the levels of MDA,
SOD and GSH-Px in mice livers
E: a FFA MDA R, b AFA SOD 7% 71, ¢ AF M GSH-Px
E A *p<0.05. **p<0.01. ***p<0.001, Ha+BLAARLEL; #
p<0.05. ##p<0.05, HAERLAAAER,
SEVI ST T TR P P02 475 ) 3 e o 4 B A
H, AR5 B B0 = A ARG . AR,

9
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CEER CBEME B (alcohol dehydrogenase, ADH). 4]
Hi e P4SO2E1(CYP2EN) A N 1%, LB R
£l (acetaldehyde dehydrogenase, ALDH)¥% A Z.FR,
FNZRIRIEAE R LB A, EX— R R
S KR RO, AN 2B R 4 5] e N H &
i, MR ORE N B R BA IS E0E Kupffer ZHf0
o724 —E &) ROS. ROS (KA B TR T4
JHL N A S TR TR TR P48, e T st -4 i
RA NGB SE A, BT BRI B A4 & b
AR AE A AL B (superoxide dismutase, SOD)FIZHEH
ki 48 AL W) I (glutathione  peroxidase, GSH-Px)[) i
71, SIS E A W — % (malondialdehyde,
MDA)FIFE

Wi 4 fs, BRSNS BRI A REBOK T &
Z g, RINANWRIFL marker 73§ MDA & &%
s, VAR HUEAEE SOD 1 GSH-Px i /) &b .
ExiAmt, BAHNEHAN MDA & BT T
17.40%(p<0.05), SOD {5 /1 TF& 1 28.34%(p<0.01),

BO 759741 MDA & T 7 9.09%(p>0.05), SOD i
1 ETH T 43.30%(p<0.05), GSH-Px %71 BT+ T
281.44%(p<0.01), FH BO 7T Fifs Rt i 7
MDA &8I InA1 SOD. GSH-Px & /1t FF%. 4
XTHBZLAHEL, BO HiE¥RIT4M GSH-Px 3 /) FFE T
170.65%(p<0.05), % MDA £l SOD |7 & ‘f 7k
R BO 515 AT i 52 mhu e A

B/ i TR I B I A PR, AR B R | R 48
A SOk 40 4547

2.2.5 BO Ty NEATAEZELE SREBP-1c 38 3%

GSH-Px 1571 T4 T 83.35%(p<0.001); SHAILALL, <

’

A8 K IK B mRNA R iAG) 7
4r [_BoRiee|
g % (=it o
m BEBOHITH
§ 3l W BO _Liifiair il
 2f
¥
<
Z
% 1] -
L0 0 L L
SREBP-1¢ FAS

& 5 BO F-Fix} SREBP-1c i@ERHISLNE
Fig.5 Effects of BO intervention on SREBP-1c¢ pathway
iE: p<0.01, HatRasatarbix.
s 15 ou 45 & 85 B e(sterol  regulatory
element-binding protein-1c, SREBP-1c), s&F4ipa N i
PEMRITR & B B ST A 1, RERE RS FAS 4

10

A NREER Y. FAS BP MR & ke, SRR &
FEIAEOR, SREBP-Ic et it FAS HINETEMIM
R . AR, ZEREHES TN
SREBP-Ic [f] mRNA 7KF -7+, BEMiAE F4S #5420,
R A5 G, ns e s FEF (0 o

e s fon, SxTRRA/NEAHEL, BRI/ N
ML SREBP-1c. FAS W] mRNA /KT EETE
(»<0.01). #R1fi BO ¢ BO L& T-HiJs*tT SREBP-Ic-
FAS 1) mRNA 7KFE2MANE 3 (p>0.05)5 % 8] BO il
FITT A AE T SREBP-1c JRE& AL E6 T 1EF .
22.6 BO x| AAFIELELR PPARq i@ 3647
K IKE mRNA £ 49%m, /7

L5r w4 mBOGSFA
O#A4  mBO LT

S (5 HEALA EE)

051

Fi%F mRNA 7K

L-FABP
[&] 6 BO F-Fixf PPAR a iBEEEIS/NT

Fig:6 Effects of BO intervention on PPARa pathway

VE: * p<0.05. **E p<0.001, HatRRLAAERAR; #p<0.05,
5ER a AR kAR

o S Ak P g A 19 B R B0 32 4K (peroxisome
proliferators-activated receptors, PPARs)t & PPARo
PPAR [/ A1 PPARy =Fhli AL, Hirh PPARo AEAERT4H
P TR I PR — T 42 i R S 2 AR A P
BRI, AIE 2 MR Rk, BES S5IRAHL
TETAERRWARDIR L, 56 5%k, TFEaHE.
B SACHTISER, AR T R,
Pk FE4A T A S8 ALEE 1(acyl-CoA oxidase 1, ACOXI)F
P A W5 R 45 & B2 [ (liver fatty acid-binding protein,
L-FABP)JE: PPARq ) NI #ERE R, ACOXT EH
T RMIRAE LR AR A E ARG A () B AL AR,
(AR TR I, A& RETER B Ak 1 i IR
L-FABP 52— ZIEVER /N> T IR R A B, H AR
P2 T R RR KA AN Py i, T ke IR 0T A2
LI E ik BRI R A AN H Y =R A B R A B3
7, F = R [ 5 R R e AP A P (1 A
R HAWTLR, LIFRERBEWANT] PPARa 1%
SRET I B AR ) B I [N ) 2R 20,

e 6 fron, SxFHRZA/NEAHEL, BN
Y2 PPARa A1 L-FABP f) mRNA 7K-PA% i 2 P

0.0
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(»<0.001), ACOXI ff] mRNA 7K1 i& 2 [ (p<0.05);
LA AR, BO il T PPARa ACOXI
A1 L-FABPmRNA 7K-FHIB#fK(p<0.05), RN =11
mRNA KFEESR S 1 BO Hl7_LE T BT
PPARa. ACOXI ] mRNA 7K-F-JG 35200 (p>0.05),
X%} T L-FABP ) mRNA 7KV — & 5 0i(p<0.05).
KELZE R BO 7 TilRE A 24l PPARo
ACOXI N L-FABP 5 AR, £Ra L EE5R,
$&7~ BO il ] fg e i 451 4% PPARa B EEAH I
BRI IRIB ARG 2L, RHIRS PR 7 L 2 R
FHEH.
22.7 BO L#FFHAf I R o970
FEASZIG R A A VBHEARTT T BO il 71 -3
BITYER. BO il F3EWE tH BO 77 4000 r/min
B0 S min FrfR, BT AUIIE AR ME B HURE K. Sie
iR R, 5 BO #iFIZAHE, BO HIF_iEia T4
TERZFPRIT AR . REY A SR, BO il EiEE
T H/INERF R B ] ATY T WO R s iE, A R i
B, FRAFINEREL, Mg eim, SHERA
FHECAR WG, FE H A & IR A F e s S L
IR AR LA o I 5 IR AT A2 BT -0
ARERIRER Sy, TR & R RITER R 3
FRZER, FrLh BO il L3S rva T /R AN B EE AR,

3 ZHig

3.1 KHIRESNAE AT 5, R
K, FHEECETE, Ak ig s, £
FRARI LA, 0 i3 4 P S BE(ALT) 1% 71 (1) This
(p<0.001)~ AR IHAH ST 1) LR Fe i K Pk AR B,
TN SREBP-1c JEHEFH ISFE L mRNA 7K
(KT LA e PPARo 3B mRNA 7K 23

FEfik. BO Tl & RS PR AT )
B ZE AP (p<0.05) o Ko TSRO 1 AT 405 /8 B

BO @@E COBRAN BUTHIE TP K, IR IT AL 50
AR, 5 E BRI ALT 35 /7, BEACINE TG Al
LDL )& FE s HDL 14 &, FETRRACAE R
A (MDA & &, W3 T A ) it
1B (SOD) AN B H o S8 AL VB (GSH-Px) (135 77 -
[EHF, BO T 15 & &0 T PPARa. ACOXI F
L-FABP mRNA 7K-F-HIFEAC, 2200 Bk 25t s
WA B il . 256 UL BE5 R, BO il 56
FEPEIF U AR ER, fERINLEI T e 4 s 4
ZURPUEAARE ST, GRS A, SRARTIRS 2R 5
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