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M) &, BFSE &K BE, NAR 5 BR 23 A i 20
2,2 -BRE - =3 - L H AR I Mk —6 - 2 H
R 1 2 0 v BE 43 510R 0.32 F10.39 mg/mL, ifij H.
HIHBR RS B 3L RE T LLPT &R 2,6- 80T
He—a-W R TSR RS NAR X & B B
A A 2, 2B -1 — o B P R B
MITERRAE 11 . NAR ] $2 & o8 TR bt A AL
TGP, D8R A N i A . IR A 3R W], NAR
s T IR/ A T B HOC2 4 fifg vk AE b
Yy AL i ( superoxide dismutase, SOD) . i %8 1k &
ity ( catalase, CAT ) FI 4% Jbt H Ikt 016 ¥ 8 ( gluta-
thione peroxidase , GSH-Px ) i ¥4 A9 B A , A 3%
FEAIC T 40 g N 35 7% %A (reactive oxygen species,
ROS) 174 — [ ( malondialdehyde , MDA ) fit] 7K °F-
W T AN B ARG & B, NAR
L 4 = SOD Fl CAT if ¥, [l SOD, CAT #i
GSH-Px JER )38 72 MW HLA ST A LB I &
FEREE/EHT", NAR £ 2 585 S LRl 5

K AL B ) . R B2 MG
A 2 (nuclear factor E2-related factor 2, Nrf2) &
PR A 5 38 B % DG HE R Y R, 1 ST R A T AR
fiff 5 T RN T ST TS AL (%) B 8 R 656 T NAR
R AILEE 3 34 B ( phosphatidylinositol 3 kinase
PI3K) /5 [ B ( protein kinase B, Akt) {5 5 il
TG Nrf2 42 5 52 Nrf2 5 19 Bt A0 88 1 i 41
Z N4 -1 ( heme oxygenase-1, HO-1) il if 5 7l
JETE i J W 0 A 1 R Wl R IR AR Ak I8 R 1
[ NAD(P)H quinone oxidoreductase 1, NQO1 ] )&
ST AL IR N S A7 1 TR | ) S R SR 0 2
L, NAR 4 A] 38 o8 300 S R R Ak A DO
( AMP-activated kinase, AMPK ) /Nrf2 & 1% il #2 {4
SMEAR BB, £E BRI NAR — )y If 3 5 4%
EEE A B, LA B R et S — 7
T AT B v AL P IR B AR A B T A % R AL AR
L5 L A, NAR 38 AT 38 3 3006 B A e 15 5
%, BEsRHUABT AT R S (K 2)

Naringin : #ff 7 7 ; PI3K . 5 iR HILE 3 6 phosphatidylinositol 3 kinase ; Akt: 2 [ [# B protein kinase B;Keapl ; Kelch ¥
R AN EAH K M 1 Kelch-like epichlorohydrin-associated protein 1; Nrf2: # [K T E2 #H¢ A F 2 nuclear factor E2-related
factor 2; ARE . JTH AL X v JG4 antioxidant response element; HO-1: I £1 25 N % i —1 heme oxygenase-1;NQO1 : i J& 71 4K ik
JHig MR W 1 A% R I R 1 480 fL 18 JE B 1 NAD (P) H quinone oxidoreductase 1; Nucleus: 21 it #% ; Oxidative stress; 4L v # ;
CAT . i FH AL S catalase; SOD ; #8 5 AL #) 5 fL i superoxide dismutase; GSH-Px: 7% Bt H ki A AL ¥ i glutathione peroxi-

dase,,

E2 NARHBHELNE
Fig.2 Antioxidant mechanism of NAR""*™''
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2.2 HKINEE

RAE A — B 5 K G R BLHI, J2 50 95 I L 1Y
— AR, A RAE o B SR Z G AL,
S ER FHLOFTEIUASI G, BREN, ©A K
= AF 5T 2 W, NAR 7E 3h ) R 38 % e
R AT R G M g Y A R RE B R
U B B8 il A AE L0 1 T o 7 /s BRI JIRE 4% #6871
i ONAR W00 TR h e 5 R A R E o F2E R
B E R T B T 48 1 40 B PR A A
% (interleukin, IL) =2 IL-6 i & 3R L K F — o
(tumor necrosis factor-a, TNF-a) Fl IL-17 7K - )
PAR =T, AL R W U N D O
F IL-4 Al IL-10 53 5 5 % WF 58 38 % B, NAR
b 3 AT REALC N 20 2 i S A — S AL A & 1 (induc-
ible nitric oxide synthase, iNOS) . 3% & i —2 ( cy-
clooxygenase-2,COX-2) 4il L i Fff 43+ -1 I E g
20 M 5 PR -2 SF AT BT mRNA Kk K-
IR FE T AL A KT -B1 B9 mRNA Kk K
SR RS R NAR ASAGHE I 5 T I AR
0 B ) VSR = Al IR T 7 K
YER, T L 78 5 PR 3R 3k | 52 i) 3K 26 240 Jif [ 5 11
VA, BIFSE IR, A A R I B 2 0 (-
popolysaccharide , LPS) / ATP #il# ) 1= 1 4 iy {2
RINF IL-6 . IL-1B I TNF-a f9 53 W, 25 % h
B AT ) LPS/ ATP 3l #1441 i o NOD
¥t % K % 1 3 ( NOD-like receptor protein 3,
NLRP3) /i F FAE 41 A2 [ IL-18 #9312
e R K A G R 25 11 it ( Caspase ) —1 A=A R T
AH 2% BE A5 #F 8 A (apoptosis-associated speck-like
protein, ASC) 9 2 ¥ 1k } gasdermin D-N R i
( GSDMD-NT) {774 FA T 120 1A, NAR &
38 1 1 # #% H F — «B ( nuclear factor-kB, NF-kB) .
24 Z4 )5 U5 A B 11 B ( mitogen activated protein ki-
nase , MAPK) Al PI3K/ Akt {55 5 4 i LPS i %
) NLRP3 1 IL-13 3 ik, Jf i & T # NLRP3 #il
ASC Z [&] B AH AR AT ) NLRP3 5 1 /MA 2 4
FHEPIRAE . NAR b Al i 40 i 25 15 5
W EAEDLR IIAE, Liu % BF5¢ % W, NAR i
i T4 NF-«B Hl MAPK {553 % i & 30 T LPS
Py B H - IL-8  FRAZ A0 a1k 2 1 -1 (mon-
ocyte chemotactic protein-1, MCP-1) Al . I 41 Jif 58
JiE 2 1 — 1o ( macrophage inflammatory protein-la,

MIP-1a) 9 43 Wb, I 2 1) 2 4K 0 1k 18 35 R fIC LPS
7S IL-8, MCP-1 Fl MIP-1a ") mRNA ik,
AT NAR 3458 5 # i) NF-xB 1976 fksi /> LPS i
SR —SAA LA (NO) B =4 2% Bl 1, NAR
A3 5k AR R R BT AR 4 B R R i 2 ) Y
fiir , 0l NLRP3 i #2448 i 72 A 8 X+
(YRR TR, 400 AR AE {5 5 30 I R DT R IR (& 3)
2.3 HBhEINRE

AR SE & B, NAR BLA R AT FURA1E A,
A A SR TS FA YT AE I e AL S . —
J7TH , NAR G TP 40 o 5 19, 75 S A0 M g 1
NAR il B BE IR B~ PR 2 1 ( Ser675) FI B IR
Wi JEA BEELG — 3 B ( Ser9) 132 35 FIBA R Ak FH KT B—
IR AR U S [ IS S A0 A A SR
F P21/cip Fl P27/kip 3Rk, filh & & 2096 41 Jifg J&]
I TE GO/G1 1, BELIWTRE 40 i 43 24 7 1
40 A b [l A & K NAR BH B8 290 i J 0, 75 5 1
APE T 5, NAR 18 i Z P50 AP P
PR AR/ SR AE 40 1 49 7=, Banjerdpongchai 25 '*
5T 30 NAR G 33 005 2R AR A 5 1Y) Caspase-9
H1 Caspase-8 /1 F AL #8 T- K + Bid & H /) 7K fit
75 /P9 HepG2 40U 7=, Ramesh 55 5% &
PH, NAR 3l 5 P01 32 R RN b 4 345 42 48 i 42 o 1=
[ Caspase .p53 B 40 fL ik U -2 #H & X & A
(B-cell lymphoma 2-associated X protein, Bax) . Fas
BeT- 32 R K HL AR 5 8 Fas #H SBT3, 25 H ( Fas
associated death domain protein, FADD) i #1515 5
SiHa ‘& 0008 41 ML 7=, NAR 138 a3 {5 558 B A
ST WS S R 40 B To . NAR 8 i) BH By
PI3K/Akt {5 5 i %, 38 fin 3% 8 A OCH8E H 1 BiE
3B- 11 1 [ 1 AH 56 25 11 Beclinl 19 3 35 D Je s /b
p62 ) 2 35 BT F W, A S W R A0 i Y
NAR i A 3 3 3805 MAPK 1 i] PI3K/ Akt/ I 7L 50
Y75 IH 2 2 8 K H ( mammalian target of rapamy-
cin,mTOR) {5 738 {5 5 A Wk, & 4% HAT AGS H
S AN A B B BT MR I A, NAR G i BH B
MAPK 553 % 1 0T, WA S BT 46 J 26 11 il 1Y)
FEIR TG, 06 B UST 4 iR 28 iR R A
FHBRHE R BRA R 3R AR Sh  NAR 36 1] 5 i 41 il
AN BB B, Dk /D g R AR B R B DL e S
PUIER 245 W 356 G I 1T, 400 ) 90 0 e A A O 58 B e
2 RIAE R T
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Naringin ; fill 52 #°; LPS : JI§ £ ## lipopolysaccharide ; NF-kB: #% [X 7 — kB nuclear factor-kB; NO: — % fk %&( nitric oxide;
MAPK : 22 %3515 40 75 (H #4 ¥ mitogen activated protein kinase ; PI3K : 5 2 JLEZ 3 # /i phosphatidylinositol 3 kinase ; Akt : 7K
W B protein kinase B ;Nucleus: i ifi#% ; IL-8. H 40 i/ 2% - 8 interleukin-8; MCP-1 . BA4% 41 i #4 4k 25 1 — 1 monocyte chemo-
tactic protein-1; MIP-1a; LI 40 il 48 iE 2 19 — 1o macrophage inflammatory protein-la; NLRP3 : NOD £ 3% &% |9 3 NOD-like
receptor protein 3 ;Pro-IL-1B: 1404~ ZE — 1B Hij{& interleukin-18 precursor; ASC: ## T=#AH 3¢ B £ £ 2 [ apoptosis-associated
speck-like protein ; Pro-Caspase-1: 2 [t %R K & & R 25 [ filf 1 Aj{A cysteine aspartate protease 1 precursor; Caspase-1: ¥ it & R
KA F IR E B 1 cysteine aspartate protease 1; GSDMD ; gasdermin D ; GSDMD-NT : gasdermin D-N K % gasdermin D-N ter-
minal ; IL-18 : F1 40 fi 4 Z - 1P interleukin-1B8 ; Thl cell: 4HBh %! T 48 1 T helper cell 1;Th2 cell: 4B A T 41Ji 2 T helper cell
2;1L-2: F i/~ & -2 interleukin-2;1L-6; [ 40 i /i Z -6 interleukin-6; TNF-o : '8 2R 3 K F —a tumor necrosis factor-o; IL-
17 A~ ZE -17 interleukin-17 ; IL-4 ; F #Hig /> £ -4 interleukin-4;IL-10; [ 40 fi 5 2 - 10 interleukin-10,

B3 NAR BIHTRHLF

Fig.3 Anti-inflammatory mechanism of NAR*™*

2.4 EFT M0 HEAC G Th e
NAR 3 i 96 15 B K AL 5 1 70 ik g 1) 355 1k 40
R BR KA G AR o o=V oy T I oo — ] 2 A
Bl S YR N ST TR K AR 45 W 20 M 7 A B
ABEAILAR I AT 4 Tt , 7 1~ 50l e o 4 o) o=
Hoy BRI oo = 260 Y 06 1, A R ML K AL
LRI R R 1 N I 1
NAR AJ 5 25410 o — 3 53 I M o — 78] 200 0 I 05
P, AR SR BEARAE L ) — BB S TR AR R T
NAR ] T oo—JE A3 TR oo 81 260 W Y 18 1) 135
P, HFCXT 2 e A = 00 i o JBE A ASCR v T
BELGB R P R, NAR AT A & —Fh A
R I e MU 19 B R AR50 . NAR L nl i
A VY S RO AR P A OB S £ PR T I ) 9 A 4 7
T 2 W IR A BR 2 T 4 LA iR K P, AF S

FH] NAR 38 i 5 25 R8I Uk 7 26 4 — o — Wl R |
T R s e, A T R R G %) T 2 AR T s O B
W A 6 T O 4R M S AR ORI A, i 2
WEIRIR db/db /N B I, S A BF T R
NAR 1l 7l 1 s 1 =X AT T 72 422 b g 1 ) 2685 4 —
6-WE RN mRNA Fik, B3 1 T 4 4 0 i i
() mRNA 7K, 2035 T 2 08 bR s /N B 5 a0 g
i R AR R e — R R R R
I R 0 A AR S A R Ak R AL A B A
‘7& & ,ﬁﬁﬂ% 5 RIS — Bl JC 75 X 1B 5 2 0 9 ik
o7 B4 95 FHCIR 2, 5S040 M Py B AR S ALY
ﬁﬁ?ﬁﬁﬂ NAR A DL s AR 6 M b g 35 B 15 3R Bk
B8 TR PR 9 /0N B %) 1 I A, 308 3 4 4 P IR R A
Aﬁﬁﬁé%&{ﬁ%%@%ﬁ%m B 4NAEH T HaxX Fh
PRI 4E 5 ] DNA #5145 \NF-xB fil MAPK 4 &
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M5 B iRl 1 Ak NAR 8 T 3% &
PR 5 5 2 BUBHE PR O BRUASE BY 1Y JB B 3R K
P, VA MU K
2.5 EATERREINEE

Jig T A Sk A= i R H I - 3 — 5 R ( glycerin-3-
phosphate , G3P) ¥ 4% J& LA H 1l = 5 & i iy 5 %
AL, CTEGH TS A R AL (acetyl-CoA carboxylase,
ACC) HGNimR 7 Wi ( fatty acid synthetase , FAS) |
H b — 3 — 1l R Tk 2 4% 7 i — 1 ( glycerol-3-phosphate
acyltransferase-1, GPAT-1) Fll — it 3% H il Bk 3 7% #5
fitf—2 ( diacylglycerol acyltransferase-2, DGAT-2) 43
SRS B Sk A R G3P & 2 1Y FR g0
W58 & I, NAR A 30 5 SROpk R 33 R BRI o e /K
164G Wy I i T A 45 4 # 11 ( carbohydrate response
element binding protein, ChREBP) . {§ B% & 15 JC 1

24 % 11 —1c( sterol regulatory element binding pro-

tein-1c,SREBP-1c) ik WG, LA R EATT T i 4
MCACC FI FAS [R5k 1R, [F] i BE AR GPAT-1 Al
DGAT-2 [ H 7K, 40 il Jig 5 Sk A2 1R G3p
WA, DD A =R AR . NAR # i
i AMPK ) mRNA KV J 8 AR L 3R 0K, W3
M T ACC FAS il SREBP-1c ) mRNA &
IR, IR A R, Zhang STV WFSY R
BL,NAR & vl 3 i 14 E 40 o0 A 5t 5L 36 (leuko-
cyte differentiation antigen 36, CD36) #1 ACC [#AIX
R I T 1) 8% BRI 2 i I ) 26 B

AMPK B 1A A7 /2 41 Jifd B8 12 % Bk 2% g o AR 15
B VR 1T 2%, 76 R A o R rb R T R A R IR R 2R Rk
fig i ¥ ( hormone-sensitive lipase , HSL) FlJig fjj H i
—Tig A5 B ( adipose triglyceride lipase, ATGL) ft) 3%
ik PEHING R AR Y . AMPK TEJR IR B—E 1k
AT Ak S A B A 4 5 W0 G A2 1A ( peroxisome
proliferator activated receptor o, PPARa) W ¥ 10 F
Ufe 3 IR A 3 ol A% ) 9% %% #% 1 1 ( carnitine palmitoyl
transferase 1, CPT1) I L4 B A A AL 1 (acyl-
CoA oxidase 1,ACOX1) %MWl p-4E 1k,
W58 230, NAR 402 AT 3 58 AT JiE /) B AMPK #9384
I, 02 B 1 I 10 20 2 b s ik B B HSL T AT-
GL MEH RS, BH/NRALA P S5ENR p-5
LM ] CPT1  ACOX1 I fift A 1K & 14 2 (un-
coupling protein 2, UCP2) [ 315, ] NAR if i
P& B 107 4 A AR T R B — A Ak A B T2 s i
HEFR . NAR 38 AT 3 i 39 AMPK Hl ACC 1) i

Wb, AR 3-8 5 3— 1P kI — It 4l i A 38 J5L Tl
( 3-hydroxy 3-methylglutaryl CoA  reductase,
HMGCR) 13215 T FE AR 3T3-L1 IS 5 200 i ) fig
SRR il = 5 R, NAR A 5E i
ARNE BT Sk A A G3P ik At Hh O B il 1% 1 A i s
T 1) MBI/ g B 5 8, 448 v M e gk A o il 9
LR B—S A AP R I 5T i, I T 81 15 AL
TRRR BRI (L 4) .

3 NAR EEHAEFHHIRA
3.1 NAREXRE4A~HHINA
3.1.1 NAR X ZE&E A K8 A

T AR S I NAR AN AT 4 v 0 1 2R KR g
NSRS akiIR N A S 7 )i 2 R
RI0T ., WF 5 & I, A6 AR 25 48 38 BUJ5 5 19 12 1 5K
BEEA R RGER PR 30 mg/kg NAR, A
AT 38 A I B AR A AR L b o R 5 R
FAHXIK mRNA FE 109 28 2 Z R H 1k
H, 1 ELREAS $2 = PR XS 1Y R £ B FF- 2 H 3G
Ah,NAR i AT £ 55 B S8 A RE T, D PR Y ik
457, Ebirim 45 B 7T 2 W, AR RO I 80
F1160 mg/kg NAR W82 T/NVAG A, It
Hh,NAR i I 2546 55 T B R B 5 MR 5 3 A RS IR
HNRF, M T 8T S 80% GSH-Px 45 Bt H K
B e ¥ F% W ( glutathione S-transferase, GST ) Al
SOD J& ¥ T B, I 80385 T A XS (1 Ht S8 Ak B 18 &R 42
K MiE NO /AER A B . IREE T 5 NAR 11
o &80, 17.5 d IR A9 IR 8 73 51 30 mg NAR
A 5 S 0 A R A N X YR R R K R A IR
JEBEHIFE T F ) SR, Goliomytis 25" B 5¢ &
PR AR A 0.75 F 1.5 g/kg NAR X A 4 {4
% AR TP R B G R, NAR S8 7E
AV 158 E T ) 22 5 0T 6 E PR TS [R] i Bl RAS [ )
s, R T i — AT
3.1.2  NAR X5 & ZHH 1 GE F ™ i i 0T 1 52 M

WFFE & B, R R R NAR B 525 T =&
Je 399 B X ) i Y O TR B KT DA B Y R R AR
P RS PR 9 3 8 K SF- 45 8 T B BRI AR O i
F1R) X B DR ) 5 53 K S, LA Bl s 8 fn b 48 Ak
WA =, R TR 2 20 b A A SR R A
SR, 348 5 T I BE 410 BE 7 ol 412 32 B B i A 1
TR 32 Bt 5 — TUF 9% 2 B, FA) AR s
0.1% .0.2% F1 0.4% Y NAR 8 J&J5 , o] AR 7 & 5
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W= WA R L R T AR AR, s R
B BA, AR PRI 0.2% 1 0.4% 1Y
NAR ¥ A 46 7™ 88 J5 HH = 2 XS HE IR A A9 HE O £k 4=
1 P %5 | DN 5L 45 ZORN B 5L 04 4 ff 1% 58 %, H X Fp
FEFITTAE 2 T NAR 25 T = #0Fh A it 4 1 i
J1 W T AL 51 R B9 5P M 810, Bao
IS T NAR BEWE 22 i AL R A S /A
B3 P A0, I 8 e AR TG A Ak I 8 A R o 2 B RS Y
FEERMERE . BR DL b AR R R BT P BE A1, AR TR

VD VR R B R N 30 22 O A R D TR ek
2 RIXG i o R i, HL G X i 7 2 1%/ R T R 2 Sl
i Y FEE T PPARa FIl ACOXT B 3% 1K K 38 i
T R R AT T RN N s DR b RN |
1.5 g/kg NAR X 3% P9 pH A & 57 U] ) M1 2% &
PR TCRE M, H) R T XS B A (4 CF
6 F19 d,—20 CF 120 d) MDA fy & &, I H i
AR SR E AR BLAh, 7 XS 1R A
RSN 0.75 g/kg NAR, #2739 2 ) & L fa

7 NAR 36 m] $2 55 X8 25 F1 B 52 e XY R A /Y Bt &4k
eI B FE R AR BT AR WESY B NAR fEil

P FERC T XY A BT SR O AT o )

Naringin : #li i 1 ; Free fatty acids : Ji# 55 5 I 2 ; CD36 . H 41 M8 /3L BT B 36 leukocyte differentiation antigen 36 ; G3P: H i —
3—WEER glycerin-3-phosphate ; GPAT-1 . H i —3— i BR Bt R 4% # fif— 1 glycerol-3-phosphate acyltransferase-1; LPA . ¥ Il 15 5 2
lysophosphatidic acid ; PA ; #§l§f2 phosphatidic acid; DAG: -t H il diacylglycerol; DGAT-2; —Ft 3t H il Bt FL % #4 flf—2 dia-
cylglycerol acyltransferase-2; TG synthesis : H i = fi§ & i triglyceride synthesis ; Citrate ; #7° 15 ik £1 ; Acetyl-CoA . Z BE 4l i A ;
ACC . Z TS A FRILEE acetyl-CoA carboxylase ; Malonyl-CoA : N B4 A; FAS . Ig/IifR & Wi/ fatty acid synthetase; Ac-
yl-CoA . It 24 i A ; ChREBP . ik 7Ktk &9 Jw b T 1F 45 A % 1 carbohydrate response element binding protein ; SREBP-1c : f i
PEHICF4E G 2 H —1c sterol regulatory element binding protein-1c; TG ; H il =§ triglyceride ; ATGL : i§ Il H il =R 5 adi-
pose triglyceride lipase ; MAG : 5. H i§ monoglyceride ; Glycerol : H i ; TG mobilization : H i = Hg 3/ {1 triglyceride mobilization;
FA . JIg iz fatty acid; AMPK . FAf 2 IR 1 16 46 5 11 I8 BF AMP-activated kinase ; CPT1 ; [N #E 0 BE AR B #2161 carnitine palmi-
toyl transferase 1; ACOX1 . B 3L4HAE A S 1L 1 acyl-CoA oxidase 1; UCP2. ff#{# % 2 1 2 uncoupling protein 2 ; B-oxidation
B-% 1k ;HMGCR ;3- ¥4k 3—H 3 % B4 A 34 )5 3-hydroxy 3-methylglutaryl CoA reductase ; Sterol synthesis ; [& & i

B 4 NAR ETAERKHEYLE
Fig.4 Mechanism of NAR regulates lipid metabolism'

4,51-53,56]

3.2 NAR EHEFHHIEA
NAR 1] #5475 i) A= = PERE , o3 & IR R

i SR A A ARRE P, A6 A TR AR R S NAR A
AR SR (25~ 66 H %) (14 14 5 11
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B SR m AT R A = PEBE ™ . LAk, NAR £
WEERE T ONER KA E R SEE R R
R R S aT R 7EF IR
AP E AN 0.5 g/kg NAR & B T 4% (1 R UL A1
s A, FLR A & 1.5 g/kg B & 4 5
T AN pH 5 i JILTF R B 5 DL S SOD i P4 il
SPUEARE JT, 4 & T FE SOD Al GSH-Px i
PET BT NAR AL AT o3 AR A 00 R A 1
T R AR AR R BT, IR AN, AR B
HAFEI1.3.5 7 g/kg B NAR 20728 T 4 4
FOGE AR, IR H IR 5 g/kg NAR ] i 48 =55
PR 5 BE R Z1 B2 A, B IG B B2 M, ok 5 O i Jak
HE,
3.3 NARZER&GHWEFHRII A

KA YA 7 B v R RS B L B ok
PR, R, SK R E RBUEE pH T
K, 5 R B R 3 S — R AR T
Vb, T T 8 £ v RS Rk 1k RO 1 0 1 R A R IR
A8y e G R ORI R, WF ST R R, TR
BRI TN 0.5 g/kg NAR B 3548 & 7 1L 2F 9%
B pH AT R H i, AR TSGR L 51 A0 7L R VR
S T D ROR MR R 5 B0 9 N SRR AR A O
g ERR B AN, NAR I8 BB FRAE T 1L 2E
M4 IL-6 FIVEMFER A & &, G ff T mfs Rk
AT 0 R N, P2 & T I GSH-Px
PR FEAR T MLTE MDA & &, 8085 1 RS RH) R 175
K AL R . Balcells %57 [ £ BF 58 4E 11,
T AR R S I A W B (32 K 4 o NAR) BT 30K
7 ) DR v A AL ) R ) /N B 2 R T R T T R AR
BRRTER AR,

TR YT A Bl P A e AR AR 2 R 4 9 I
FEG R MU AL R M R AE , BSR4 s A
PERET ™ Alhidary %™ ST R B, 45 T IO K
EF T gMNAR, BERE TEFEWFH G E
AR AL 0%, s T S E A e 4
14 g/JAINAR &4 & T 1L 2% SOD Al GSH-Px i
PR SR TALR ST EAIRES . LAk, £ 58 NAR
HEAN T TSR M5 R 24 h 5 AL AR
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Biological Functions of Naringin and Its Application in Livestock Production

LI Liuxue ZHAO Yuchao YU Shigiang JIANG Linshu”
( Key Laboratory for Dairy Cow Nutrition, College of Animal Science and Technology, Beijing
University of Agriculture, Beijing 102206, China)

Abstract: Under the background of “no antibiotic” in feed, finding and developing various antibiotic substi-
tutes has become an important problem to be solved urgently in animal husbandry. Naringin (NAR) is a sub-
class of flavonoids, which has many biological functions such as antioxidation, anti-inflammation, anti-tumor
and improving glucose and lipid metabolism, and may become a feed additive instead of antibiotics. In this pa-
per, the physical and chemical properties, biological functions and applications of NAR in livestock production
were reviewed, in order to provide theoretical references for the application and popularization of NAR in live-
stock production.[ Chinese Journal of Animal Nutrition , 2023, 35(10) :6257-6268 |
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