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Lt i e Wk B X5 B B AT & 38 BT #4719
&I 1E H L

sl BT mEE £ R
FEIHET PN
(L oAl e BRI BT A Ml B G 73R T A TP S35 LT 1000815
2. LB A BRI fOA R 7, L 200082)

B

B E: KRB EEFRRAERE(PQQ) By g &2 fig Iy T 42 4 AR 69 VE A ALKl . 2 A 29 A #
B ZABERA 288 R MG A4 A, BHEONEL AT 12 A, [ AA A RA, 4RI 8
AAR (AR HFAE 11.03 MI/kg, # & &G T 16.2% ) 5 11 48 % y2 2 AR A 40, 4k 3 AR AR & & A AR (K
WAk 12.75 MI/kg, B AR 13.0% ) ; M A=V a5 5] £ 11 4069 & A8 F & R AR K 2 £ g
0.08420.16 mg/kg 4 PQQ, XIx#4 &, R AW 1)5 [ @, 1 485 41 F% G 144 %
T T BN TR AR R I A AT R RO S B R TR H b =8 R e B B A
BEIZH(P<0.05), X ERHERIHFTHEILEI (P <0.05);2) 44 PQQ T B F 4] & At
KRG RPARII ARG T HH =SB E R R P SRR ERGITH(P<
0.05),i% 3] 5 xf B 2048 & 49 K -F53) 44 PQQ =T 2 3 47 4] & A 1K & & Ji 49 A4 5| AL 89 AT Ik F A2
FACH HACH F AR A R B4 2 91 &5 (P <0.05) ;4) 44 PQQ 7T 2 % #7 4l & fb I & &
B AR T AW B A T M 2 A ARAR 3T &0 U (P <0.05) , #p A7 AL B £ B Ao 2 L & & C AR
FHBEA(P <0.05) ;5) 44 PQQ 7T AL R & & A A& & AR 0 B X ARG AT, e 55 &
WA S WK, R R A2 PQQ XM R EF £7F(P>0.05), WL, 44 PQQ Tid

3 BB R AT R X AR AR 2 AR LR AR A e A B AL T AR TR B B g AT 4R A AE
KGRI : LA ER ; B B B T 4R A AR 5 @ AR AR SR & AR AR s iR R B

HE 5 ES:S831.5 MERARIRED A
8 W B1-27 A 4iF ( fatty liver syndrome , FLS) 25
W 3 7 R L T — o 78 R A R (R
F>15% ), — MR IIR LT Fm (F I m ik
30% ) o FR ARG AOME 7 AR e 0, R 45 AR X
FREEM T RBOR I A BE 2k o RS K & Ig B AR
W EZG I, 72 by kA FLS 31X 5 HAR Bt
IR | JHF 40 B rp SR R BB i 0 A G, BESE R
W, R 7 e SE P AR B 1 32— b SR A B , 26
LRI NG SN Tl R A RN =R AR g e
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% 20 &

WD LA FETR YT O A B R AT R
I A OB AR A OGP T T A AR
Ao PQQ i i #7 o T A AL i 15 1k s B P AT A
GBS R IR N K TR R R R
PQQ REE LRI G B i, Al 2 L e o 154, 4
RN LRI R B AP o AR SR S R B oY
W, PQQ REHR i HE NS R N ST A AL HLRE , 1 AR Hh i
i PQQ eIk = REAR AR F1 AR AR 5 S 14 RS IR 17
TFe B, AR5 5 76 BF 5T 4 AR I A ] 59) 4
PQQ X AN T8 T (R REMIR A 1 s Il AR ) FLS 7= X6
4 JEF 5 A 38 047 A A A T L I U R A i i
DIRE ST HE 21 0 BEAZ A6 A 52 W, 6 A2 o 35 I
JUE AR B A QI AT A8 A 1 R 7 55 M U K A 2 R
A 5, TR T PQQ 78 19 B 2 X i 105 A % A ik e
HRT REAE HIBILR

1 #RE5FEE
1.1 RIEH#

PQQ H AL W) K e B, 8 >99.9% , i I
B AR AT DA R TR
1.2 RIeig it R

VERR 7 B R T AR Y 29 JA IS 1R 22 4 B XY
288 HLBEMLAr e 4 A4l (T D I V), B4
doAHEE, BArEL 12 A, Bulil A, il
WA A, T 4l xd BRAL, A IR R OK — ORI il
TR 5 120y o BEASE B0 241, ] IR 5 e AU 20 11 5 4
K ATV 41 2 PQQ B 41, 73 HI7E 1 4H /Y =5 e
A P BT iR AR AR Al S hm 0,08 F1 0. 16 mg/kg 1Y
PQQ.

Xif B ZH AR 2 BNRC (1994) F1CXS 1) 4] 57 A
HEY (NY/T 33—2004 ) , 45 & iff >4 48 H 391 57 F
WE B oK — SR R AR 5 2850 20 1) A 5 e
ML 5 AN 2 IR R b v A At 35 DL it
RAERC I T (1) .
1.3 AFxEE

KRG & 3 R, N LA
A OGN EANE RO IR EE 20 1x, GOG IR
] 16 h/d; MIXHREE 50% ~90% , 5 4K X5 1 ]
TRl S & o BERATEE 2 0, S84 R B R
BAPOK. B HRE2 K IE2 2 WK, F 1R
o MBS B

1.4 HmX&

I 45 AN, g T A B AL R SRR A O Y 2R
W1 HBSESRIM, Wt 3 000 r/min 5.0 10 min
Hil# MmdK , —30 CHAF; M5 ~8 cm JHHLH, &
10 % i R Hy Ry i b [ 5, FH T 2H 40 3k Ay
3 WO [R] FR AL FE 5 g, B T 4040, WA IR
-80 CTIH-A1E,

1.5 HBHRNERTE
151 AR 4R I

SR FH 8 R 4y A T 2 000 A T O S R Ak ) L
LT (T-SOD) iy 14 , i AR 2 bb % B2 (TBA ) 1 i
S JFEN 8 (MDA) &5 & 5 bb (835 I 5 1 2% 4 5
e Mg (ALT) A3 52 1 (AST) 1 P, s ik
B2 (BCA) Bl A3k p B B & &, 5l & 1
W) 19 e o AR ) AR SE T . A S 3R R
—-80 CHMF 0.5 g & H AL 1:9 I ABEIRE:
Zeoh W, O IKA T10 = #4215 3L &) 9%,
3 500 r/minE.[> 10 min, B 35 R0 o
1.5.2 JFESH il =8 (TG) H1EH [ B ( TC)
140

K FHWEIR H i 28 1L 1 ( GPO-PAP ) 34 I & JIF I
H TG #1 TC & &, 1500 & B Jb st b AR i R
RN A PR A o il 45 HF 40 3% - 2 B8 Foleh 2577 3%
JEms A kg, 0.1 g FRIFAE, A 20 5 AR K
A5 - W (2:1, V/V)IRGW, ATt i g
WA 0.2 AT 0.37% KClLEH, 7% B2
VW, AT - B - 7K (3:48:47, V/V/ V) IR WK
Ve 2 W BUFSIHRM Bk iln & e o
1.5.3  JH-40 B P9 4R 7R A0 X & & ( mtDNA/#%
DNA) iyl &

F 52 9256 % it PCR (RT-PCR) J7 4 5& JIF
JIE SR AR AR X B i D) O A1 28, Fie iR &
( QIAamp DNA Mini Kit, Qiagen) i B , #2 B DNA
(BLFEZORLR DNA Fit% DNA) . J3 5 E B - L
B (B-actin) FIZ R fk ATP 45 il 1 %5 8 (ATP
synthase subunit 8, ATP 8) £:[F ., 1% DNA F1£k ki
ik ATP 8 gt 43 Fl 10 A10. 1 ng DNA AR

A4 4L X % ( GenBank ) & 31 ATP 8 Fil B-ac-
tin FE A P 4, o 36 [ R AE M ERE B o
(NCBI) iy Primer-BLAST {33519 (£ 2),
HH b R — e A R AT BRA F B
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x1 EARARKREFKTE (KT EAM)

Table 1 Composition and nutrient levels of diets (air-dry basis) %
Wi H Items FLAH A RS Basal diet Er BEK 3 B F M High-energy low-protein diet
JEK} Ingredients
F K Corn 62.92 64.37
5k Soybean meal 26.23 18.50
143 Limestone 8.89 9.00
Y&y Chicken fat 6.00
TiiREl Premix" 1.96 2.13
£} Total 100. 00 100. 00
K- Nutrient levels”
LI EE ME/(MJ/kg) 11.030 12.750
HE AR CP 16. 200 13. 000
5E Ca 3. 440 3.500
Wk TP 0. 540 0. 500
B AP 0. 360 0. 340
ffi = R Lys 0.788 0.735
FEH R Met 0. 360 0.352

U IR R A T v MR 2 3t Premix provided the following per kg of diets; VA 8 000 TU, VD 2 200 IU, VE 30 TU, VK
2 mg,Fi/li¢ % thiamine 1 mg, % & riboflavin 5.5 mg,Z fik45 calcium pantothenate 13 mg, }H{fi? niacin 36 mg, LM% fE pyri-
doxine 8 mg, &= #) & biotin 0.5 mg, g folic acid 0.5 mg, VB, 0.02 mg,Mn 65 mg,I 1 mg,Fe 60 mg,Cu 8 mg,Zn 66 mg,

Se 0.3 mg,CaHPO, 130 g,NaCl 30 g,

2 B F KB . Nutrient levels were calculated values.

*2 BWEBERHNSEERT-PCR3Y
Table 2 RT-PCR primes of target gene and reference gene

i H Items

ATP 4537 3 8 JE[H] ATP 8 gene

B — WLah & [ 3L B-actin gene

Fi#51%) Sense primer (5'—3") ATCCTCACTACTGTCATCTTAAC ATCCGGACCCTCCATTGTC
N5 Antisense primer (3'—5") AGTATGATGGAGAATCATGG AGCCATGCCAATCTCGTCTT
P B B K JE Amplified fragment length/bp 133 120
N % 755 GenBank number NC_001323 NM_205518

7E CFX96 SLHT ¢t % 1t PCR kIl 4X ( CFX96 R T

RT-PCR Detection System, Bio-Rad Laboratories,
Hercules, CA, USA) i 47 RT-PCR Ju i, JZ W 5%
fF B 1 5 94 °C 30 s; 43R 2 43 3 4, A1 94 C
55,57 CT15s,72 C 10 s, EHE 40 ;) 65 CTH
ATHRE] 95 C R M2, L A RE X 2
(LT R i 2 78I o ANCr 2R 1A/
o= ACt LKA/ (BEHERE) — ACt LBLAR/ %
GIAE) , ACt RKLIR/ K% = Ct KR — Cr 1%,
1.5.4  JiF4i a2 R 2 se il

2R oy B R B o0 B EORL IR, BT A e
ORI SE TF A B ZORL AR rP AT IR IR & i (CS) A4 i
R C %L (CCO) Tk 14, I A B ot g B
R0l R = S B 1 7S

1.5.5  JHF R 2H 239 B2 0l

W 181 7 T 10 % A8 IR BRI b 9 JHEDE 4 2 B
YIMCIE BRI, B A0 A B 95 K ks - 4t
(HE) Yo, S8 W48, X 2 20055 #L AR 1k #E 47 9F
5y o Y1 B A AR SR LA AR R S mI A
1.6 HIEIE

FTA B B 55 4 Excel 2003 4B 5% ] SPSS
16.0 fY one-way ANONA #2 & 4t i1 43 ¥, Duncan
REFHITZHEHILK, P <0.05 HEFTE.

2 #R59Hm
2.1 FFAEAATRIEFEINE
SN SIS 6 s e Y R O AN L e A N
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S

26 45

W AR /N 5] R L 9 A9 e MR 200 s Ul
ARV o I A EE RS I /N i 45 R 1 A7, 9 o3 T A N R
LRI R, T AR I HE S ZEAL 5 Jm A X o i
Jok J] BT AT DL DA 8 A 0 3R 5 /0 L D S
JRr TIPS B v ml L/ 2140 i 5 Je BRI 4 i rh s
AR PEAM ERFEASE . PQQ #RINZL (I IV 4H)
RPN TR RE B e, T /N 25 A JEAS TE 3 34
I PR HRBNZ AL, AR LA AE A A, A B s 1077
AT

NI,
'I ol s

Tl

1 ZHAFBARREFNE

Liver histopathological observation in all groups

Fig. 1

2.2 FFEERRRSHANBFINBEFE 4R
3 AT, X F IR B A 5 45, 5 1 4148

to, MELFAE TG F1 TC & & I8 % T+ & 63. 07% FI
137.13% (P <0.05) , Il . IV 41 ;i )k TG . TC & &
S IHERARZE(P>0.05); 5 T4ME, M4
JHIE TG #1 TC & & B & FEAR(P <0.05) , VAT
JIE TG & & W PR (P <0.05) , TC & & B A F#
R Gt L EZR AR ZE(P>0.05); M 5VA
ZFES TG . TC S ERARE(P>0.05),

XTI aetE bR, 5 1T A e, T4 i 3 o
AST fl ALT 36 PE R &4 B8k (P >0.05) , 11
FIVAR ALT 3R EMT I T4 (P <0.05);
I VAHZEEABEZEST(P>0.05),

Al DL R AR 1 IR 5 1R B I IE TG
TC &84k, fEA i PQQ (I . IVA) J5 153 3] i 2%
M U PQQ iy 0.08 B 0. 16 mg/kg B A I
FEXS . mBeRE A AR IF ARSI AST Fi
ALT 36 VER 35 T o
2.3 FFREIRILEE

M4 AL S T 4l M e, T 410 AE + MDA
FRBFEIE T 62.50% (P <0.05), JiFEH
T-SODJE P B B AR T 24.84% (P <0.05) ;5 11
AR, I IV AL IE H MDA 5 i g BRI (P <
0.05) , JiFfEH T-SOD 3% Pk i 2 F+ %5 (P <0.05) ;
Il IV 4 Z [8] JF JE o T-SOD 3 ¥ % A i & 25 5
(P>0.05)

*=3 1A PQQ XF A5 R AT E X AT B X 5 F AT TheE A0 32 i
Table 3 Effects of dietary PQQ on liver lipid profiles and liver function of fatty liver laying hens
i H I I 4 11 N V4 SEM P{H
Items Group | Group [l Group Il Group [V P-value
JFAE H il =g Liver TG/ (mg/g) 18.52° 30.20° 15.87° 16. 65" 2.00 0.01
JF A 25 H [ B Liver TC/(mg/g) 7.03° 16. 67" 8.29° 11.06% 1.51 <0.01
1L 2% 45 B G 2 Jif Plasma AST/(U/L) 7.47 8. 66 8.61 7.65 0.58 0.86
I 3% 48 TR 6 2 il Plasma ALT/(U/L) 72.47" 84. 66" 50. 33" 54.26° 3.93 <0.01

AT R R A RN TR 2257 B3 (P <0.05) o N[,

In the same row, values with different small letter superscripts mean significant difference ( P <0.05). The same as below.

2.4 BF&RALIRINREEEE 14

M4 v, 5 1AM, I 2410 40 i 4 0 ik
P CS F1 CCO i M43 il &8 & PR AIK T 28. 35% Al
34.97% (P <0.05) , Il . IV 5 [ 227N 0E
(P>0.05); 5 M4AEL, 4Ry CS Al CCO 351
SRR ETE T 42.38% F150.66% (P <0.05) ,

IV CS iEMFAE T 23.71% (HER AR E (P>
0.05),CCO 7§ M & 2 FF & T 47. 75% (P <
0.05), I \IV41 =z 5] CS F1 CCO 4 25 7+ 1 8. 3%
(P>0.05), A UL, fal AR i PQQ T 41 i 5 ik
FE AR SR A CS F1 CCO 15 HEFEIK .



3 3] K A G I AR X I 07 S5 0 453 3 1) £ 3 1 AL o 655

x4 AR PQQ X A5 A BT E G 1 F AL BE F1 70 BT 48 A £k L 4K Th BE B9 2 1

Table 4 Effects of dietary PQQ on anti-oxidative capacity and hepatic mitochondrial function of fatty liver laying hens

it H 14 4 44 V4l SEM P1A
Items Group | Group [l Group Il Group [V P-value
JFE PN — % Liver MDA/ ( nmol/mg prot) 0.64° 1.04° 0.82" 0.85" 0.42 <0.01
JFF IO 50 Ak 4y 1 A il ‘ b ‘

. 49* . .38* .14° 8.65 0.01
Liver T-SOD/( U/mg prot) 264. 49 198. 80 266. 38 260. 14 <
g4l CS/(U/g prot) 9. 694" 7.553° 10. 745° 9.343° 0.374 0.01
Yl {0 % C & L CCO/(U/g prot) 11. 060" 7.544° 11.356° 11.141° 0.495 <0.01

2.5 FFERLNEENESE

2 oA, S T aAe, T, 042k A
X EREAIR(P <0.05) , IV Lok (A AH x5 &
ZERARE(P>0.05) , b 1T H LR A AR &2
FEAR T 70.22% , MTAIREAG T 33.14% . 5 1T 4141
Pl T 20 4 k0 (4 A X &5 & W 3% I T 44 01%
(P<0.05), VALK AR S REEEAE T
124.79% (P <0.05) ,

a
0 aad
c b
a o B -_
14 4 4 VA

Group Il Group IV

content/%
S ==
S Lo Lo wn

JH- 40 B kLA A N & &
Hepatic mitochondrial relative

Group I Groupll

BARAE I bR i AR NG PR RN ZE R B F (P <
0.05),
Value columns with different small letters mean signifi-

cant difference (P <0.05).
B2 {E4R PQQ Xt A5 i AT & %G BT 48 B £k #ir K
B & ERIR M
Fig.2 Effects of dietary PQQ on hepatic mitochondrial

relative content of fatty liver laying hens

3 3 8
3.1 PQQ xifE i BF 5 78 BT BE J&R X 151 Fn BT T RE &
A

JE W7 I BE 5 | S 25 X S 0 B Joa AR 15 25 6L L B BT
RUHEPR TR T IhRERR RS o " L TG &
BTN BB, H S b RS AU
1/3 UL b JFF 4 i & A B i A2, BT 4 3 i R i

o AR5 rp I 20 36 X9 )1 ik 2H 23600 - v 1T 200 e g
i A PERR BE R A 1/3, A5 11 0 B S0 AL I I 23 98 5
HF#EH TG, TC 1 LDL-C & & & & 71 &, S5l
ONSCHRARE " — B, 76 I R AT A2 R b 1
ALT F1 AST 35 2 S e JT 45 3 1) 6 DL 46 s, K48
5% ALT fE7E P 2% 1, AST 17 7E T 40 MU 2% Fn 4k
REVR A o F R 4 2B J 05 A8 5t , TG A5 T 40 Jif 14 o
JiE AR, o 0tk 23 i 30 0T 200 e M 4
R AN , B ALT 55 1 J2 JT 20 e 458 425 114
HURAE AR o A BB AR 11 o 4R AR 5 RS 1Y I
3 ALT 3G 1R R T15 , B PQQ J5 24K &2 5 1F
HoAE, WK PQQ RE A 7 I U 40 i 6 32 45 405 o
PQQ it #5 & T 4 N S Wi R B — SR Ak i R, w38
T P 8 AR AKOF , A2 35 0 I 443 TG 45 B,
U/ T PN I TR S R R AT 400 e oh g e 4
PRIt PQQ A A b b 3% i 7 w36 T P 635
S
3.2 PQQ MASHFEBIELEE N
XY R B AR A R AR T 5 A ok
RN B — E AL I T A G 22 | SR AR I I B
Hr L S 0 3 48 (ROS) LR R &2 Rl
Sl R eI B 0 AR 008 I AR R
%, Ko TG 7EHF 20 o P4 BLE , ROS T 4 g 9 A
PRI 5 1 1S L4312 R N, o ) 440 e P 4
b, SEF M BG " . ABFFE R, BN PQQ
A 2 ) ] R v BTG B 1 o R AR | A 1) X i
IEPN MDA 5 i & 2 JF & Fl T-SOD 3 ¥ & 2 %
1. PQQ 1EH A &1 15 k48005 KR ), — 77 1 ol B
FEHE AN SRAR N, 55 H B SR ON, W BR 4
ey k0 4 i P AR 5 5 95— 7 T BE A R 4
A L TR 2255, B4 B X 44 Py Bt 4810 g TS
P, N A B
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% 20 &

3.3 PQQ 1B i BT = 75 BT 48 A 2k il 14 %4 2 70
s EA !

2L TR A0 S P9 1 R R T, R S I 1R
B — %Ak \ATP J ROS J¥ R i 3= % 48 (o1 , HCAE g 1
FFIE B b B AT A T, 26 0 % 0 P BT i 5
2 R T B FLS o 2k
9 1 BE P 8 K g W W % 25 L MR A ATP K OF- [
R o ARG, T 2 8 X T 40 28k R K X 75
B HIEH A T 77.02% 1 PQQ 4L IV4)
W B, AR PR B PQQ FRIHR A /DN BT 40 £k
PRA X & & PQQ B A W > T 20% ~
30% "5 L T OB WLEE, PQQ R N 4H /N B4
JiL PN o 1 K i B I 38, PQQ sk = 41 /)N BRI 41
L PR A M 0 A L 408 174 £ A P 1000 2 8 R I 1l
PRI (RCR) ™ 5 AR UG W50 45 AL, AT 20
T F 2 B 1 DR D, % T U ) R R AR
M RS

CS FA7E TEb R 2L TR, AL = SRR TG BF
114y RIS 32k i B A3t A% £k 1 b 7 i, 25 40 i o9 g
MR A AL AR 53 7 s CCO o TR i 1, R 2k
AU, A v e, £ 306 ) X S G, 5 ATP 19 4 A L
B 56, H T RE S 0 8 5 8 0 Al AT Y
RHAT K, LR CS R CCO I A5 43 5 FH ok
LA AR I RE AR AL . AR 56 5 REAR 2R 5 A
HBIH CS 1 CCO IF MR IR, 76 PQQ 41 (I . IV
) ¥1538) T B E M, 5 Chowanadisai %' 738
A 10 ~ 30 wmol PQQ 4k ¥l /Iy [ Hepal-6 4l i
24 ~48 h JFZRIR A CS Il CCO I 14 B 1 18 i g
ZER B,

X e B AR AR P TR R 5 A 1 o A A A
0 A 2R R D REHR 45, PQQ AT B i LA R
3A M EHEREEM & — AF v Lk,
PQQ 7 £ A W W 41 v A B 4245 v, 71 136 1) 200 JHg
B2 C b I AL AN RE R D (9 WP I i, AT o
IR B — Ak , VBl 20 0T 0 45 v el 7 0 T S 48
A R o T B R A N S R A O
e S DR M 3 B 1 ORI 6 3k, T B o kLA
P B P, U ROk A S . B B R AR T
(cAMP) J )i Je i 45 45 8 1 (CREB) & i 2 L)
EFMOT 2 1 3 R0 T - 1a (PGC-1a) 3 £L Y
EPE T 40 N ORI A2 A, PQQ RE
P B2 2R 4 i ) CREB-PGC-1 o 5l & 412 1E
2otk P A P . PQQ g ¥4 CREB 133

{3 22 B R A W R AL, 16 1 PGC-1a J 30 T+, 3
PGC-1a mRNA FIH [ B HF3% , HE— 2542 ik 4% 0T
W7 K 7 1/2 (NRF-1 NRF-2) {5 1k , il i <& ki 1k &
JK . PQQ L] B #41 # £ NRF-1 #1 NRF-2 ) i
TR Y £ OKE K 5% 5 T AL B1 Ml B2 (TFAM,
TFB1M ,TFB2M ) mRNA 2 i F 38 fil, A 171 40 384 2%
Rtk A o 5=, 1 ROS fY3 R, PQQ A
H SRR ROS SR, 420K (K 4 ROS 4=
IR 5 1) 20 25 1 A, D SR T | S 1
1 DAY 5 3o 40 A T IR S 2 0 O AR R o A
IREMIE % A% . H AT T PQQ X4k i fi Al
BRS¢ B4R th e/ B, JGTE 26 0 T JUE 9 A B A
VEFIDLEN 5 B3R 1 SR aULEAH K, A ik — 5
BF5E

4 £

TaDAR P R T R PQQ AT aE s 3 T 7 A I o
AR FIHL 41 2 B 2 47 2R 4 2l 257 i, 1 n £k
KA T RE , RS s BE AR 2 1 0 R 5 & 19 FLS, HL
AE P S A PQQ BN 0. 16 mg/kg 4%
REA
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Protective Mechanisms of Dietary Pyrroloquinoline Quinine on
Fatty Liver Laying Hens

ZHAO Qin' ZHANG Haijun' WU Shugeng'* YUE Hongyuan'
WANG Jing' QI Guanghai'* SUN Linlin®
(1. Key Laboratory of Feed Biotechnology of Ministry of Agricultural, Feed Research Institute ,
The Chinese Academy of Agricultural Science, Beijing 100081, China; 2. Shanghai Medical Life
Science Research Center Co ., Ltd ., Shanghai 200032, China)

Abstract; This experiment was conducted to investigate the protective mechanisms of dietary pyrroloquinoline
quinine ( PQQ) on laying hens with fatty liver syndrome. Two hundred and eighty eight Hy-Line brown laying
hens aged 29 weeks were randomly divided into 4 groups with 6 replicates per group and 12 hens per replicate.
Hens in group | (control group) were fed a basal diet (ME 11.03 MJ/kg; CP 16.2% ), hens in group Il
( pathological model control group) were fed a high-energy low-protein diet ( ME 12. 75 MJ/kg; CP
13.0% ), and hens in groups Il and IV were fed the high-energy low-protein diet ( the same as group II )
supplemented with 0.08 or 0. 16 mg/kg PQQ, respectively. The experiment lasted for 4 weeks. The results
showed as follows: 1) compared with the control group, high-energy low-protein diet in group Il successfully
induced experimental fatty liver model; there were large quantity of fat degeneration in livers from pathological
model control; the contents of triglyceride and total cholesterol in liver, and the plasma alanine aminotrans-
ferase activity in group [l were significantly increased (P <0.05). 2) Dietary PQQ strikely suppressed the el-
evation of contents of triglyceride and total cholesterol in liver, and the plasma alanine aminotransferase activity
caused by high-energy low-protein diet (P <0.05), to the same levels as normal control. 3) Dietary PQQ
significantly prevented the decrease of superoxide dismutase activity, and the increase of malondialdehyde con-
tent induced by high-energy low-protein diet (P <0.05). 4) Dietary PQQ significantly inhibited the decrease
of mitochondrial relative content and the activities of citrate synthase and cytochrome C oxidase induced by
high-energy low-protein diet (P <0.05). In conclusion, dietary PQQ can prevent the fatty liver syndrome in-
duced by high-energy low-protein diets by improving mitochondrial function, and regulating the lipid metabo-
lism and anti-oxidative activities in the liver. [ Chinese Journal of Animal Nutrition, 2014, 26 (3) :651-658 |
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