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# E: BB BEARBINEFER AT (catalpa seed oil, CSO)FIA1 #I Kl (pomegranate seed oil, PSO)X} /N i,
JERERERR A s i Ve sk ] 3 JAile SPF G R W1l R AL /N, B BURRARERC 7 19 7% MG & 4 5
F 20%, fENE IR L, K/ NEIE S AR A iE, AR AR Ay XF B . 5% 10% CSO 4 |
5% 10%PSO 41, 7 JEMFEMIZE )G, R FHME W v 59380 50 i £ 430 (intraperitoneal glucose tolerance test,
IP-GTT) il /I BN T 2, I 25 28 L il v S JE [5] B (total cholesterol, TC). H il = (triacylglycerol, TG).
= % B I8 % A HH [ B¥ (high-density lipoprotein-cholesterol, HDL-C) } ik % B s & H HH [ B (low-density
lipoprotein-cholesterol, LDL-C)/K- & A1 S (b YA 58 Y1 TE 22K o (peroxisome proliferators-activated
receptors a, PPARa)5 PPARy ik /K, FF5t/INEIFIEEA TR BE 22 NEE 455R 5% CSO.10% CSO 55 10% PSO
X BRI/ N R s E R Y B B iR s R, R ATREARILmYS TC. TG &, Wl —e R Rk
{74 HDL-C % &, X PPARa [ [ Hl mRNA Kb HA B EREEM, BX RN EEE ZMEN. 75
4k, CSO FI PSO BHS X /MU H LDL-C 35 B S IFIEZHZUE PPARy SR FIFRIATC R E N . G0 IR
I E CSO H PSO X i IR B /0N SRR IR i A 80 40 40 P B (3%
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ABSTRACT: Objective To investigate the effects of different concentrations of catalpa seed oil (CSO) and

pomegranate seed oil (PSO) on hepatic glucose and lipid metabolism in mice. Methods Three weeks-old SPF grade
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Kunming male mice were fed with standard formula of 7% oil content increased to 20% as high fat diet ratio, and
soybean oil was the oil for normal growth of mice. According to the diet ratio, the mice were divided into control
group, 5% and 10% CSO groups, 5% and 10% PSO groups. Intraperitoneal glucose tolerance test (IP-GTT) method
was used to detect the glucose tolerance, and the serum total cholesterol (TC), triacylglycerol (TG), high-density
lipoproteincholesterol (HDL-C) and low-density lipoprotein cholesterol (LDL-C) levels, and the expression levels of
peroxisome proliferators-activated receptors a (PPARa) and PPARy in the liver were detected. The pathological
changes of fractional liver were observed. Results 5% CSO, 10% CSO and 10% PSO significantly improved the
fasting glucose tolerance of high-fat diet mice, decreased the serum TC and TG content, increased the serum HDL-C
content to a certain extent, and also significantly improved the protein and mRNA expression of PPAR«, and had the
alleviation effect to the liver steatosis. In addition, the addition of CSO and PSO had no significant effect on the
content of LDL-C in serum and the protein expression of PPARy in liver tissue of mice. Conclusion Compared
with PSO, the same dosage of CSO has a more significant effect on the regulation of liver glucose and lipid

metabolism in mice with high-fat diet.
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et s R 5 A SRR AE W IE Y L, BT
Ak PR AN TCRENRL, — BRI R ST
il b B F S . Horh, SR8 E BRER (conjugated linolenic
acid, CLnAYE N IIRETEIMAR T i —FhEZE DI ReH F, fA7E
ZRR SRR, B o iR . AR . PR . o435
B FRANCZYK-ZAROW Z5PIHE5E % B, CLnA S0
/NEI AR BTACI, REfE IR L RIS TS 2K«
(peroxisome proliferators-activated receptors o, PPARa)F1Z,
Tk4tmG A S LHF(acyl CoA oxidase, ACO)Fik, JIH [&EE
P e 455 H -1 (sterol regulatory element-binding
protein-1, SREBP- 1)k /N T 7 4% - X A A kI (pomegranate
seed oil, PSO)WMFST & B, PSO T LA ot 41 5 9 5 % ek
PEC R RNE R A (0 S 5 3K B2 AR B RR T Tyr-972.
p-IRB tyr1146 Fl pAMPKMEEHLHI BT HERE, [FEF PSO Al
R A% /IS B oM g w9 A% %5 82 B 2R 11 IR [ B (low-density
lipoprotein cholesterol, LDL-C)F1EiH [# ¥ (total cholesterol,
TC) & 1P, T B 5 0 JRR IR A0 AL ffoRr o) 0 B A 1 51k £
KKAy /UG 5 1 38 BB 2 LA — 5 RO 15 7R,
25 38, ClnA & CLnA BYZhBEN: TG 2 % g 1 Gt
A —E M RATEA

CLnA A1 T 55 25 b B B i kg ok 217,
BN, SF a-HRER RS IRERICY) A PSO X0 F0 2
IR I AR AR S  AERE EAh Fe g v R B,
o- M R . A WA ER RN o- U JRR R % /0y BRI E vl = e
(triacylglycerol, TG)HYH: F HAT A [ R FE 4 0 i 4 L0
PSO it JICFF I H A% L4857 PR 198 7 4 W O 3 s % e g
U5 (T it B 22 S, Jrh, A RRERTT LA o b AR

TR I B-4A Ak AR R Al B g s Fo 1 i

2 b, B O WS IE B S e T I XN BB S X
WEEA — 2 ETER, (BRI CLnA [R5 (4ot
B W5 R AT 7R AL M5 AN WM . PSO FOAFAR i
(catalpa seed oil, CSO)JIr 4 Bl & 7 1) 41 A R FIASE 1 iR
CLnA W[R] 3 A 1A, AWFFRAULRTTA R €SO Al
PSO X /Iy B FIE AR B FC 35 9 35 4 FH AL, o & A K [
CLnA [Rl53 SER AR A TR I Ik i XoF 9015 /0N BB g At i T
SR MBS, BTl CSO Al PSO WThBEMEMFE 5
TREEFF B BB S 5 .

1 MR5ERZE

1.1 MRS
FERS A A AR (S 98%, FiEMAYA R
"l), FEASWTERA B ILZE 1; AIN-93 bR TCIE k(T 75
HENEIEAA].
F=1 S HEERSFERA MK (%)

Table 1 Compositions of major fatty acids in experimental oil (%)

il Kl CSo PSO
FRAHR 12.59+0.07 2.840.16 8.10+0.05
T AR R 5.18+0.13 2.240.04 7.90+0.12
TR 23.55+0.16 7.6£0.21 13.50+0.04
29,z12-WilfE  46.28+0.21 42.5+0.98 15.70+0.01
1EE R 0.710.09 - 1.90+0.02
CLnA 40.2+0.65 51.20+0.18
HoAth 9.86+0.26 47403 1.7+0.06

T Kot el b A AT PR w S it 2 D~ 32 R AR M A
2E(n=4), ARFARMH
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TC . TG . = % J J§ & & 0 [ B% (high-density
lipoproteincholesterol, HDL-C), LDL-C & 13471 & (V1. 75 /e
oA R Al ); PrimeScrip™ 11 1st Strand c¢DNA
Synthesis Kit, TB Green® Premix Ex Taq™ II [F4E¥) T.7#2
(RIEVABRA ] il PPARa Hifk . fbifl PPARy #i
R(EE Proteintech B AR F]); HALEIFRICILEHT R
IgG( L AHS A= Wy BB RS w)); BORL 8 AR 1c 1l = B
IgGEAL I 2 G A M BAR A PR Fl); 8 06
TR R il 0 ) 50 [ B3R R /R B (P DA H]D; 33 A ECL
% KGR A (£ E Advansta 2 F]); FE FF L fifh ok 9
(phenylmethanesulfonyl fluoride, PMSF), 10X TBST WB &
PEME . Trizol IlHI[A4E AW URAR(EEBRMARA ],

W 2 5k T b -3- W R M A (glyceraldehyde-
3-phosphate dehydrogenase, GAPDH)}. PPARo 519 (3 2),
245 [ SCHRU 2 Gene Bank HIAJGIR S 0 5 424 TARACK
A FRAFITTH

%2 GAPDH 7 PPARa 51775
Table 2 Primer sequences of GAPDH and PPARa

#HR fnti i W B op
Gappy GGTTGTCTCCT  TGGTCCAGGGT 183

GCGACTTCA TTCTTACTCC

PPARG TACCACTACGG GACAGACAGGC 159
AGTTCACGCA ACTTGTGAAAAC

1.2 (UFE5E&

T100 PCR JZ 4" 4% . 165-8003 /)N B Ha, vk bl (35
[& Bio-rad /A #)); Tanon 6600 BE AR & 4 (| i K BERL
HABRA ), IX81 88 96 22 B[ H A AR
(OLYMPUS)Zx F]; Spark BfAR{X (75 15 B 1A A R ITATE 2
#]); Lightcycler480I1E & PCR (X [% A2 W= ih (L) A
FRZSH]]; RC3BP PLUS /& A U 125 DAL [F% B G IR Bl B
(HEDA T, HLZIBERERS TI-1CH PN B 1 5 13 25 1 3 A R

AIDE

1.3 XWFE
1.3.1 R ot ikt

i 3 JEi SPF 2% BB 4l Rtk /N ROK i R R R 2
SR EHYI L) . MR AT T SE I AE S, 1 R A TR L
BEREPLAY Y 5 H(n=4), AT . 5%F1 10% CSO
ZH. 5%F1 10% PSO 4.,

AIN-93 FRifETCHR RN 7%IMARVE R AIN-93 FrifE
T, WS 20%E R S AR IR R, RSN B R AR
KA, $IEEE 3 4% CSO Al PSO LUARIR] b B8R4k 6
W, KGR SR B B AL R IR A FES), RS
BAERAF &G R A, IWRATICE £, B H g E
WML AT SN BUFE IR RE RS R A G R AR 7

Jio 7 FRFRIAGS G, SR TN I 1 S 2 A ot = ke
(intraperitoneal glucose tolerance test, IP-GTT)J:t &/
FUBHTI &, ORIKCR M, F300HE D AL R &, B T 45
R, 2P0V A BER KSR 43 #1 5 4326 T VR A7 45 Hh—-80°C
PRAFRRF, IMTRZE V2 B 0.5 h )5 A 3000 r/min IR 25
L 15 min, 432 MLE FILLARHE, —80°CHR-AFF# T .

#3 ZW/RIEAREEEW@00g)
Table 3 Feed ratio of test mice (100 g)

205 JohRt/g  KEi/g  CSO/g  PSO/g
Xif R 2 80 20
5% CSO 4l 80 15 5
10% CSO 4 80 10 10
5% PSO #1 80 15 - 5
10% PSO #1 80 10 - 10

T -FRR T,

132 # FAEAFH0
K IP-GTT 3, T RIFSAE L, A6 /]S B it
AR, - AR A 2, IR IR A (D)IHE
AR Ak 75 25 Wil 28 7T 1 #H (area under the curve, AUC),
(O hifil#% + 1.0 hifL#E) x 0.5 .

uc= 2 (1)
(1.0 hIL¥E + 2.0 hifLKE) x 0.5

2
133 TC. TG. HDL-C & LDL-C %

H4—-80°CTA VR ARAF I ML HE F L, 4°CHE 30 min /5,
A E R LA, R AR O O R, FLAAS I 2P
BRSO G UL .
134 B %JZEPTEENZ PPARa 5 PPARy B & t9 R ik &

I 150 mg JFAELH SRR R BT ARE6R2 E W24 1 mL
T4 10 S R (TR 2 11 /s R A ) 590 . B Y PMISF)
W, VKRR S T A e vk LS 0.5 h 4RSIt
] T R %, LA 13000 r/min {850 10 min, Y B3,
1 Bradford 102 25 1 5, H loading buffer [ #E2%
RS LUK G2 0RO R A A R R B B, AR
P£,60 V.0.5h J7 100 V 1.5 h HEIKAT B2 5515, S5, 5%
JBEREWIA =1, —HiBEE LG TBST B #EAT —HilsE
e, M ECL W NG R R WL . i, FIH
Image] HMXT 45 IKEEAE 43T, UL GAPDH AINZ:, &
H 2 11 PPARa FAHXS ik 4t
1.3.5 ®HAZ=F PCR

Fie IR Trizol A VLI, BUKEY 50 mg FFNERE &L,
RIS RNA FEdh, A0 i fs RNA SRR EE,
JE SR B cDNA J5 (FAC TS B RNA I & —
), wJaHFH TB Green® Premix Ex Taq™ I1 {54 . il
51#15 Lightcycler480IIE £ PCR X, Zid ¥ BT 95°CTH
AEPE 30 s, 95°CAEHE: 5 s, iR KHEff: GAPDH, 64°C; PPARa,
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61°C, ZEMES5iR SO AGEIR S GAPDH, 45 1~; PPARa, 50
Ao ARPETS H AP FRAE X S (crossing point, CPY{H, & FAHXS
AT AL H L PPARe & A8 b
1.3.6 FHAM-FLEE

S CHRI31T s, AU A 5 U0 87N BRI &,
LRI A5 20 min 2R BR 2 (R A S EIIR Y 100%
95%. 80%. 75%, FEAMBRELIRIE 2 min). —HIRE)E, &iH
IKIEVE, VLA K, ARG YL OBIRIE S min,
B ESUR, hROFNRH A 30 s, IR S s Bl —
T, BRKEH 15 min, T /KGEHLEIRHL 2 min, Hif
Yea ), SRR ER Y A, BB R 2 AR
B, 95%. 100%, FA-HREEMERIK, 2 min/R)FIFIR —
FOR 1 min/ARBiK B, TR R —I S 53 3, B
TIRGRAARIH R .
1.4 HBIES

oz 0 H5c s LA S5 B AR v R 25 3278, i@ 2 SPSS 19.0
AR T BT, MRS AR T K50 E T g, 4
() X Lt 45 A 43 A vh 2L *P<0.05, **#P<0.01 Fon 257 B3,
P>0.05 FR LR EMEE R

2 HEREHR

2.1 CSO 5 PSO /MR EEVEN = /520
M 1AM, 40/ 1.0 h R RS T B, Bk 5%
PSO 414h, Hax 3 dLips & bkt Bl . T mE
AUC R, 5% 10% CSO #1 AUC ¥y A% T i
(P<0.05. P<0.01), Ti 10% PSO ZH/INE Tl it o i sy
BFE(P<0.01), F£W] CSO FI PSO n] i 5 etk i/ L A 2
i 52 VeSS gk . AL b, MRS T PPARy Bk
PPARa HTE 1, T CLnA 1E4 PPARa AUIBHF, HA I
WA VERU R B RV 3.5 mg/g PSO ARG
R 7 JEJE, NEU S IR RS 2K A ),
X GAMTREE R BAENAFE CSO F1 PSO B mills
B/ NEURT A BN 22 PR P S M 18 % CLnA A K,
A 25 -

20
15

10 |

7N ZS IR AR TR/ (mmol/L)

1.0 1.5 2.0
Fisf 8] /h

0 0.5

TE: A g/ RS B IREAZ AL B D 2 W 42 T T A

& 1

oo}

HEFRIL T HAVAUC

22 CSO 5 PSO s/hER
LDL-C & £/%

S /N ML IE 2 HEARES A B 2 IR, 5% A1 10% CSO
LA BEFEAR T /NI TC A TG K&, [RII REMS B 2
&7 HDL-C i, 1M PSO 41+, 5% PSO #4i%f TC. TG
)& B TE B AN (P>0.05), 5 AAERTSE H 20 mg/g T
JIKFIAT 1.5 mg/g PSO AYBFFE 4S5 R p—2U0 17, A5
HIME, 5% PSO 41 HDL-C & BT Ak, HE FF
i, 10% PSO X RAIE TG % 7t 52 HDL-C () &
AU B, EARBIFIIREMEI AR %F LDL-C & o
RN, {HAYE HDL-C & 5t AgAs (LA B Fp S R BE mT
A I R MR A HDL-C 5535/ SRR 10
i4b, B DIREVEIN RS I A3, ESGE MRS BRI
SOREA &, RPHEAT — iR . B BoR, Y TG,
HDL-C & i 5 M35 B D51 R 10 3 R KA 6, gk
F R S5 R0 R R B 5 R R AL R B e, (R
B CLnA AT IE T REE 0L 137 IS 1 22 e 2 A KSRy
FEACs 19, CSO Fl PSO B S ALK B, #lZALG
Y. MR ZWRAY . S N RERTNT AL
RGBSy, (AT TP IRERTAT IR . AR & it o B 29
40%. 51%, CLnA 2 HE M B4 22 X0, B A
BB AR A0 R A2 S A O 2,

2.3 CSO 5 PSO %/ iR PPARa 5 PPARy EHFR
o= 0p=A10)

PPAR KB NBHE R #EF, S 5IEmAEEMA
AR, (IR HE U 20 e 43 Ak RN 98 R B2y AR HLA 20 . CSO
5 PSO XJ/NEUFFEH PPARa 5 PPARy & [ 3350 5045
WL 3, 5%, 10% CSO 5 10% PSO ¥fERH Bitm /M
PPARa ZE[3EiK(P<0.01), 435 % HELHAY 1.35, 1.88 il
1.324%, HE#EDaetEBR At i, /NSJFAE PPARG
HE AR s R BEZ 5 . PPARa 1 MAR BRIy
+, BEMBIRT g-Afk T BB 412 (subcutaneous white
adipose tissue, sWAT)i F& H I 5 K o4 26122230
35

TC. TG. HDL-C X

CO X
“r ) B
251
20
151
10 1
o
CSO#H PSOZH

ikl

B SRR, *P<0.05, ##P<0.01, F[A.,
CSO 5 PSO ¥ 7IN B A 1 5% 1

Fig.l1 Effects of CSO and PSO on blood sugar in mice
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0 ) 0 ) ] T 0 A _—r—wm
CSO4H PSOZH CSO4H PSOZH 0%
285 215 45
¥: A j TC; B i TG; C 4 HDL-C #il LDL-C &+,
&2 €SO M1 PSO Xf/NifiLi&E# TC. TG. HDL-C J LDL-C &[5
Fig.2 Effects of CSO and PSO on the content of TC, TG, HDL-C and LDL-C in the serum of mice
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{E: Ay PPARa 3 RIKHIVKE; B 2 PPARa #HR KK C 2 PPARy S HRIHLIKIEL D Jy PPARy # H R XK.
K3 CSO 1 PSO XI/NRUFE PPARs S0 R IB M 1
Fig.3 Effects of CSO and PSO on PPARs family protein expression in mouse liver

PPARy S22 5 0715 Ik 4 it B Jo %, 15 19 o 2 2 19 3
Wiz AR e A5 5 2 FLBR b R 40 M (primary  bovine
mammary epithelial cells, pBMECs)Z it H I iy A= ali A R 3%
K BRI BRI R SRR Y, (EARRIE S o fig
T2/ U RY PPARy 48 363k 5 o I B ARk o #0875 22
W PEAE ARSI Z5 S PPARa 2K [ FIE DR 45 5 o F
— 5 I UIE P AR L0 ST BRI i B A2 7 Ao 4 e U g i 4 Ak
FfRNRNIAEYE, 1 PPARy T fE 35 B2 A2 2 8 U5 48 25 %4
Ji7 2201y A g 43
2.4 CSO 5 PSO xf/NiEATBEH PPARa mRNA FRik
EppAl

T #E— B CSO 5 PSO F 8 PPARa AL, 7
WF5EEEET CSO 5 PSO X /NEUHIEH PPARc mRNA ik
FISEI . /NEUFIEZTZ1 58 RNA Bl Mise e B vk 45 S n /&1
4A IR, FHALE RNA FEY) 28S Fl 18S S5 HHSE | M,

FFEDIERE R PCR R K 4B 25 R 8K, 5%.10% CSO
K 10% PSO X PPARa mRNA ARk /KF- b IEVEFH 9] B
(P<0.05. P<0.01), 43742 T 1.59. 1.47 F1 1.28 f%.
PPARa #4375 8898 EJHATFEH Toll #E3Z4K 4 (Toll-like
receptor 4, Tlrd)&E FMFE MRS p-54k, Mg
i B A BT T PPARe LR B IR S 008 A 0 5L,
A5 &MY, At €SO 5 PSO #0[ figl i A
[FIFENE I PPARa mRNA )£ &2 PPARa & IR IX,
AT R ) SR A B A R o
25 INRAFBEELRSFNE

21 A SRS — B TR A 5T H b T A 2 252 i) fe
BRI, BB 5 AT, X ERZH /S BUTFAR i B R
FI iR (F SA LEHERY), HVBL T RN E, masin T
CSO F1 PSO 1/ U2 Hfd HE 41 5 %5 B A I oK 0L B b /) A
i PE(E 5B, C. D. E). KUUMBIR AR, && CLnA
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Marker XfHe4 ’ 5% 10% am I 1/0 ! e lojﬁﬁmﬁ
2|15 J :\K’fj - %? 1
%12 %% %%

CSO: PSOA

ik

TE: A SBE RNA HLVKIE; B 2y PPARa mRNA #5587k
4 CSO Al PSO XI/NAFIE PPARa mRNA 3K KR
Fig.4 Effects of CSO and PSO on PPARa mRNA expression in mouse liver

5% CSO4l

10% CSOZ

5% PSO41 10% PSO41

A Jgxd BEZH (ZLHE N BRI P 15T); B 9 5% CSO 2H; C 2 10% CSO 2H; D 2 5% PSO 41; E i 10% PSO 41,

B s /N HRZE

gUje s R

Fig.5 Staining results of mouse liver tissues

SRR B TR 2 45 WAT o PKA B0 A 25K F
A5 T R ARG W 2 BRI S B 107 40, DT T B 14
R g A KFFFE 45 Rt PPARa B [133i5F1 PPARa
mRNA FEIEZEH, HEN PPARa 4 b8 £ {5 17 18 1 55 o i
ViR A5 SFEAR, MU I A B 22 B T i AR B €SO
PSO HLsafbaE Sk & B, CSO. PSO HA —ZEMHH
FETERRAE S PA ar I A PR I €SO RIR
RN B AL I AE SR T804 R IIE A 5 A s 24, T st
PSO i A BE 1 X AT AR D A2 . A g 0 R O o e 5
SR B S A G

3 4 i

ARG AL TCE RN IR CSO (5% 10%)F
PSO (5%A1 10%), 5T WF TR G X /N BUF ISR
BRI, K 5%, 10% CSO 5 10% PSO 4 Xf/Ni
23 JEH T R BN B B 3R S VE L [FIRT 5%, 10% CSO
REM% A AR L1 TC A TG 7, 42 %5 HDL-C B & &,
A LDL-C 1 & i JC B 520, 10% PSO 4LXFBEAIE TG 11
it 54 m HDL-C & B B B . Horp, cso A

PSO A3l it % PPARa mRNA FiA{Ei# PPARa & 11
ik, EXT PPARy & AEA BE M EM, A
AURTE 2 WL rh 8 B CSO il PSO Xif B Wi 28 A 2% 1
M. GAWEKRI, fERIRRE T, AR A
TEBLT, CSO Lt PSO X /IN EUWE A A1 1% 145 4 B 5 B
o 1 5% PSO MG MeE . MmAETEFR . PPARa 2 [
FE DR 3 55 5 T 1) 5% T T LA T R 8 R e S0 Ay ik —
TR IE . ARG R FFIE R CSO il PSO Y T REMEF
FEHALHT I UL, TR] Sk 0 SRR R 1) R B T & 5
PRALRIE S R.
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