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Effects of Aerobic Exercise and Chrysin Supplementation on
Macrophage Infiltration and Lipolysis Genes of High—Fat Diet Mice
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Abstract This study was investigated the effect of aerobic exercise and chrysin supplementation on
macrophage infiltration and lipolysis in high—fat diet mice. To accomplish the purpose of this study,
C57BL/6 mice were fed high fat diet(60% fat diet) during experimental period. The animals were
divided into 4 groups; NC (normal diet control, n=5), HC (high fat diet control, n=5), Hch(high fat diet
with chrysin, n=5), and HME (high fat diet with aerobic exercise training, n=5). Exercise training was
performed for 16 weeks on a treadmill running. As a result, macrophage marker, F480 and CD1l1lc were
significantly decreased in HME comparison with HD and Hch. Also, M2 macrophage marker CD11c, and
lipolysis marker PRDM were significantly increased in HME compared with HC and Hch These findings
suggest that regular aerobic exercise has beneficial effects to inhibit macrophage infiltration in high

fat diet mice.
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2.3 Real—time PCR

Total RNA+= 3F 232 20 mgg Trizol(Invitrogen,
CA, USA)HHE o] 83t 53 ¥, cDNAE F4d3t
&t} Quantitative real—time PCR2 Bio Rad
CFX96 (BioRad, USA)A| 28-S &-g-31o] 7F 270 A
M Z3& v (F480, CD11c, CD206) 3 #|HHE
& ## nk7] (PRDM, PPAR—a) mRNA 23d&
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Table 1. Primer sequences used for RT—PCR

Gene Sequences
F CTTTGGCTATGGGCTTCCAGTC
F480
R GCAAGGAGGACAGAGTTTATCGTG
F CTGGATAGCCTTTCTTCTGCTG
CD1l1c
R GCACACTGTGTCCGAACTC
F CAGGTGTGGGCRCAGGTAGT
CD206
R TGTGGTGAGCTGAAAGGTGA
F GCAGCTCGTACAGGTCATCA
PPAR—a
R CTCTTCATCCCCAAGCGTAG
F TCTCCACGGAAACAGCATCT
PRDM
R CTTACGGAAGCACCCATGAT
F TCACCCACACTGTGCCCATCTACGA
3—actin
R CAGCGGAACCGCTCATTGCCAATGG
2.4 BAAY
RE 2 SPSS (20.0)% o83te] 158 S4%
ol gk Pk B BFEAE ASSHIth AR wE
2 A5E A AR (One—way ANOVA)E 018319137,

AFRAL
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Table 2. Change of F480 mRNA

LDEAFE3I5I] BAK frelis =05 319tk

Gene

NC(n=5)

HC(n=5) | Hch(n=5) | HME(n=5)

F480

0.46+0.08

0.7540.15 | 0.6840.11" |0.48+0.05#

9.137
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Effect of aerobic exercise and chrysin
supplementation on macrophage marker in
liver (A) F480 mRNA (B) Representative
microphotograph of hemat oxylin and
eosin(H&E) staining from mice on each of
the four groups. Data are expressed as

meanstSD. "p<.05 difference from NC group,
#5<.05 difference from HC group.
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Table 3. Change of CD11c, CD206 mRNA

Gene | NC(n=5) | HC(n=5) | Hch(n=5) | HME(n=5) F

CD1lc | 0.61£0.12 | 1.31£0.19" | 1.3240.23"| 0.71£0.08% | 21.404

CD206 | 1.15£0.24 | 0.54+0.08" | 0.70£0.15" | 0.83£0.09% | 11.934

s
<
&

NC HC Hch HME NC HC Hch  HME

Fig. 2. Effect of aerobic exercise and chrysin
supplementation on M1, M2 marker in liver.
Data are expressed as means*SD. "p<.05
difference from NC group, #p<.05 difference
from HC group.
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Table 4. Change of PRDM, PPAR—a mRNA

Gene NC(n=5) | HC(n=5) | Hch(n=5) | HME(n=5) F
PRDM |1.1640.34 | 0.55+0.13" | 0.6440.08" | 1.12+0.17% | 11.942
PPAR—a|1.04£0.08 | 0.61£0.09 | 0.8240.10 | 0.88+0.09 | 18.805
A B
00 2.00
E a
T~ 150 B~ 150
i i %'@
%n%- 100 R . %% 1.00
ég 0.50 EE 0.50
0.00 0.00
NC HC Hch HME NC HC Hch HME
Fig. 3. Effect of aerobic exercise and chrysin

supplementation on lipolysis marker in liver.
Data are expressed as means*SD. "p<.05
difference from NC group, #*p<.05 difference
from HC group.
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