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Fig. 1 The changes of body weight and energy efficiency in SD rats. * P<0. 05,
compared to ND group; n (HD) =10, n (HFD) =40.
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Table 1 The effects of HFD on TC and TG
in SD rats.
Serum (mmol/L)
Group
TC TG
ND 1.240+0. 164 0. 790+0. 320
HFD 2.883+0. 367 3.014x0. 942*

# P<0. 05, compared to ND group, n (HD) =10,
n (HFD) =40.
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Fig. 2 Effects of lutein on body weight and energy efficiency in rats fed with HFD.

* P<0. 05, compared to ND group; n=10.
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Fig. 3 Effects of luteinon perinephrit/abdominal fat index in rats fed with HFD.
* P<0. 05, compared to ND group; n=10.
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Table 2 Effects of lutein on lipids metabolism in rats fed with HFD

Serum (mmol/L) Liver (pumol/g)
Group
TC TG LDL-C HDL-C TC TG
ND 1. 103+0. 241 0.580+0. 176 0.184+0. 134 0.814+0. 124 1.01+0. 33 2.28+0. 87

HFD 1.905+0.367%  0.585+0.251  0.566+0.350% 0.722+0. 304 1.61x0. 15" 8.31+1. 92%
HFD+Lut12.5 2. 043+0. 544 0.527+0.192 0.515+0.487% 0.882+0. 171 1. 80=+0. 15" 7.61+1.41%

HFD+Lut25 1.679+0.397* 0.496+0.156  0.305+0.224  0.747+0.189 1.72+0. 22" 6. 77+1. 15"

HFD+Lut50 2. 064+0.583% 0.488+0.150 0.712+0.342% 0.773+0.182 1.57+0. 11* 7.66x+1.31%

# P<0. 05, compared to ND group, * P<0. 05, compared to HFD group, n=10.
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Fig. 4 Effect ofluteinon nonalcoholic fatty degeneration in rats fed with HFD.
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Fig. 5 Effect of luteinon insulin sensitivityin rats fed with HFD, n=6.
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Fig. 6 Effects of luteinon HOMA-IR and HOMA-B in HFD rats.
* P<0. 05, compared to ND group, * P<0. 05, compared to HFD group; n=10.
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Fig. 8 Effect of lutein on insulin signaling in liver of rats.

* P<0. 05, compared to ND group.
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