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Abstract:  Objective To explore the effect of restricted feeding on the serum beta—hydroxybutyrate ( BOHB) level and lipo-
protein lipase (LPL) expression in cerebral cortex in mice. ~Methods Based on their body weight, 50 healthy adult C57BL/6]
mice were randomly divided into 5 groups (each n=10), and blood was respectively collected at 0, 8, 12, 16 and 24 h after fast-
ing for detection of serum BOHB by ELISA. Additionally, the other 20 mice were randomly divided into 2 groups (each n=10),
the fasting group and control group. The mice in the fasting group received alternate—day fasting diet for 4 consecutive weeks, while
those in the control group were fed ad libitum. The body weight and the percentage of body fat were measured at the end of the ex-
periment. Moreover, the expression of LPL mRNA and protein in the cerebral cortex of mice were detected by real-time RT-PCR
and Western blot respectively.  Results The serum BOHB level in mice was gradually increased with the extension of fasting
time, with (0.93£0.13) nmol/L, (0.95 + 0.37) nmol/L, (1.33 £ 0.26) nmol/L, (1.68 + 0.13) nmol/L and (1.74 = 0.27)
nmol/L at 0, 8, 12, 16 and 24 h after fasting respectively. Compared with the serum BOHB level at O h, the BOHB levels at 12,
16 and 24 h after fasting were significantly increased (all P<0.05). No significant difference was found between the serum BOHB
levels at 16 and 24 h after fasting ( P>0.05), but both were remarkably higher than that at 12 h (P<0.05). During the experi-
ment, no abnormal manifestations were found in the mice of the alternate—day fasting group and the control group; moreover, their

body weight and percentage of body fat showed no statistically significant difference (P>0.05). Compared with the control group,

BEE£ME I THEE TR2E 5T — 50 H (No.12014289)
EE T 20 (1990-) , % L THMN A5, R 07 I . SR 518 0%
BEESE . ZW, &, A4 I, #87, E-mail : anli@ cmu. edu. cn,



412 SR EES: 2017 4F 4 F1 4524 4% 55 48] Pract Prev Med, Apr. 2017, Vol.24, No.4

the expression of LPL. mRNA and protein in the cerebral cortex of the mice in the alternate—day fasting group was remarkably up—

regulated( P<0.01; P<0.05). Conclusions

The serum BOHB level in mice is significantly increased during 12—24 h after

fasting, and alternate—day fasting for 4 weeks can up—regulate the expression of LPL. mRNA and protein in the cerebral cortex of

mice.
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