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Application of Medium Chain Triglyceride Ketogenic
Diet in the Treatment of Neurodegenerative Diseases

LIU Chun-hong JIN Li WANG Zheng-ping ZHANG Ning
ZHANG Rui-yan YIN Xiao-han WANG Qing-peng

(Institute of Biopharmaceutical Research, Liaocheng University, Liaocheng 252059, China)

Abstract Ketogenic diet (KD) is a high-fat, low-carbohydrate formula diet. KD is earlier used for the
treatment of refractory childhood epilepsy. After decades of exploration and improvement, KD has derived
from the classic ketogenic diet to variety of dietary schemes, such as medium-chain glyceride ketogenic diet
(MKD), modified atkins diet (MAD) and Low glycemic index treatmen diet (LGIT). In particular, MKD
plays an important role in the treatment or improvement of neurodegenerative diseases such as multiple
sclerosis (MS), Alzheimer's disease (AD), Parkinson’s (PD) and Huntington’s disease (HD). At present,
the mechanism of neuroprotection by MKD is not completely clear, it may relate to energy metabolism, an-
ti-glutamate excitotoxicity, antioxidation, anti-apoptosis, anti-inflammation and so on. In this paper, the
application of medium-chain triglyceride ketogenic diet in treatment or prevention of neurodegenerative dis-
eases was summarized.

Key words medium chain triglyceride; ketogenic diet; neurodegenerative diseases; ketones; mito-

chondria
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Preparation and SERS Properties of MOF /Au
Composite Nanoparticles

LIU Hui-hui ZHAO Bai-chuan ZHANG Cong-yun

(School of Material Sciences and Engineering, North University of China, Taiyuan 030051 ,China)

Abstract  Surface-enhanced Raman scattering (SERS) spectroscopy plays an important role in the
trace detection of organic contaminants due to its rapid detection speed, high sensitivity and low sample
pretreatment requirements. MILL-101 and Au nanoparticles were prepared by hydrothermal and aqueous so-
lution reduction method,respectively. The MIL-101 /Au composite nanoparticles were synthesized by elec-
trostatic interaction. The SERS performance of the composite substrate was optimized by adjusting the size
of Au nanoparticles and the surface distribution density of AuNPs on MIL-101. Then the composite nanop-
articles with the optimal ratio was explored as SERS-active substrates for the sensitive detection of Rhoda-
mine6G(R6G) , when the concentration of R6G decresed to 107 !" M, the signal still can be observed. Final-
ly,the substrate was applied in the field of sustainable organic pollutant detection. The detection limit of
fluoranthene on MIL-101 /Au was 10 ° M and the lowest detected concentration of 3,3",4,4 -tetrachloro-
biphenyl(PCB-77) was 10 ° M.

Key words MIL-101; Au nanoparticles; surface enhanced Raman scattering (SERS)



