5 44 % 5 22 ) i Tl B Vol. 44 No. 22
2023 4F 11 H Science and Technology of Food Industry Nov. 2023

ERS, JOKE, B, S A PR R AU IR T B ST KO SRS (0], B Tl R, 2023, 44(22): 352-359. doi:
10.13386/j.issn1002-0306.2022120148
LI Yuqi, ZHOU Yongbo, SHAN Yongjun, et al. Progress in the Application and Scheme of the Ketogenic Diet in the Treatment of
Metabolic Diseases[J]. Science and Technology of Food Industry, 2023, 44(22): 352—359. (in Chinese with English abstract). doi:
10.13386/j.issn1002-0306.2022120148

AR R B A G BORTRY T BN &
T RO

FHEHE, Bk, REE, BH1E B, E @
WEEXFHEERERS AW AR, BEET 361021;
2ARHENL B F AR T TR AR P, 4717 361021 ;
3R FT AR (1) AMFAECATRAE, 482 E 17 361006;
4AETTEFRRES —EIR, %A 1] 361021)

i B AR —MRERASY., SEHAESZFOROKEEXN, RFRATETAEEHER, BKX
JESR A — XA IR R RAY 2 RAT R T A — A . BATABRKR 7T RCFRRIE, {2EERIE T &k
Z A BE, B AT ARG KR, ERBRRBEFHEAFEL I RMERA, R, JEEAE RS A
BMM) | EFRE T ERNRR BT T R, B E SR SA i A 7 @iE 5 T AR T 4 A K
WRBGTEN 8T E. HHEERERATKE, Pt b =B, R Atkins 4R R AK 48 4 & 35 4008 97 1E
ALV TR, BETERKRAERM. FHERRRZAAZ ST AN RRR AL LR, RANICET AR
MR FRRAER, HELEFRTRARERNLT R T ERTHEERZ,

SR A BRI R R, R AUE], R &

FE4>3S:R459.3 SCHERARIAAD: A X E4HS:1002-0306(2023)22-0352-08
DOL: 10.13386/j.issn11002-0306.2022120148

Progress in the Application and Scheme of the Ketogenic Diet in the
Treatment of Metabolic Diseases
LI Yugi', ZHOU Yongbo'?, SHAN Yongjun®’, HUANG Shiying', ZHOU Lixin*, LI Jian"*"

(1.College of Ocean Food and Biological Engineering, Jimei University, Xiamen 361021, China;
2.Fujian Provincial Engineering Technology Research Center of Marine Functional Food, Xiamen 361021, China;
3.Dazhou Xinyan Biotechnology Co., Ltd., Xiamen 361006, China;

4.The Second Affiliated Hospital of Xiamen Medical College, Xiamen 361021, China)

Abstract: Ketogenic diets have been shown to play a role in some metabolic diseases and neurodegenerative diseases as a
low-carbohydrate, high-fat diets supplemented with appropriate protein. Ketogenic diets have been proven effective, but the
mechanisms of action are still unclear. Therefore, this paper summarizes the development of the ketogenic diet, its appli-
cation in the treatment of metabolic diseases (type I diabetes, obesity, non-alcoholic fatty liver disease, and gout), recomm-
ended diet plans and adverse reactions, and confirms that the ketogenic diet can be used as an adjunct therapy for metabolic
diseases in terms of improving stress response and the intestinal microbiome. The classic ketogenic diet, medium-chain

triglyceride, modified Atkins diet, and low glycemic index treatment are recommended as ketogenic diet programs. The adve-
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rse reactions of the ketogenic diet in metabolism, gastrointestinal tract, urinary system, and contraindications are summ-

arized. This paper also summarizes the invention patents of ketogenic diet-related products, which paved the way and pros-

pected for the subsequent product development and as an auxiliary treatment program.
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Table 2 Mechanism of ketogenic diet in regulating metabolic

diseases
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