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Research progress on the role of a ketogenic diet in Parkinson’ s disease
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[ Abstract] A ketogenic diet( KD) refers to an eating pattern designed to achieve a low-calorie content,
minimum carbohydrate intake, high-fat consumption, and standard protein levels. A ketogenic diet is used in clinical
practice to treat conditions including heart disease, diabetes, obesity, autism, glioblastoma, and other cancers.
Although a ketogenic diet has not been recommended for any neurological disorders except epilepsy, extensive recent
research suggests that such a diet may have a neuroprotective effect and may thus represent a new dietary therapy for
the treatment of Parkinson’s disease(PD). In this review, we discuss in detail the mechanisms responsible for the
neuroprotective effects of a ketogenic diet in Parkinson’ s disease, with the aim of providing references for future
clinical and experimental studies.
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BB e A A R B A T W
KBs i i3 3458 ETC 269 1 1% A B T #kE
DR, IRl AL B R AL A AT X —
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() 2 1 ( adenosine 5 -monophosphate ( AMP) -
activated protein kinase, AMPK ) FIUT K ¥4 75 & H
(silent information regulators, SIRT) Tfij 5 Wi 13k 481k
Wi 7R 58 58 W) WOE 2 ARy EEOE I T - e
( peroxisome proliferator activated receptor vy
coactivator-1a, PGC-1at ) FTEPE ) M THT 35 £k
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( mechanistic target of rapamycin complex 1,
mTORC1) AALH] #E 5 L& SIRT1 ik 517 3 A
F—1la (hypoxia inducible factor-lac, HIF-1a) 93
G, DT 98 P s A i B-HB 7 A 4
SFIRF Ao T R W, B e B R 2 O AR TS
HUN BTG PD A WA 5 0 SE RN
LA, B-HB 18 i 3 I 2 1 A AL BLAE AR #E CMA
ATE AL, e & BUEAR 0 & H RIS BR, B-HB
AT R BRECIR A T N -D - R A 2R (N-
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B TT S BT EB (transcription
factor EB, TFEB ) 2 ¥ i 1A 5 W) A= 1) 5% B i 7
KF,KD i@ i TFEB 3458 [0 B4R TFEB 4
FERHLI AN TERE (B E $2 R X Z 1K o
(retinoid X receptor o, RXRav) i &AL W) il {7 14
FEHYITAE Z K o ( peroxisome proliferators-activated
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