2025 4 1 /4 o L B AR January, 2025
¥35% S CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 35 No. 1

AR, 2= 3, A B, A AR IR AR MA 8 B QUSRI F S R RE ()], P HEARBE 2 ks, 2025, 35(1) : 111-118.

Li BY, Lan R, Yang HJ, et al. Research progress on the role of a ketogenic diet in Parkinson’ s disease [ J]. Chin J Comp Med,
2025, 35(1); 111-118.

doi; 10.3969/].issn.1671-7856. 2025. 01. 011

A TR B 7 ) 4 2% 450 0 T 5
EEm, 2z B BEE  FAF ERE, ke

(1.7 FP BE 2 K25 — IR R BE 2 e, ER N 450000 ;2.0 FF H B2 265 K25 — s B2 B i B, £BM 450000;
3.9 R H S 24 R 25— FfHE BE B i 1297 H0 BRI 450000)

[HE] EEIKE (ketogenic diet,KD) jEfg —Fik &0, B 7R 2E A (R I8 BIAL R i B i B (IR K
AR B |5 R 07 T FE RIS B TR o AR R B A I R S5 B v TR Y7 AL 35O e 08 s REJRE |
PATRE | B¢ BBk 20 AR A AR RE 5, AR, B T 00 , 2 I TR B 4 AR T T FAT AR & RG34k bl
5 AR IR IR A 5T, 83T i 2 HE e B |, AF AR & XA 42 #69 ( Parkinsons disease, PD ) ELAG M £ (R4 E
FLRIGYT PD BRI, ARLER AN o AR AR & 7800 & 2008 R R ALE] e 2 =R 1 E R, B EX A
I RN S I T R —E 2%

[REER]  AFRE ; WAE AR ; A ; ol 2 LR
[HES32%KS] R-33 [ xEktRIREG] A [XEHS] 1671-7856 (2025) 01-0111-08

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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