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Fig.1 Factors affecting gut brain connections

and its impact on neural function
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Fig.2 Regulation of KD on neurodegenerative diseases
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Fig.3 Regulation of Mediterranean diet on neurodegenerative diseases
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Fig.4 Regulation of dietary intervention

on gut microbiota
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Table 1 Effects of dietary intervention on gut microbiota and cognitive function
‘ ok FEE kemlE o
UEACE E 0D E 3 o a8 sk A do K 25 R W i ) 25 R
Davis 4™ (2017)  C57BL/6 # 1+ DHA 4 OFT Ak F Mo R SLERHE | ARE |
o e e R EPM BEMATA ] #FE ! BAFHT
SPT 1 3ee 1 Mk R W B R L
BT
Magnusson %™ C57BL/6 # ¥ HFD 6 SDL = Eaeie | BMAE T EHE
(2015) a4 HSD OFT (HSD) (HFD #= HSD)
NOR & LH T (HFD)
MWM LA H T (HSD)
Bruce %7 (2015)  C57BL/6 # M HFD 10 OFT ek | EX- 4l
A EPM BOEHTA T BERWET
MBT LAEH |
TFC i K g E T
Kang %7 (2014) C57BL/6 # = HFD 16 TFC ALt | maEE T
IR % kit | BATH |
RAEEH |

[E:DHA : DHA #h 55 £ HFD : w3 8 i £ (High fat diet) ; HSD: fi B % & (High sucrose diet); OFT:W"3%5545 (Open field test); EPM: &5 4%
B S5 (Elevated plus maze) ; SPT 0l 7K fif 47 55 5 (Sucrose preference test) ; NOR ;87 #F 95 #1551 52 55 (Novel object recognition ) ; SDL: #k
H AR (Step down latency ) ; MWM : Morris 7K 2% B 5255 (Morris water maze) ; MBT ; K 3 7 HELji 55 5 (Marble—burying test) ; TFC ; JE
I PE R IE 42 52 55 (Trace fear conditioning) .
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Fig.5 High fat diet mediates gut microecology and damage to neurological function
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Fig.6 DHA diet mediates gut microbiota to improve neurological function
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Fig.7 KD mediates gut microbiota to improve neurological function
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Mechanism of Dietary Intervention Gut Microbiota in Regulating Cognition
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Abstract Neurodegenerative diseases are the pathological basis of cognitive function degradation and nervous system dis-
eases, which are affected by many internal and external environmental factors. Microbes living in the gut can affect
health and the occurrence and progress of many diseases, including nervous and mental diseases. Intestinal disorders are
closely related to cognitive and motor dysfunction diseases, such as Alzheimer’s disease, Parkinson’s disease, Hunting-
ton’s disease and multiple sclerosis and so on. It was found that dietary intervention can improve the relationship between
gut and brain, regulate the advanced brain functions such as cognition and emotion, alleviate cognitive decline and in-
hibit neurodegenerative diseases. But the internal mechanism is not clear, which may be related to dietary intervention
regulating the composition and function of gut microbiota, thereby improving intestinal metabolism, intestinal endocrine
and other mechanisms. This paper analyzes the relationship between dietary intervention and the regulation of gut micro-
biota and related physiological and biochemical changes, brain cognition and neural function, and discusses the role and
possible mechanism of dietary intervention in gut microbiota, gut brain connections and neurodegenerative diseases.
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