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Research progress of caloric restriction in the prevention and treatment of

obesity related metabolic diseases based on gut microbiota
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[Abstract]Obesity related metabolic diseases seriously affect human health all over the world. It's found that the disorder of gut
microbiota leads to the increase of conditional pathogenic bacteria and harmful bacterial metabolites,which is involved in the occurrence
and development of obesity related metabolic diseases. Diet is one of the important factors affecting gut microbiota. Caloric restriction
as one of dietary intervention, a lot of evidence have proven that it can significantly improve the symptoms of metabolic diseases such
as obesity, diabetes and nonalcoholic fatty liver disease. Gut microbiota may be one of its targets. Therefore,this paper reviews from

such following three aspects as the changes of gut microbiota in obesity,diabetes and nonalcoholic fatty liver disease,the therapeutic

effect of caloric restriction on these three metabolic diseases and the mediating role of gut microbiota in the process.
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TR AR IS, 1X FH EODF 2677 IEES S NAFLD (Y
— R RG2S T O, IF AT NAFLD sz 4
I E e, PE A PR Y, Johari MI S5524 E T—4> 8
JABCR G H CR 7%, K LH W] 2 MGG 42 2 %2 vh B2 NAFLD
SRE AT AR B HE R 5 A8 PR AN EF AR AR P4, 4N
VAR TR r 45 TR 7 Sl R A5 2 S Bl /KT A (R 4 TR AN A
A RKCOTRRAIL, XL IR ] EODF IF 454k £ R
T35 I AT B NAFLD () JFFIE s B e B0, O 76—
1 AR NAFLD 2B KU

PE— I 0T, 2 JE A BRI R & 0T LR NAFLD fIE
JHE /N BRI U v 80 9 30 1 8 11 78 B A0 2K P AR T A R
FIZEIR , B0 1 AT BV 1 AP PAY 5 1o 7 8 T 8 i 4 1) 3

producing klebsiella pneumoniae , HiAlc Kpn)



— 680 —

BRERKFZER 2022 £55 47 E5 6 # ( Journal of Chongging Medical University 2022.Vol.47 No.6 )

15, ST LS 1 5 i 2 DR DT R o, H il =R R s,
AMPK/mTOR {5538 S s H g £ 2 F S Mgz —, A
WA 15 B AR Bt 2 AT, LA AP I 400 i B Az 4 4
FZHAET B4, ZFPZIYRAY TSR S AMPK/mTOR
{5 5B S AWERIAIT NAFLD AY—Flig e iCR
AT R F A DG A 28 T B, AN, CR
XINAFLD 9B 16 VR F AT AR50 23 30 AMPK/mTOR 35 3
8 AE R T 3 — AL B SRR, A B B,
BLOAYE B R WA BRI G T R A M2
ELEAIM (PT o ) FAFEAS S M1 B E AR (4% ) , $5
L35 A P 4 2 7 F1L A0 2R (interleukin, TL) - 10, 717
T2 T B A LB T 1 TNF-a  IL-1B FHIL-6, AT}
VRIS PR S , A AR AP, R ARIZ S T B i A
B, (HGXI 25 5 Bh T3 4 i A 25 903R 97 ok bR
NAFLD, L S #REHT 2500 A
3.3 AT AT CR B 3R il i b5 AT 69 45 )
Kong CY SFFE YRR T H/K SR 55 38 MR 05 241 i g R]
Bk B BR ] (intermittent calorie restriction, ICR) K £ (50%
CR)XS NAFLD F520 B /N5 7 5 d BEE S R TR e
2 d ICR TRE L35S 16 J8] . 5 W e R DR /)N BUAR
L, AR -+ICR 41/ BV ST & AR s A2 PR IS | 1 AR Fn e
Z K FE PPARy il Srebf—1c A8 A AL R 4 A%
Cptla IR TR AL BERIIG AN  D8UE T S8 A P2 2 O o438 B 1 R
AT, ICR 1i5% T i ARZH A T AF 25 9, Shannon ZAE MRS EORI
FURR A F B AR, 380 T e Rl 28 S R B T R Y
YNTR E R PR B I B E R IR AL, IZF SRR CR
IR B LS5 I REAE e —ER A0 E T . PRI, 5 2RI %E CRIY
RE K A R T NAFLD (B3 , I BRI 3R —
SEFERE R s R S, AT E B RE A R
CR Bjjift NAFLD PRI, AR 5 64T 8 2 g B Rl
PRIFSE XX — 25 A THAIE

4 INESFRE

i LA i 10 R B4 i A R S AR B 5
AAOC, RS RLBOLAR 2 B HE R ST PEe PEAR U SAE , i 2
HEPR I K e R J , ABLI]— R A PR (AAE IR ) ZEAN ] )
AR X RS A 22 5, DA 0 B S TR
() PR AN [ o AP0 A ] XA 14 38 FH 5 i ol 2 B 2L
AR, 0K AR T i 2 A MR A X B A T2 W A
Biif . 2T CR AYRE U7 2O AERE WA ARk TENR
07 H A 728 3 W T TR P R AR IR i 2 — |l ok
A=Wy -RE A 5 Al IR R K AR T A ™ 4 A i A A T A
E LA, BEARAAE SN M 5 AT, At AL . X

LeZS RN AR BOR BB R PR TR AR AR
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