2023 4E 6 A R R A 2 R June, 2023
338 Holl CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 33 No. 6

FAl, I i, AN A TaE R GRS P T AR A B A OGRS R [J]. P R R A Ak, 2023, 33(6) : 95
-101.

Dong LX, Yin AW, Li CW, et al. Research progress on the correlation between gut microbiota and autism spectrum disorders [ J].
Chin J Comp Med, 2023, 33(6): 95-101.

doi: 10.3969/].issn.1671-7856. 2023. 06. 013

TR AR JH 5 A ATRE T 2% B fiee 0O AT SR E 5 0E e

EWAL,FER,FNE AL, BHFEXT E A
5&)532%123 —»ﬁﬂgxl,z,w

(LRBER2EZ5%BE, ~md KEL 67100052~ 8 R AUEWE G0 kB 0002, s/ KEL 671000;
325 RN R RO & E T S TR O, =8 KRB 671000 ;40018 B TR R AR B% , ET WV 411104,
S RHERAAN ST AESBE, ~r KEL 671000)

[FE] AMERE R B (autism spectrum disorder, ASD) & —Fh 4 & & Bt PEpem , R H &k 2852k LT,
IR T &BkMeH, T A, BB R # (gut microbiota) 5 ASD Zlﬂﬁ—r&ﬂ’ﬂ?éﬂé@@,1$Wﬁ]§¥@fé@%iﬁ%ﬁ
AT ABRIE AR IE H 0 A i 2l , (8 24 1 LRSS mT R Sl il el ph 423 I3t AR L S R 48 HPA BlVRN g 36 3
B ASD AL LR, AW 25Tl R B S 1A Tiiﬁﬂlﬁi‘ﬁxﬂ‘??’ﬁf“ ASD A —ERR, TEZ
A A 38 3 T 10 1 R IR B — 2 B9VRYT ASD B E Y, AR S TR L S A5 I R ER LR A ASD IHLEI, S ASD
L R INEV R e

(k3R] WBIERR; A RS R B HLT

[FEH%ES] R-33 [ XEk#RIEAD] A [XEHS] 1671-7856 (2023) 06-0095-07

Research progress on the correlation between gut microbiota
and autism spectrum disorders

DONG Lixian'*?*, YIN Aiwu*, LI Canwei®?">, FAN Mengran®”, WU Xiumei®*
YANG Zizhong'?*? , ZHANG Chenggui'**, GAO Pengfei'***

(1. College of Pharmacy, Dali University, Dali 671000, China.2. Yunnan Provincial Key Laboratory of Entomological
Biopharmaceutical R&D, Dali University, Dali 671000. 3. National Joint Engineering Research Center for the Development of
Medicinal Special Insects, Dali University, Dali 671000. 4. Xiangtan Medicine and Health Vocational College, Xiangtan 411104.
5. College of Public Health, Dali University, Dali 671000)

[ Abstract]  Autism spectrum disorder ( ASD) is a kind of neurodevelopmental disorder that has attracted global
attention because of its continued rise in incidence. There is a correlation between gut microbiota and ASD. Homeostasis of
gut microbiota ensures normal life activities and may affect the occurrence and development of ASD through changing
neurotransmitters, metabolites, the immune system, HPA axis, and intestinal permeability by losing its homeostasis. Gut

microbiota treatment method , such as probiotics, prebiotics, and fecal microbiota transplantation, have a treatment effects
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on ASD. Additionally, traditional Chinese medicine may exert a certain treatment effect on ASD by through gut microbiota.

The purpose of this review was to summarize the mechanism of gut microbiota disturbance affecting ASD as well as related

research method and models to provide reference for the research and treatment of ASD.
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R 1 ASD HFFEH H S
Table 1 Commonly used animal models for ASD studies
Jo T AR AL
Changes in gut microbiota

TURFB T RIHUAT BT 16 2 2 O IQTLAT B RO 2 AT s

Bacteroidetes and Parasoidetes were increased ; Lactobacillus reuteri and Clostridium were decreased

&P IRFLAT B>

Lactobacillus reuteri was reduced

pikZL S

Animal models

BTBR jii {2021
BTBR genetic model

Mfehiny  Shank3 KO 212
Genetic models Shank3 KO model

Bacteroides uniformis, Bacteroides acidifaciens Fl Bacteroides vulgatus #=E % F&AI%

Chd8 ™~ 147 ) L : e ,
Abundance of Bacteroides uniformis, Bacteroides acidifaciens and Bacteroides vulgatus

Chd8""~ model

was decreased

Duncaniella dubosii, Barnesiella sp. , Turicimonas muris 55 £ B 3 Jl; Eisenbergiella sp. ,

BT /N RS R 2

Lacrimispora saccharolytica, Ruthenibacterium lactatiformans %5 & T [%
Exposure to para-cresol

Abundance of Duncaniella dubosii, Barnesiella sp. , Turicimonas muris was increased. Abundance

mouse model . . . . . . .
of Eisenbergiella sp. , Lacrimispora saccharolytica and Ruthenibacterium lactatiformans was reduced

BE R e R WO D BLORE Y
(MIA) L%
Maternal immune-activated

reduced
mouse model

HAb A
Other models
TR IR TR (VPA) (27
Valproic acid induction model
were decreased

molR kBB B KA

(MHFD) [
High-fat diet induction model

Alistipes J& H BRI T3 ; FEBRE R 1t B s R e i R A1

Alistipes and Ruminococcus were increased ; Coprococcus, Erysipelotrichaies and Actinobacteria were

JELBETE ]/ AUAT BT T O 98], RS AT TR B0 I T | T 0 TR O A TR 5 MO 2 AT
Prevotella_9 , Phascolarctobacterium T f
Ratio of Firmicutes/Bacteroides was reduced, Proteobacteria, Desulfovibrio, Cyanobacteria and

Saccharibacteria were increased. Clostridium, Prevotella_9 and Phascolarctobacterium

Parabacteroides distasonis FLERFT T IZAT T8 s/

Parabacteroides distasonis, Lactobacillus and Helicobacter hepatis were reduced

TE: BTBR MRS 5 5 M 1 PAE /N FRAS Y ; Shank3 J&—Flvkl 2 & 7 A AH DG I 2 ; Shank3 KO A#1 % Shank3 FE R/l ; Chd8 ™~ R A . e (4,

PAAFBERF DNA 454 2 8 ( CHD8) PSRN AR,

Note. BTBR model, Mouse model for idiopathic autism. Shank3 is a gene associated to a neurodevelopmental disorder. Shank3 KO model is a Shank3
knockout mouse. Chd 8"~ model, Chromodomain helicase DNA-binding protein 8 (CHD8) haploinsufficient model.
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