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[ Abstract)

and presents with cognitive impairment and severe seizures. Although controlling seizures cannot improve cognitive

The majority of patients with developmental and epileptic encephalopathy (DEE) has genetic causes

impairment, targeted therapy based on individualized factors, corrects pathological and physiological processes with clear
molecular genetic mechanisms in DEE patients, thereby achieving good clinical outcomes. According to the study of the
molecular genetic mechanisms of related DEE such as SCNIA, KCNQ2/KCNQ3, CDKLS5 and PCDH19, gene therapy such
as antisense oligonucleotides (ASOs), Ataluren, adenovirus vectors, and gene editing has shown great promise for treatment
of DEE, among which ASOs demonstrate enormous potential for treatment of DEE. Next-generation sequencing
technologies, animal models, inducing polyenergic stem cell technologies, organ clusters from patient cells, and gene
editing technologies can promote the development of future targeted epilepsy therapies.
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ZEAR | AR BRI RE O , I Pl 3 7 sl 4 ) 2 8 s T
F7 3 F Al H R T o T3 1 (sodium voltage—gated
channel « subunit 1,SCNIA) 3P 4 A T4 38 18 W 50 Q
B 2/ B 3 (potassium voltage—gated channel subfamily Q
member 2/member 3, KCNQ2/KCNQ3) F: K 40 i J& 191 2 114K
83V 5 P14 5 (eyclin—dependent kinase-like 5, CDKL5) %
FEES K5 2 19 (protocadherin 19, PCDH19) 3] & DEE
rheRy DL B0 FE IR AT SR A OG5k L 5 R 52 718 (1 L [ YA 7
PR , B 2 RV Z 0 IE PRI R AT A58 (3% 1), DEE
BEAENTIRES DRI SR R RISGE S .

1.1 SCNIA SCNIA{ET 2q24.3, FAS 40 E Tl i Navl.1,
FEAE y-2 3 T B2 (y—aminobutyric acid, GABA) RE#H 450
ek B R R L AR S S

1.1.1 SCNIAABX 6 i i 45 A AR v o F 345 52 & L SCNIA
5 5 Dravet 254 fiF ( Dravet syndrome , DS) | 38 1% 14 585 i £
P 450K B A1 GE (genetic epilepsy with febrile seizures plus,
GEFS+) S 22 AUAH 55, SCNIA R W 7E GEFS+R
W &I, AN K5 A SCNIA A8 9k B S B DS 1Y &=
BRI, 5 DS B B 80%, 5 DS AHIE Y 28 A5 A0 5 BT
A GAR AR R B DR, T4 S SEARAE GEFS+Hh 2 UL .
B DSELGEFS +1 B E 5 445 T8 5 2B Navl.1 193
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Flo b6 T Bt H3RE—Fh PCDH19 & 11, ALk AL
FoliA r A28 4% 5%, 40 ) PCDH19 & (I RE IEH 45 &
FRUAAS KRG o SR, B THa AR 5 1k 25 77 2k oA [m] 26
T PR A0 AL, 40 B2 (P 6 2B T, o DAk 6 A D8 M2
PG A EF L AR R I R R T

1.4.2 PCDHI19 ¥ 35 J7 U] Fo i £ 09 J2 & 08 7 & % A
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AN RONAG G5 R EAR I BE IR . {HLAE ASOs FIAEH #1
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7 SRR BB VR T MERE o DR R 1) VR YT I R R IR T
B2 T H FARRT N — R F AR Sy |
V208 TAME AR Sk BB 40 A i 2545 1 R DR i
AR (4N CRISPR/Cas9) AT BEA B TN R DEEVRYT B K .
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Research trends on the effects of different nutritional components on depression disorder. Y/ Simin, LU
Chenghao, WENG Fethong, LI Shen. Tianjin Anding Hospital, Tianjin 300070, China. Tel: 022-88188875.

[Abstract] Depression disorder (DD) is one of the major mental health problems worldwide, and special nutrients
such as amino acids, vitamins, fatty acids, probiotics, etc. can affect the emotional state and disease prognosis of DD
patients. Amino acids such as tryptophan and S-adenosylmethionine have been shown to improve stress levels in DD
patients through various mechanisms, including vitamin B and vitamin C, while unsaturated fatty acids and probiotics have
also been shown to have the same effect. This article reviews the mechanisms by which these nutrients improve DD, with

the aim of providing new clues for treatment of DD.
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