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Abstract

Self-limited infantile epilepsy is one of the most common epilepsy syndromes in infancy, characte-
rized by self-limited seizures, with a genetic etiology in about 80% of cases, PRRT2 being the most
common causative gene, and a favorable response to medication and prognosis, although diagno-
sis in the acute phase still requires careful consideration. In this article, we review the pathogene-
sis, diagnosis, treatment, and prognosis of self-limited infantile epilepsy by reviewing the latest li-
terature.
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1. 5|18

1 FR 1 22 L (Self-limited infantile epilepsy, SeLIE), +&—Fh22 )L E I HEUR 4 &1L, EHE T A K
SEfi, CARTHRROA R MEZE) LU (Benign infantile epilepsy, BIE), {HJ&ERA&AIR LT I — @R
INFIREGAIE 5 K BV 5, i 2022 4F E bRy 6 ¥ (International League Against Epilepsy, ILAE)¥ . I
RE AN EBRTES ) U . A RIR RGN 14.2/10 H1], 5 2 % FiEmR KR TG 10 7%~9%, &%
JUIAA IR T B ) L3 280 f i WL RN 25 B IE 2 — [ 2] o B & T AF SR I A% 22 1 R B SO I AR 2R, KT SeLIE
B RIEHLE] S G REFAE SIR ST BT ORI 22, N T SeLIE MR Fuidk e i AT 4718

2. R E B & fwALE

SeLIE B et P LI K & TP OR (3], @8 kP R LAt s, JLE R E B IE
2 80%IKIFE B LA WAL R R, HA Y AR B AR RAE (2], AT CARE R O 1 35078 2 R AL 4
SCN2A. SCN8A. KCNQ2. KCNQ3. PRRT2 %5[4] [5]. Qi Zeng Z5[61WF7T T 68 > SeLIE & [ 3L K 58
GG, HA 41 N60.3%)FKEER DL T PRRT2 8745, 5/ SCN2A 4%, 3 /> KCNQ2 &74F. Heron %5[7]
7E 17 /% BFIE UM EIGEH RILT 14 N(82%) PRRT2 Z+4 5848 . WA 5 WL B0 3L R 2
PRRT2. PRRT2 fii T4tk 16p11.2, 4l MizlfRis I A 2, FEAE MRk, 7R EFER
FH R IE B i [8]. Schubert ZE[9]7E 40 4~ PRRT2 KA RINA 37 1N(92.5%) 4515 A AH [H] (IR G 58 AR

3 [% 65 (paroxysmal kinesigenic dyskinesia, PKD). %2 115tk £ B & 14 5% 85 F 2 £ 39E (infantile convulsions
with paroxysmal choreoathetosis, ICCA)%5,

FI AT PRRT2 5 EUR0 FIBUR ML BT FT b, T REAEAR LB ORI KA & AR A b B 5
LR . AR SEIOHEE R W] PRRT2 52 —Fiip 2 ok e VERE DY, e idad I 5 o B MO ME Na il Navl.2
A Nav1.6 I B E A AT AE V)P B PR S P ] I AE XS A P, T PRRT2 AL )M A I Bk =2 X6 4 8 1
TTE e AR, TGN 7 A0 AR A PE[10] [11], S350 7R B R A, [FII A SC I R 5T K I SeLIE
A8 LORT AN B 7 S PELAR R S 2 R AP 12] [13], 3t MIUTHIHIESE T Na 3l IE A PRRT2 5 K (K AH A . [FII
XFRE /N ORI A AT FE 26 B, PRRT2 1EK A BRI B BE Rk, 7R/ RV SIE 15 A ok B Joi
L TCH K] PRRT2 2 FEHL UL R B AR AR B GREEA[14], ATTSZIEKIN A B M filid . Hifc
A PRRT2 4l RAF FHOR G IBLE i ML FOHGE[15]. WA B LR B0R I PRRT2 4 AR RAEE R
AAE C i TM S5 F3U , SRARAE C S AR SCAR A 3 R I H B 1) B R e, 32 B30 1 o AR
ANRERE ) ST B[ 16].  SEVEAR) 73T HLEA R e — B A R .

SCN2A HERI R Al FHCART, HEAWE 2. Qi Zeng %5Xf 72 5l SCN2A A8 F: ) [H L2 (1 78
B, 9B EBRYEE U, 75 IEW A H R EE PRI EIZ) 69.2% SCN2A A 7 A T-ARE5 B IX 4k, 1
PSR DR S R B IR A R A — DA% R [ TH4NIEIE Navl.2 BIFEDR], SCN2A Hf U&7 51k i s 5
2 AN A AT S BOBIE ) ThRE A, T SCR AN M A itk SRR I R AE[17].

BEANEH KCNQ2 [, e T8 H RYERTE) Ul i WAOFER], (WA fEAR R . 9wt
PR FIEIE I, AR, 0N Xk S2 A1 S3 X [A) S SR S rT R T 8 A BRI R B kA, BN
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s, ZEUr

TEIRAE ST FH AR 5 X AR A A B [X 53 2R (7T B 18],
3. ImARFF =

AIEITERE Ny 3~20 DB, mEHINE)E 6 A it KEHUE )L AN KNl ja & & 1 DLk
o IR R A F I BN, AE LR R TR, WIERAEEER 1 320 k), H A AR F) A (2
TRPE 10 B, EE <3 08k, [REREE IR JE BUCRAE19]. WO A AFEE R RAR, AT gk
FOETTERAE, RIONATNEIE. K4t BIRZEAERL. B3 Wk & SkAN/sR f m) — 0
B BB JEE A P 2R R A o AN IR 18] B8 R P 2R R AR R A — (RS 210 55—, (HAE[R]— Uk AR
Ao N UEERE 2 75— 4]

4. HEIEE

SeLIE LA A [m i p B IR, AR o ol BRI PR a8 o R A S o PR PO o A A P T
FORPE TR BX T XX, PIX R Sk 2 W, IF i IRk, RIONRE R
B ZIRPERIER . 7] — BEANF R AR, ALEE T A F R = AR R, H R AR
i L B AN R I AN E PR [ 20]. MR RAR ER A B R

5. iCHR

AJp IS W R IR e, T K BE V82 . Kikuchi Z5[211F617 44 5175 U2 Wl BB ) Lo AR
B, BV 12 S HJEAR 11 51(26.8%) %A 491 REEIGIAIFE . X SeLIE FIiZWi R B RELL T JLA: (1) &
IEPERAEEAAT A L BIRZ P, BalE. kIR m% IR ZE RIS B Gl N — A B B, R b
ARV SR T BRI 58 R 2RV R AR ) e TONIURE 2R A AR PR 2R R A o (2) 0T A AR B T 38 5 A i (<3
M. ) KRAEMMAM B EIES, kil MRI TE5MMESCE. @) JLERE BREMEARIER. (5 2807
RILPRRT2 K ZRAE . (6) FZGIRIT RINUT o

6. BT

AIRLINIETT IR R AT, FRAIRTT BT i A A S B TC R Wi TT RAE v AT . 1EZ9WIRTT 7
T, 22400 ) LT3 38 BH A 77 an B PR PR 7 ORI, T o L T 78 2R vEH S LR A 1 R AE
o BRTGVEAR ] R R R A T e B I P 58 PP U 254« Lee S5[12]%F 33 451 PRRT2 FH M) SeLIE &L
BIZr AT B, BT FH A PR R 8 LIITE | 0 A B0 i i), i B Bl Ad 7 2 b i ya
7 ) LR 75 BN N 28 — FhBUBR 259 . Zhao Z5[22]199 N T 20 4] SeLIE L, A #:52 BRI F—4k 11
SLITERR R AE, BTG e 20 vEH B SR AN 1) B L RAE s o sk, RA U 8RR
TG A KB TRAEIRES « BRI, ©AF 2 DU Tt HE 7 A8 FH JE 1 178 1 S5 B i FELV 770 1 A A — BB 9T 24940
BRAR TG ELE A0 T R O A 2 M AR B TRFSEIESE, Jiang Z5%F 83 BME A T R T EIATT 105 ) LR
SRR, 12 D AR RN 70.4%, ANRRFN 9.6%, B BB IA S EM 242 [23]. (H
TG, ST/ ER o L E PRV R B SCN2A AR &)L, VIBIEBL AR vl N R AR 1 0 B
MR A, BRI, SR TT BURA R R LRI 5 R B RS A RAE VR I T 17]

7. WiE

AFFFG BRI, KEZHCGE UL 2 ¥ ZiTE RN & AE 52 g Ras, (HEES 2L 3 Z A E wH
KAE. BILMEE BREMIEY, WAV KIS &L HIEERES K FIEZE[24]. PRRT2 A4
S 1) £ AT )| B B RS ST IR HE LR & M ia B R N is SRR s UL FK JJFERS . Cossu Z5[25]ikiE T 2 %4
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PRRT2 A5 SeLIE & )LAE 5 % W] H IR AR 0 14 Fo FF 2R3 (electrical status epilepticus during sleep,
ESES), FEEA M LA G150, 1XFRH PRRT2 M5 SeLIE &)L HILHE ™ HE R RE, AHIHL
HiAT e 1 — PR A .
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