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# E. BM ®A45EHEY 4 (Ca”-bingding protein 4, CaBP4) LB FH 5. )LFMeMmAR, FiE #2016
3 0 ~2018 43 A A 5 AR [E k409 )L BR 60 1), B A % U 256 B FRA0 50 n B2 10 A 0P ) B 69 15 Wi AR
i@t AE M CaBP4 AW R E AL, 54 CaBP4 AR R X 5 HRE LG KRFE. AREME. REREALMFLER
RlegraAE k., R 60 #lFMmEILP, CaBP4 L H p.G155D £ L Fabk & 4 33 4] (55.0% ) , CaBP4 A H R E % H)L
27 %) (45.0% ) . CaBP4 A B R E 5 IUBMHEAN LK, ZFALLITFEL (¥=0.156,P > 0.05) - CaBP4 AH X% 5
D IUFR IR B Z RS %, CaBP4 A p.G155D £ X BILH KA 5T CaBPA AR AR L RIL, 2FAARTFE
L (£29.752,P < 0.05) . CaBP4 A B R K5/ )UIR A XA EFZAEREA X, HF CaBP4 A B p.GI55D X &L
RAEZANEMEZT CaBP4 AR AR EBIL, ZFALRTFEL (11352, P <0.05) . EHELA CaBP4 LK p.G155D &
TEILGHT CaBPA AR AT LT FHEEI, ZFAG%TFEEL (=7482, P<0.05) , CaBP4 B R & 5N L N
EAA X, CaBP4 AW p.GI5SD RE BILF LIRS AR L RFoMAAFR, RA - B FLAMEEIHES T CaBP4
ERAELBIL, ZFHYA%ITFEL (=9.962, P <0.05) , CaBP4 LB X T 5 s BILE LmF# . A LM%,
EAARE AR ERR K, ZFALRTFEL(P<0.05). &t CaBP4 A M p.GI55D £, i % ILE K FibHT
RAAAMEMG, AANFREAPE, HRAAFELERE, CaBP4 AW p.G155D REFH 4L 257,
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Study the Relationship between CaBP4 Gene Mutation and Epilepsy in Children
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Abstract: Objective To explore the correlation between CaBP4 gene mutation and epilepsy in children. Methods 60 children
with epilepsy admitted to Shaanxi Friendship Hospital from March 2016 to March 2018 were selected. All the children met the
diagnostic criteria of the international anti-epilepsy union and China. By detecting the distribution of CaBP4 gene mutation, the
correlation between CaBP4 gene mutation and age of first onset, monthly incidence, severity and type of seizure in children with
epilepsy was analyzed. Results Among the 60 children with epilepsy, 33 patients (55.0%) had a positive mutation of CaBP4
gene p.G155D, and 27 patients (45.0%) had no mutation of CaBP4 gene (x’=0.156, 2 >0.05) . The mutation of CaBP4 gene
was related to the age of onset of epilepsy in children. The age of onset of CaBP4 gene p.g155D was lower in children with
CaBP4 gene mutation than in children without CaBP4 gene mutation, and the difference was statistically significant (#=9.752,
P < 0.05). CaBP4 gene mutation was related to the frequency and severity of monthly seizures in children, among which, the
frequency of monthly seizures in children with p.g155D mutation of CaBP4 gene was higher than that in children without CaBP4
gene mutation, with statistically significant difference (=11.352, 2 < 0.05). Children with severe CaBP4 gene p.g155D mutation
were higher than those with severe CaBP4 gene mutation (x'=7.482, P < 0.05). The mutation of CaBP4 gene was related to the
type of epileptic seizure in children. The incidence of simple partial seizure, complex partial seizure and tonic-clonic seizure in
children with p.g155D mutation of CaBP4 gene was significantly higher than that in children with no mutation of CaBP4 gene
(1=9.962, P < 0.05). The mutation of CaBP4 gene was related to the age of onset, monthly frequency, severity and type of seizure
in children with epilepsy, and the difference was statistically significant (2 < 0.05).Conclusion CaBP4 gene p.G155D mutation,
the earlier the onset age, the higher the frequency of monthly seizures, the more severe the seizures, different types of seizures,
CaBP4 gene p.G155D mutation rate was different.
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SEAME Y, BRI P, W R A T i
ARECE SR, ShhRe iR BEM . I
PRIGHRIZ W FZAHKEE CT i MRI S5 AR 2 W1 R4
LA R L A B 25 R A s, (R
AR WA A T ARtk B AR A )
SERFFEAR Y, A TN A T G S i L A
FRAR S5 R T AR A R AR AR, DT S B0 aE
LA R S50 A, X — AR SR A G
FEH S SR FEEEN, AU, 4
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R S e R4 a2 R R, 38 2 il iE
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CaBP4 & )& T EE ARG —iR, F2AF
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1 #R5HE
1.1 Rt % ARSCHEH 2016 4 3 A ~2018 4F 3
AAEFRBesti2 &t LI 60 1, 54k 35 4,
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1.2 MEL5RA DNA EIGLH & (Jbat KER
I RARAF ), REPENVIE ( TaKaRa 24H] ),
PCR ¥ #t50 & (db et m B AHARER AR ) ,
KR & (BREAEY) BiRECARA ) 5 Bk
Zl (LG RAYBHEABRAR] ) |, SKAMREE
G T RS (s AR A TR A R ) 45
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1.3.2  CaBP4 JEH AL 734 . 44 DNA 4 B
EIRBURF AR I DNA, BT — 20°CHE P RA4F
%Mo % PCR P AR &R B AR R 15nl, J&
FIHY HAGH T DNA &4, PCR RNA1F: 94C
FREE AL Smin, 94 °C A8 VAR FE 30s, 60 CiE Kk
30s, 72°CHEMHIALIE 30s, 72°CAARIEM Smin, it
PEM 30 K. BFYI: BEVIEG A FastDigest Csp6l, i
FITINA Csp6l 0.8 w1, B 1.6 1, MMA 13.6 1
=K, B 16 1 IR A IR A 81 DNA =¥,
37°CK# Smin J5 80 C/K IR Kif 10min, K IEEE
WHIEE I HL KR B 7 L WA B R (] 2¢/dl
BUSHEERE K, HE 150V, BFIA] 45min, J5 A
SEOMREEME UG AT R G T R 533

1.4 it 454 KA SPSS 21.0 Gl 4k 4ot 17
B ab 3 THECRRLR - e (%) For, 4
B H AR K5 T R R YA = AR
% (X=s) FoR, LA BRI ST FEAR £ K555
CaBP4 3 [K 245 50 FU LI RAFAF B AR S oA
K HZ H & Logistic [MIIH 734, P < 0.05 Jy22 55
HEi 7

2 R

2.1 CaBP4 AR E L FEH5H L 60 FIHHEIL
W, CaBP4 %£[H p.G155D 878 BHE (& 33 1], %€
AR H 55.0%; CaBP4 R R %&48 )L 27 1], &
AL N 45.0%

22 CaBP4 £ B &% 5/ L le & A6 £ &
60 15 5 L P, CaBP4 £ [H p.G155D €75 & L
B 20 ] (60.6%) , Lt 136 (39.4%) , BA
FRAEIS 3.2+ 0.8 % ; CaBP4 JLPHATEAS B LA E 15
B (55.6% ) , k120 (44.4%) , 1 EIRFE
6.3+ 1.6 %, WA AEE CaBP4 5H 5878 5/ Lo
JRTER 2R G 2FE L (=0.156, P=0.693) ;
/NI R AT, CaBP4 2 p.G155D
AR B L RIS IRT CaBP4 JER R AL,
ERAGIFRE L (9.752, P<0.000) .
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23 CaBP4 AR R &L IUFadn A ZAFIRF Ao &
VA E # X & 60 B & L, CaBP4 3 A
p.G155D RAFBILH ZAEMR 4.5+ 1.0 Ik, EiERE
BE: BB (27.3%) . HEE 8 H (242%) | &
B 16 5] (48.5% ) ; CaBP4 R AZA8 LA K1E
Wi 2.1 05K, RAERE: B2E 16 4] (59.3%) |
R 6 Bl (22.2%) . TS B (18.5% ) o P4L[A]
L #¢ CaBP4 FE R 2848 55 /N JUIR H & AE B % Fil &
YERREIA K, CaBP4 F:[H p.G155D ®A# LA
FAEN R & T CaBP4 SRR ABERIL, ZRES
P12f7E X (=11.352, P<0.000 ); CaBP4 FE[H p.G155D
RAS LT B R AERE T CaBP4 JERR AL,
ZRAGIHE L (/=7.482, P=0.024) .
24 CaBP4 A B £ % 5 U & AF £ A wh £
W1, XA, CaBP4 [N p.G155D 578
LR IR RS At R ER . i
H - FFEE R AR T CaBP4 JERR AR EIL, UL
=2

ZERAEA IR MR AERAR T CaBP4 JE K ok R A2

L, An S BA G L (r=9.962,

P=0.041) .

1 CaBP4 EEZEERRE) LA IEXBRNE (2 (%) ]
CaBP4 5[4 p.G155D

# A (n=33) ARG (n=27)
i S A A 14 (424) 7(259)
Eeiat ke 10 (303) 7(259)
R - PR AR 9(273) 6(222)
U ZE S A 0 4(148)
AR IR 0 3(11.1)

2.5 CaBP4 AR E L mmEBILIGRIFIEN R
FeBaadr WIFR2., A, CaBP4 It K%
A5 S LI AR AR . ] RVEMR . RAERE
FE R RAERRA K, ZRWAARRITHEL (BP
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CaBP4 EFRZT 558 B I)LIERHEN £ E X BT 54

%9 Beta SE Wald PlE OR {H 95%CI
EpaEE 1.802 0.568 6.864 0.000 7253 2.089~8.654
L) 0375 0352 1112 0257 1.116 0.779~1.230
iboaiziEs 1577 0532 5226 0.000 6.017 3.137~9.643
KA 2.029 0.556 4125 0.001 5.189 4.256~10367
RAERR 2.107 0.682 8.623 0.002 4623 1.339~6.451
3 g CaBP4 JEAR AL LIL, BEW] CaBP4 2L p.G155D
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