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Effect of llepcimide Combined Western Drugs on Serum Level of Neuron Specific Enolase in Trea-
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ABSTRACT Objective To observe changes of serum neuron specific enolase (NSE) level in chil-
dren patients with epilepsy by additional use of ilepcimide (piperine derivative). Methods Totally 107 epi-
lepsy children patients were assigned to the test group (77 cases) and the control group (30 cases) ac-
cording to random digit table. Children patients in the control group received anti-epileptic Western drugs
only. Those in the test group additionally took ilepcimide, 5 mg/kg per day as initial dose, taken in two
times. The dose was gradually added to those without control of epilepsy attack. Added dose within a
week should not exceed 10 mg/kg per day. The therapeutic course for all was one year. Electroencephalo-
gram (EEG) was performed before treatment, half a year after treatment, and one year after treatment,
respectively. Serum NSE level was detected using electrochemiluminescence. Efficacy was assessed af-
ter 1-year treatment. Results The total effective rate was 65.0% (50/77) in the test group, with statisti-
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cal difference as compared with that in the control group [30.0% (9/30), P <0.01]. Compared with be-
fore treatment, serum NES level obviously decreased in the test group after 0. 5-year treatment and 1-
year treatment respectively (P <0.05, P <0.01).Besides, serum NES level was lower after 1-year treat-
ment than after 0. 5-year treatment (P <0.05, P <0.01). There was no statistical difference in serum NES
level between the test group and the control group at each time point (P >0. 05). Results of EEG were ob-
viously superior in the test group (3 with normal range EEG, 5 critically abnormal EEG, 69 abnormal
EEG) to the control group (2 with normal range EEG and 75 abnormal EEG) after 1-year treatment, with
statistical difference (Z= -2.33, P <0.05). There was no statistical difference in EEG results of the con-
trol group between before treatment (all abnormal EEG) and after 1-year treatment (3 critically abnormal
EEG and 27 abnormal EEG) (Z= -1.732, P >0.05). Conclusion Adding ilepcimide ( piperine deriva-
tive) for epilepsy children patients could lower serum NSE level and the frequency of seizures, and im-

prove results of EEG.

KEYWORDS epilepsy; ilepcimide; neuron specific enolase; electroencephalogram

T S HY 22 P DR | S 7 e 1 A 9 o, LA A
P22 A 3k B kv L B SR A M A R T ) e A A
SRS INEES R AE . T R B R R L
4%0 ~T %0, 2= [E A K% 900 W%, 28
JE L I Y SR R AR S SO p 2 o i 43, 5%
e LR ) R F B i, B A U AR L AR
o S HETA Z R U 78 25, B R 5 Y
B 259045 JORAUA 70% ~80% ', F A [ Py 4b
X H P BE A5 5 IR T U 1Y B 9T A D ik = v P R
BRI IR AL TG T8 r o 25 W AU AT 26 4 O S 7Y
FEAE S TR0 36 97 0 8 1% 1 22 4R 1 (B %) HLBF 9 4
R )R R L LT A 28 0 R R M 0 BE AL I ( neu-
ron specific enolase, NSE) 1 ¥k & 22 4k W 5% H #if
R ULARIE o 2536 T A BB AT AE 4 B 35 P e S
hnya s o A LR T I 3E NSE 7K P il 328 Hk
AR o P T B Fik ) B Y 50

BRERHE

1 ZWibsiE SR i2 WS I 2010 45 [ PRy i
IR (ILAE) 43 28 FIARTE 22 51 43 %o R AR V0K 43 2%
PR,

2 PAATHEBRARHE ISR : (1) £ 2 bR
W (2) 4RI >2 %5 (3) FT A I 70 Rl € e
NGB E . HEBRARUE 1 AT B 2 hE

ASIEH R UL
3 — PRl 107 i 2013 4E 1 H—2015 4F

6 H T RENRERFZHEBREIL. KL
TR NI 77 4], %5 R4 30 ], a5 20
Fitk 48 B, Ltk 29 P, 4EH 2 ~17 %, P B4R
(8.71 £3.73) %, Wt 2 ~10 4, ¥ (7.20 =

2.52) 4 X Al Bk 21 B, bk 9 B, AE R 2 ~14
YR (9.40 £3.87) %, i FE2 ~ 114, 1y
(7.30 £2.63) 4, MALPEN AR TR LLE, 22 %0
Gt #FE (P >0.05) . ARWFFEHRAF HRE NRERE
RRRZE S

4 JRIT I BIL—MIBA N1 ~3
B, % 259904 72 CPIVE I (LEV) (AR (VPA) Jir
B (LTG) FEMLHER (TPM) (B R PGF-(OXC) .
LY (CBZ) . BARBRA G IR 1. IR AEdT
R PG 24 9 Bl E o B3V e (50 mg/h, b st i
Rl A BRA A 7= it 5 : Y140602) , T L
PIREERI R N5 H 5 malkg, 4r 2 IR, RAEAR
ER W BRIILS TR INE, RS <5 H
10 mg/kg, fix KFHR <200 mg/d, B i 2 H A

&1 HGAE (B

45 ]y WA A =HAG

¥ VPA(7) VPA +LTG(13) LEV +VPA + TPM(5)
LTG(5) LEV +LTG(5) VPA +LTG +TPM(1)
LEV(5) LEV + OXC(5) LEV + OXC +TPM(3)
OXC(5) VPA +LEV(1) VPA +LEV +OXC(1)

VPA +0OXC(5)
VPA +TPM(6)
LTG +OXC(5)
OXC +TPM(1)
LEV + TPM(1)
VPA +0XC(2)

VPA +0OXC +TPM(1)
VPA +TPM +CBZ(1)
VPM +LEV +CBZ(1)

SHE  OXC(4) VPA +LEV + TPM(1)

LTG(1) VPA +LTG(4) VPA +0OXC +TPM(1)
LEV(2) TPM +CBZ(1) VPA +LTG + TPM(1)
VPA(4) LEV +TPM(2)

VPA +LEV(2)
VPA +TPM(3)
LEV +OXC(2)




- 914 - s o G B4

EES

%2016 4F 8 H 4 36 4555 8 ) CJITWM, August 2016, Vol. 36, No. 8

FEIF R R R oA 1k X BRI R W e, R
FPUBIR PG 253697 - Fr A BULWEIT RN 1 48, B4
AT 12280 g k2 B LR TS A1 .

5 I NSE £l W41¥5:0.5 F212 1 Ik,
R 1 R IMIE NSE. EACHHMERGER Ik 3 mL, 2.0
24210 cm,3 000 r/imin, &.0> 15 min, ] E1EW
%F EP 4, -80 CUKFALAAAAFIN . NSE I R H
b2 %61 iR & cobas E61 HiAk22 KOG Sy
AL & Bz ™ i ( 38 ) A BRA RIS AEE, i) R
N BB BERE 50 B & A ™ h e BRI G v B 45 48— iF
7. NSE IEH{EHIER 0 ~16.3 pg/l.

6 B (EEG) &5l R 3 E NICOLET A
H)AE 77 1 NICOLEONE fixi H IR AN , #5218 10/ 20 %
g5 0 RSURRCE R EIC 24 h, 2 &g e
FRER U2 EEG 455 AR 9% % e e 3= 4t 1) Il R Mii
HiL P2 ) O kN LG H 32 W A 2 2 AR A, i e TR
poRR e NS ol N RS N N 9 NS N
YR SARYT 5 AT I A RS A, 005 0 ri L AR Ak, P A

7 IPRHERRE ISR RGIRYT RT3 N AN
TR AR EEAE AL BB IT 1 ARG LI R AR
JE SRR AT A . SE Al R AR R I 100% 5
AR RN DD =50% 5 oA KA I b <
50% ; N : AEIREEIG N >25%

8 SGiiteFiiE: R SPSS 21.0 Siit#ft, it
PR X £s FR, AR HLBCR FIPIFEAS ¢ K30, 41
N AR B Xt R 56, 55 9090k R HIE X Wilcoxon
FRAKESG P <0. 05 FmEFA G2 L.

# R

1 WA (% 2) R 77 R ILE
IR SETG IR TT 1 G B 2 B, JBEE 1 6], 3R
RIKBEITIATCR, e 13 6, 454k 37 #il, &
27 ), NEE O B, B R 65. 0% ; X 4l 30
i, se a4l 2 1, A3 7 B, TERT B, i 4 i,
BARCEN 30.0% ; NI 41 A R E T XTI, 2=
AT FE (P <0.01),

R2 PIUTRILEL

R 1(%) ] A
anl ik ’ BAACK

See Pl % Tk i (%)
W 77 13(16.9) 37(48.1) 27(35.0) 0(0.0) 65.0 "
iR 30 2(6.7) 7(23.3) 17(56.7) 4(13.3) 30.0

X BT AL, T P <0. 01

2 MAIRITRTG NSE K LE8 (£ 3)  HAU]
PRI ELRE, IR 41IAYT 0. 5 4F K 1 4 NES JK-F-H i
T EE, Hifdr 1 48 NES KHRTI67 0.6 4F, 27
Gt L (P <0.05, P <0.01) . XJ R84 4 B[] 25
Je IR AL, 22 57 UG L (P >0.05) ¢

=3 WHIAITHTG NSE K FLIbE  (pgll, X £s )

AR BB WITHL WITO.5E AR
5 77 26.48+10.07 23.76+7.09" 21.49 £7.49**%
RO 30 24.05+8.92 22.19+6.88 23.19+9.28

T SARMIBITRT LR, "P <0.05, " P <0.01; 5A41i/J7 0.5
AELL#, 2P <0.05

3 WidlifyTralG EEG iR (#£4) RIRAIEIT
1 4 EEG(3 fl1E % 5 EEG,5 #i| A £k EEG, 69
fil 5  EEG) B WAL TI6 Y7 A EEG (2 ] 1 % ¥ [
EEG,75 fil5%% EEG) KV, ERAGITFEX(Z =
-2.33,P=0.02<0.05) ; % iE2H 30 {51 JLIAITF A
EEG(¥I 5% EEG) 53R4T 1 4 EEG(3 fil ALk
EEG,27 {5 EEG) i, ZR K4l E X (Z =
-1.732,P=0.083>0.05),

R4 WUIEITHE EEG BB (6)
A BiE mf IEHVEE EEG A4k EEG =% EEG

R 77 IRITHED 2 0 75
BIT G 3 5 69
Xof 1 30 JAITHI 0 0 30
\E g 0 3 27

1t it

T2 AR TR R, TEIRE =/ AR
J7VE D)1 S bR A A R 2 A AR AT 43 R IR
PRV BE (BRI 98 K P % (B KR A ) (L FE
PRUT HEIE 5 i (I B ) 9% BHL ik 2 ( =i o B
75) SR TR TR LR R AR 2 o, AT
FIRTT IR SRS 75 Z 00 o SR 32 B oy
BB, , AU S T B R A B A S
SR VG B S A P A SR AR A RB 4, T RUARR A £k
= ey

A SETAABIR ) B AR f) 24 B2 06 R PR S 56 UE
SRR PR A 35 o ST UE BRI AE /N T
TD50 f4 5 1 T % 20 ) 155 AU A A [ A% BE XA E
HIIEREREAR S o B FE T3 e — T il PR 2
HH AU 2R R WA A X B A T 5 R R T IR B BB &)
I B W, Zead R R, i e 4 ~6 h ik
W, E B TR IF VRS shkim



rhE PG RS A ek 2016 4E 8 45 36 %:45 8 I CJITWM, August 2016, Vol. 36, No. 8 - 915 -

NI A 1 48 S, 2R W™ AN BRIV o T BB
XE/NEAE B HLRE LA MR BTG ), oK DL G, SE6 34
KE BB T B a8 e ) R A, R I
W A B 0 L 2 1 YRR T 200 mg I 1
A S EUR I LA PEHE | WOBE SO0 Rk B
TR B, X B s i B BB 4 R D0 S 5 s ), %
FHHAF ORI 24 72 A A BRI (9 B o i i

NSE Ml IR 12 o 10 B , 45 S PE b A7 AE T
W2 TR 22 9 A A M A A v o IR 8L 408475 )i 4
T S 3 k7 BBk PR, NSE 1] [ #1258 50 s N Bk A
R, 375 2 TR P L i AR SR 7 R 2 ] R,
W, FEMAE NSE K- T3 Tt o A Sk i
15 2140 NSE /KEAE R4l 2345 43 s AR Ak i 3 — 2,
R I3 NSE 7K AT R by W I R Mg #ih 28 JC IR SE AR
(DRSS 17 =7 TR

RO BT A T FLEI AT R 5 5 - ¥R (i (5-
HT) A5 "% 5 — Bt il /5 A 2 45 e — Pl 0 1
P23 I, B RE /N BUI N A 5-HT & BT IE
ANET T BT B 25 0 BE AR RN P 5-HT KR,
Mori A 258 25l /s BUIR I 9 TE 5T 60 mglkg 1]
BEURR , 42 1 e a4 il , ELFH SRR A 3L 1) /) B )
HEZH /N B EE KR K2 2 1 5-HT /K- B 582 5. I
FRTAIT I E A4 I PR & VR FRAIE SR 5 4 E 2 Th g
ARFE R B, A AR AT LA B e 5 24 0 0 A ) R
JETOT R AT B IR A R AL ) A o f P
5-HT )& i kA J R Y & &, 2 vE Bl 18 R 76 A
U HA MR . R B B i R T 58
5 S5 )L , 445 58 2 B BB I 5 L 28 R AT
BB, RE SRR A DR RO S A g 1202

ARGV 2567 PSS s B A
YA AT RIS IIAYT IS 0.5 4F 1 41 NSE 7K
EEESRITHT NSE ACEREK. I3 G y7 il 5 &
W PR AV 1y A o 155 10 D B i e, PR 5 T A 3,
FEAE G VY 259597 METR PRI 1) Sk A S AU R T A
Bl R 2 VR A k. BRI SE R, EH
IS BN 036 T7 AT o ik 2 2 B B A 1 O L TR T
1AEJERCR B . ARBFIEIE 77 Bl S 30 fi%T
HEZH  FEAS 5 AH Gl 20, WLE Bsf () AH X A2 0, R e & B
T 55 0T HE A () PR 25 1) 25 5, X EHARUR 7T R H B0 A A
KRNk Z KA SR IY , A Ttk — 208 R B 17 R
AN RN A R 5

2 £ x #
D17 ARPC T4 SN LI = [ M ). JE OB RRE,

(2]

[3]

(4]

(5]

(6]

(7]

(8]

2004 : 24 -25.
HHE, I o E R R AT S A AR R ],
PRt eeims bRl e 4%, 2012, 39(2) : 161 —164.
Halatchev VN. Epidemiology of epilepsy—recent
achievements and future [ J ]. Folia Med ( Plov-
div), 2000, 42(2). 17 -22.
A RN, PR RS NG YT 4 T A (4 T s B
RHEBRFELJ ). FREBEZRE, 2012, 2(22) ; 34 - 35.
Berg AT, Berkovic SF, Brodie MJ, et al. Revised
terminology and concepts for organization of sei-
zures and epilepsies: Report of the ILAE Commis-
sion on Classification and Terminology, 2005 -
2009[ J ]. Epilepsia, 2010, 51(4): 676 -685.
XRHEF 2. I RN B = ML JEae: AR A R
#l, 2006: 215 -216.
o, BEOICOT, TR S BRI AR WL [ J ] b
P EZ R, 2007, 30(4) : 285 -288.
AT B 2 B FE A0 24 PR BOUF AL SABSUOR A P I RN B R
L], AU EE B4, 1974 ,6 (4) : 217 —220.
FEENRL, 2510, B R M2 HRTSE [ J ], JU B2 pe e
#,1977,9(4) . 234 -243.
W . PSR W I Xof 2 M 0 B A 4 T F s RO A 4 3 T
YERMBTSE[D]. oM TN E2=RE, 2011.
TR MG P 28 TCRF S 1 I T A B8 /KO 14 F 5T 0 e
[J]. ERE2~, 2010, 39(21): 2985 —2987.
SRANZS, XK 2, IO, 55, WO RS R BT 22k
HAMZ IO PRI 8 R BT -1 193
B[ J ], sEHIBE 2R, 2012, 28(5) : 723 -725.
T, B, BB, 55 A F AR AR &L INE
P TTRR S B AL BB 9E [ ] b E U g
JZkii, 2012, 12(5) ; 573 -577.
FETR SEEIAL. SRR BRAE AL 43 [J ]
2y 255E 1, 2002, 19(1) : 64 -65.
FETR RN ARG S 3 M B A7 1 S G T AL
A3HTJ ). R EZG AR R, 2002, 18(6) : 675 —680.
FETR R AR — S5, WIS rh AR p 2 R SR T g
s J]. P EZj2E%%E, 2003, 38(4) : 268 -270.
FEENAL. B0 AR ) b e AR AR S RE [ U ] AR R,
1986,6(1): 50 -55.
Mori A, Kabuto H, Pei YQ. Effects of piperine on
convulsions and on brain serotonin and cate-
cholamine levels in E, mice[ J]. Neurochem Res,
1985, 10(9): 1269 -1275.
AR 43 - B E AR, T R A T AT 5T
B[], mm B2k, 2010, 31(9): 76 -77.
Wang L, Zhao DY, Zhang ZH, et al. Double-blind
crossover controlled study on antiepilepsirine[ J].
Chin Med J, 1989, 102(2): 79 -85.
Wang L, Zhao D, Zhang Z, et al. Trial of antiepi-
lepsirine ( AES) in children with epilepsy [ J ].
Brain Dev, 1999, 21(1): 36 -40.
(UF:2015 -08 -09  f&[11:2016 -05 -23)



