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Retrospective Analysis on Results of Serum Oxcarbazepine Active Metabolite Concentration Monitoring
on Children with Epilepsy

WANG Yang, SONG Xinwen, XU Qiong, PENG Jing, L1U Xin(The Children’s Hospital of Wuhan, Wuhan 430016, China)

ABSTRACT: OBJECTIVE To investigate the correlations of oxcarbazepine active metabolite (10-hydroxycarbazepine, MHD)
serum concentration in epileptic children with clinical therapeutic effect, dosage, drugs combination, sex, age and body weight.
METHODS 310 monitoring records of serum MHD concentration in children with epilepsy were researched retrospectively
and data as concentrations, sex, age etc were put into data base, which were analyzed and treated by SPSS (13.0) software.
RESULTS A wide range of MHD serum concentrations was observed to be clinically effective in seizure treatment on children
with epilepsy. And the serum MHD concentrations were closely correlated with dosages, gender, age, and body weight of patients.
CONCLUSION The individual difference in the metabolic processes of oxcarbazepine within individual patient was obvious,
S0 it’s necessary to make individualized remedy according to patients’ specific condition and monitoring result.

KEY WORDS: epilepsy; children; oxcarbazepine; 10-hydroxycarbazepine; therapeutic drug monitoring
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VERIIRTT, AT T4k R ME i B B2 R AR 1 236
I LA AEVA YRR 16 n A a7 [ 2 % PIMeta
W RN, BAR OXC X T 5 i P76 37 %50y THi
HBEAT AR, (R ADR 1)k A SRR ™
ADR (138 H %88 B KT RS0V [ T3t
MR AR R TSN A B S LT 2R S
VE R /NSEAR A, H AT 7R B JLBHIG K b )iz A
s AR DV ) LB HUBUR — 26 25 1
#a#h. T OXC I W e i 1V H 5¢ 4 M AR it
PO R R ) 10- 12 kR O o
(10-hydroxycarbazepine, MHD)P!, [l it 2% 5 5%
T OXC 2482 204 R, TR A2 LURR 3 I vE
t MHD K JEAE 4848 bR HAT, BEAXT OXC
MWF 2 2 IR TT B8 . A R R Y VA DL
MHD 1fit 2434 P I 0 AR S5 4R, b S b A%
S LR e MHD I 24594 J52 1 00 1 B 7 B /D, BRIt
XF I 2Bl 25 A, 0GR JE e R A e
ok 7% g% )L S5 T AR 24 3)) 2 R AIE 1R AT 90 AR 4
b SEF RN BT 4 £k MHD I 2594 5 1 0
e SRS G T N R 95 2 7N
OXC hZiFlie. B2 MRl i LA AR
FAH I, H1 45 OXC IAMAAR S AS LB,
NGRS B 25t 5% .
1 EME5R®
1.1 Bk

#EHY 2007 4F 10 H % 2011 4 6 H EIRBLIRR
224 5 I I MHD I 259 5 1 28 L8 i Rk, 2L
SE 310 4R (GEAT L 209 1, HorhilE 2 Yk K% BA
I 65 ). 5 K LIS R A [ B T I B
(ILAE) 552 87 1) 60 ik K A 28 784 K %ot 6 9 12 1 11 e
W, Hod 738 289 vk, 1R BE 21 Bl Bk 222
Bk, Zovk 88 flik: 4FEWE 0.5~14 %, “F1(7.24
+3.20)% ; 1k 5 8~73 kg, F-34(26.91+11.74) kg.
1.2 4ReJvk

W e 58 LF R IR ) OXC(H3E, dbatite, 71
RO Fi 7, 150 mge Yo HR B AR A 24 i i
W45 B 4 O i 2 W B AE T 2, HER 23l
75~1 350 mg-d ', 4 2~3 Yk IR Hedk s A H
YRR Ky 4.69~47.5 mg-kg™d 7, *FH4(21.07£8.71)
mg-kg-d .
1.3 FEACRAE Jifn 2 9 S s

LT WIS AR OXC, fRIf 259K ik
R (% 3~5 d)JE, TARWRMIRZ G X H R ER K
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M3 mb, BEOHRIE, SR RO €k B
JE MHD a1k .
1.4 7RO BR e

HE NBH B ILE KBTS0 R, vl
s AT G BRI E AT S 3 AN H WL
TR RAE A, I DR 24 T 4R 23 i LAPE 7
B AR RAESERR D> T5%LL b 7
B RAFSIZ D 51%~75%; ToRL: KA
g/ 50%L) RO,

15 AR KNS

I 112 B8 3 b I PR 24 D 7 5 GRE AT I 2 R 5 i
DU TEAN i) 2 B vp 2 5 A RSO H B
W e A b s O I R 24 DT W ¢ P 24 347 1)
AR NI, B e W U
1.6 Zeil2aabs

HHa N SPSS 13.0 #PFALER, TR
X +S KN, HARIEZ 7041 H s B BON £ E 75 4k b
B, I R R DUAR R A KR Ty
Wro 58P A BRI LG &R, R EIH T,
PA P<0.05 4 7= 7 A gi it 2 s e
2 #R
2.1 MHD IfiL 249 B 5 I RT3 o8 &

MHD il A PR R0 245 7R P v AR A o
[ 2 3 I R FH 25280 %0 ) 2005 4 i 4 4215 R
10~35 pg-mL M, 310 7 I MHD 1 259 3
4 15~35.8 pg-mL7, “F35(13.80+5.71)ug-mL (7
St R A CV=41.38%). JLriillfG /e HEFA VG A A
233 FIKR (5 75.2%), L THEAEA 76 BIR(GE
24.5%), fm THEFEA 1 1R (A 0.3%), & 4ikkIR
F7 PN L3 1o HH T8 v T HE AR (E 419 B BOK
b RAEGE T F AR B, SO AR TR 4L S
HEEA LA TIT LA, 27 ik, WdlER
Jegiit i s X (P>0.05).

F 1 MHD 1253 597 2t X % (n=310)

Tab 1 Relationship between serum MHD concentration and
efficacy(n=310)

%iﬁf’ AR PHRE EM ARR%
<10 76 44 15 17 77.6
10~35 233 146 41 46 80.3Y
>35 1 0 1 0 100.0

T I E<10 pg-mLt AR, YP=0.622(;7=0.243)
Note: Compared with serum MHD concentration below 10 pg-mL™
group, YP=0.622(y%=0.243)
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2.2 RN MHD I 259K 5 1 5% 0

I IH BRIDE H At BTt 24549 (antiepileptic drugs,
AEDs)% OXC R (144, W %% 273 5] 7 s
R OXC 85 )L MHD Ifil 2434 FE Fiti 2 245771 2 AR Ak 1)
fiit. OXC )L % RN 8~45 mgkg™d ™, M4
SEAT IR B s A R R AR 2. T 20T
H A A 75 5(P<0.05). #E—25 1L MHD 1124
WEAEC) AR, H27=D)h LR, KA
SPSS 13.0 BAELMERIA T, KL MHD 1.2k
Pl S 257 B IEA DG, TRk C=0.395D+5.341
(R=0.611, P=0.000). OXC % 255X} MHD I 253
FERIHUS LK 1, C/D {H0 0.70+£0.28(48 5+ R 5L
CV=40.00%).

R2 FRELHAE4E )L MHD 125 3% F (H (n=273)
Tab 2 Serum MHD concentration of different dosage groups

(n=273)
Sk }?ﬁ%i n I 259 5 fpg-mL™ F P
mg-kg-d
<8 11 5.55+2.89
8~45 259 13.76+5.259 2 14586  0.000
>45 3 18.31+4.92%

T H42<8 mogkghd T AL, YP<0.05; 54 E i >45
mg-kg tdt 41, 2P>0.05

Note: Compared with dosage below 8 mg-kg™d™ group, YP<0.05;
compared with dosage over 45 mg-kg™-d*group, ?P>0.05

2.3 BEA FH 250t L MHD i 25 3R 1 52 1

JTH B OXC 45 2555 MHD il 24 3% F5 1)1
o T SO TSR OXC B 701 8 0L 25 3 B (1) %)
Al (IgC/ID) M &ivt i, o C 24 MHD IfiL 24K J&
fli(ugmL™), D &y OXC 4247 (mg-kg -d ™).
R B L2 OXC BEH HA AEDs(an: NG
VPA. 747§ LEV)REAT /34, oo 57 & i
U BB R 3. &5 E T, HIRZERE
ik X (P>0.05).

F 3 OXCHJi fnfk il 41 & )L 34w | & o 24 o B2 o 3 4t
(n=305)

Tab 3 The IgC/D of drug single-using and drug combination
groups(n=305)

1 1% 100 n IgC/D F P

OXC+VPA 22 -0.159+0.131

OXC+LEV 10 —0.219+0.114" 0.497 0.609
OXC 273 -0.187+0.171Y?

7E: 5 OXC+VPA 41Lb%:, YP>0.05; 5 OXC+LEV 4 [L#%, ?P>0.05
Note: Compared with OXC+VPA group, YP>0.05; compared with
OXC+LEV group, 2?P>0.05

2.4 PERIZE SR MHD I 2453 S5 (1) 52 0

273 Bl OXC L, ARPEHE A 7
g1, LR R 2R I A WK 4. &t
¥y, 1A 2 A gt 2F i X (P<0.05) .

® 4 FREMEAHEIL OXC HEArf & 25 5k F ot #8

(n=273)
Tab 4  The IgC/D of different gender groups(n=273)
PR oy n IgC/D t P
S 77 -0.138+0.161
3.009 0.003
3 196 -0.206+0.171

2.5 LR MHD IfiL 253 5 1 5%

273 Ak B H OXC (R LRI E e, 1222 4)
JUs 2EEETTAZERE LT 4], OXC HA 71 1l 2
WP EE W3R 5. &7 28T, Al ZE R A%
2773 X (P<0.05) . i3k — 25 LA HLA 5 & 1 24 i B 11
XTEE (19C/D) g A2 &, BB LAFERE (Y) N H AR 5,
K HH SPSS 13.0 FAFAE LML 43 47, IR A7 5]
ML 25 W B N HE B AR RO, TR
IgC/D= 0.022Y—-0.345(R=0.411, P=0.000).

x5 TEFWH4EL OXC HALM B o 2k B 3 $ Ml

(n=273)

o Tab5  The IgC/D of different age groups(n=273)

35 *—
7 ol FRIY n IgC/D F P
2 30+
S 25F By LA 0.5~3 37 -0.335+0.181
~~ .
m 20 R AT ~7 104 -0.205+0.159V2 25.040  0.000
& 15
‘; 10 - Al -14 132 -0.132:0.149"

5 Ve S LA, VP<0.05; L5iitalLkE:, PP<0.05

0 0 ]'0 20 :;,0 10 50 Note: Compared with age below 3 years group, YP<0.05; compared with

ESENFE /mg kg 4
1 OXC #|&-MHD i 25 3% /¥ # & B
Fig 1 The scatter plot of OXC dosages and serum MHD
concentrations

P E AN ] 252 2012 4E 5 H 45 29 545 5 1)

age over 7 years group, 2p<0.05

2.6 E)ULAERS MHD I 259K B 10 &
273 IR B H OXC B LR BE 4 )L 2F#
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A 208 L3R 1 AR T 40 41, 483 OXC i
A8 7] o I 2 % PR PR 0 A LR 6.0 2T 22 M, 4
)45 i #5725 57 (P<0.05) . #k—25 DL P 7 B 11 2
WL EAE (1gCID) I KA 5, i) LR i (W) oA
HAZf, KH] SPSS 13.0 AL RV 53 4, A
A SR AL 2 A JEE PR B S AR B ARG, T
Fih: 1gC/D=0.007W-0.375(R=0.481, P=0.000).

£ 6 FEAERELENL OXC HAr| & i 25k E 3

n=273
EI'ab 6 ) The 1gC/D of different body weight groups(n=273)
Wi dlkg  n IgC/D F P
8-~15 43 -0.3380.174
~25 110 -0.211+0.152"?  37.786 0.000
~73 120 -0.111+0.142Y

e LSRG 8~15 kg 41HLE, DP<0.05: SikFR>25 kg 41HE,
2p<0.05

Note: Compared with body weight between 8~15 kg group, YP<0.05;
compared with body weight over 25 kg group, 2?P<0.05

2.7 WA RN

Mgty 1 E LR B IR B, 1
W sl R B IR YR TT AN, AR LR IR
FEREAN R o 3058 B RO B IR
FEEIE 7 6, koA 4 61, SRR 11, RVIR
Bl DhEAR RN ZERS 1~2 > HWHBL,
Z ] i 52 BUES Pk 1R i SOV R
3 it
3.1 MHD IfiL 2459 BE XTI PRYT 23 ) 5% Wi

122 ST MHD 45 00 A& 1 7 2k 2
WP VIR AP ARSI, ol 6] 24 g R PR 2420 400 )
2005 4 RSO e 42 e 10~35 pg-mLt M, {H
JE MR T4, MHD M2 LT 10 pg-mL 41
H LRI 5% 5 10~35 pg-mL 4 FEAE 3
Pk 2 57 (P>0.05), XUt HI¥ 10 pg-mL ™ 45 4 177 &
(MR IR TR R, 0 /B LAER I 2R B 4 fF R
ST RLFIRERIY) . [EAMERE MHD IS0 A& 11
A7 2K 2R BV R 98, A 3~35 ug-mL, [AIIHA
N, 4 MHD I 24596 /5 #3535 pg-mL I BE 45 Y
IS B B, [y MHD 780 2494 13 90 1 e £
W, A4 E 2 KRG RIT RO g 45
£ L2453 5 M UK (1 23 #r o BRI, H AT MHD
1L 253 P55 W DSk S SRAN PR BT 7 1) 3@ AT 350k FE -7
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BIAS B SN R AE S [l EA T AF 5 8 R R S A A
TRAT B o GE ST, 310 17k HE ) Lg% JF)
Ik H OXC J&, MHD (1) ~F % ifi 25 ¥k /& X K
13.80 ugmL™, A7 1 i i) L 29 ke i rp gk
J¥ 35 pg-mL, 1B OXC 74l 1) 22 A VRN 70 i
. KR OXC E A A 25t Nk JE 4R
AL MHD {74 A BGE RS, X T CBZ %4
PEE RO, G5BTS0, OXC (AN B St
53k,
3.2 MHD IfiL 25 ¥ FE (1) 50 [ 32

AW ZE 3AJ7 1% %218 )L MHD IfiL 2453k
FEMEmN 2, G SdimE. BaH AR
PAR B LA A ZE 5o INGESAT 4, OXC 45 257
WK, MHD M 253Kk Bl sy, SaEAHe, HOCEE
JE 5 (R=0.611), 5[ 4pRIEM -5, [, C/D
1178 5 R BB /N(CV=40.00%), C-D Hi 5 Bt o
SRR, XA R T IRIRGS 2R . N
ginIa, A OXC #JLAE OXC+VPA LK
OXC+LEV 41 OXC v 7] 5 1fil 245 94 i X £ i 2 [7)
LA B35 P 25 7 (P>0.05) . HLIESE, OXC HH
fib 5 Fl AEDs #H FLAE F /NI e 1K 2 T OXC
F) AR 1 3 42 T o L 30 o T 40 P 5 95 i i i
J I (cytosolic arylketone reductases)it J5 o4 MHD,
R i 5 2 B I T 4 HE, AN TR R T CYP450
fiff R, W2 SIEM N, SR HFEE
T CYPA50 i Z A AL AR 1) HoAth AEDs 2 [H]4H H
YER B8R Do 1 VPA EH MK SE CYPAS0 i,
s SRR B- AR AN LA e R 1 9 1 7 W Tk IR
(UGT)Mafkix 3 4Rt puksEig | VPA
Xt OXC A ma e /N3, [ A 1 s PR 0T Tk 6
1 275%, VPA X T OXC 1253247k LG s m 4,
[FFE, LEV 3 3= 2% il ik £ W K il i 3 /K AR
i8], PR A S i OXC AR, 5 AHT 9T Sd
S HTEE AT o

BOUAMRZE e E SR AR R A T
XF MHD ACB 2 m . G5 R v, 53k OXC
A7 ) AL 24 9 5 6 £ i (1gC/D) W Ik T & Tk
(P<0.05), IX#tH] OXC AR T GEA77E— & Itk
WS, BB T ot X4
B, —J7 AT e S TG oM 0 B b T
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O3 PR R PR S AR 5 CAS TR I A bl D PEAR
W /N, P=0.021;5 YA T G N T Lotk
P=0.107); 5 J7 I AFEBR A4k OXC #4kh MHD
JIT 5 TR0 400 T 375 5 5 6 I Jirt e % T A e
S ZE S, SR 2 I R R R T e S BOZ G I
SEam, NIk OXC BIACH AL FI MHD (1) B,
FE] 4/ 509k 6 PO S R T 0 o SR R 4 o
BE I Vi W PR AT AR — S R 2 S e . (H AL A
S N AR OXC ARG 1k 11 5 3 i 4 i g 2 15 B A7
FE P50 2 S AT R T4 S IR N TR R Bl ek F 5 R
BORAEAR RIS M. ISR mT s, AN
EWS, ANF A R AR LAY 19C/D i B & E R
(P<0.05), H.IgC/D H4FE#FIA w4 — (1 1E
FHICME o 3 3 U0 A W8 R A4 5 B R 1R UL,
FHAH A 550 12 1) OXC Ji 7= AR e A MHD 2383 B2
P78 MHD B 25802547 A RS RO 0 R A,
LT PR R B AR R T (3 I R BRI 3,
U, SHIA BRIl 253 K, SRR L
H RN KW T o i 5 25, ix45ie 54
LI FAREE 5, oxC HFIMhER) B
i B TS, KXt 5 % UL EAE T
TEAIALAE , 1 WA 25 vl 401, 5 %7 LR L3 MHD
THBRARH TR, W] RETR AN B ) OXC i

g b, £ MHD A3 R 24 9% 58 91 L e oA i 2 11
TEULR, U B )L OXC 45 2477 AT I /N7
IR, A5 B i 2k B I 1 T Bk R A A
PRBT 5 BB R 259 . R, 229 E T
Y R B R e, 3 Y 25 RS B AT BERL M MHD IfiL
IRFEM SRR, 4o LA SR, X
FEABEBITT H A 1 OXC AMALA 27 %
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