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[Abstract] Objective To observe the drug response of patients with benign temporal lobe epilepsy
with hippocampal sclerosis (TLE-HS), and to summarize the clinical characteristics of patients with good
drug response. Methods A total of 46 benign TLE-HS patients who were treated by anti-epileptic drugs
(AEDs) and followed-up for at least 2 years with seizure-free periods longer than 12 months were enrolled in
benign TLE-HS group and 51 AEDs-resistant patients were enrolled in control group. Demographic data,
early sudden damage factor, family history of epilepsy, clinical symptoms, interictal EEG abnormality, side
of hippocamal sclerosis and drug strategy were noted and compared between 2 groups. Multivariate forward
Logistic regression was used to analyze the influencing factors of good drug response to TLE-HS. Results
Age of onset (P =0.041), duration (P =0.001), history of febrile seizure (P =0.019), initial seizure frequency
(P =0.001) and drug strategy (P = 0.000) were statistically different between 2 groups. Age, sex, perinatal
injury, encephalitis, traumatic brain injury (TBI), family history of epilepsy, status epilepticus (SE),
cognitive impairment, mental disturbance, seizure type, aura, interictal EEG abnormality and side of
hippocamal sclerosis were not statistically different between 2 groups (P > 0.05, for all). History of febrile
seizure was risk factor for benign TLE-HS (OR =3.405, 95%CI: 1.080-10.737; P = 0.037), while low initial
seizure frequency (OR = 0.275, 95% Cl: 0.100-0.758; P = 0.013) and monotherapy (OR = 0.135, 95% CI:
0.049-0.373; P = 0.000) were protective factors for good drug response. Conclusions Benign TLE - HS

often occurs in late adolescence. In the early stage, seizure frequency is low and the occurrence of febrile
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seizure is rare. Monotherapy of carbamazepine or oxcarbazepine may achieve good therapeutic effect.

[Key words] Epilepsy, temporal lobe; Hippocampus;

Sclerosis;  Regression analysis
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Table 1. Comparison of demograhpic data and medical
history between benign TLE-HS group and control group

Benign TLE-HS ~ Control Statistic

ftem (N=46)  (N=51)  value "ol
Sex [case (%)] 1.086  0.397
Male BALTA) 33 (6471)
Female 13(2826)  18(35.29)
Age (x £, year) 21.76 £10.79  20.80 +8.46 0.489  0.626
Age of onset 15.50 11.00 -2.043  0.041
[M (Pss, Pr3), year] (8.75,20.25)  (7.00, 16.00)
Duration 2.50 6.00 -3.328  0.001

[M (Pas, P), year] (0.83, 8.00) (3.50, 11.00)

Perinatal injury 2( 4.35) 3(588  -0.340 0.734
[case (%)]

FS [case (%)] 10 (21.74) 23 (45.10) 5.879  0.019
Encephalitis [case (%)] 5(10.87) 8 (15.69) 0.999  0.382
TBI [case (%)] 4( 8.70) 7(13.72) 0.165  0.772
Family history of 3(6.52) 4(784) -0.250 0.803
epilepsy [case (%)]

SE [case (%)] 2( 4.35) 1(196) -0.675 0.500
Cognitive impairment 9(19.57) 11(21.57) 0.059  1.000
[case (%)]

Mental disturbance 4( 8.70) 5(9.80) 0.192  0.737
[case (%)]

t test for comparison of age, rank sum test for comparison of age
of onset and duration, and X test for comparison of others. TLE-
HS, temporal lobe epilepsy with hippocampal sclerosis , {1 i T fifi
A 3 0T FS  febrile seizure , #4152 5K ; TBI, traumatic brain
injury, Jiii il £ 45 ; SE, status epilepticus, ¥ f74F 22k & . The
same for Table 2

2 RYETLE-HS 45 X% B 4 I RAFAE 9 HL e
[#i(%) ]
Table 2. Comparison of clinical characteristics between

benign TLE-HS group and control group [case (%)]
Benign TLE-HS ~ Control

ltem X value P value

(N=46) (N=51)
Seizure frequency 11.111  0.001
= 4 per month 16 (34.78) 35 (68.63)
<4 per month 30 (65.22) 16 (31.37)
Seizure type 0.819  0.400
Focal 14 (30.43) 20 (39.22)
Focal + secondarily 32(69.57) 31(60.78)
generalized
Aura 2342 0.156
Yes 19 (41.30) 29 (56.86)
No 27 (58.70) 22 (43.14)
Seizure free period 0.599  0.585
Yes 9 (19.57) 7(13.73)
No 37(80.43) 44 (86.27)
Interictal discharges -0.441  0.659
One side of temporal 29 (63.04) 34 (66.67)
lobe
Both sides of temporal 14 (30.43) 15(29.41)
lobe
Extra-temporal lobe 3(6.52) 2(3.92)
Side of hippocampal sclerosis 1.403  0.496
Right 17 (36.96) 19 (37.25)
Left 17 (36.96) 24 (47.06)
Bilateral 12 (26.09) 8 (15.69)
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Table 3. AEDs in benign TLE-HS group [case (%)]

Drug No. of patients
Monotherapy
CBZ (0.30-0.60 g/d) 17 ( 50.00)
0XC (0.53-0.90 g/d) 8 ( 23.53)
LTG (100-150 mg/d) 4( 11.76)
VPA (0.50-1.00 g/d) 3( 8.82)
TPM (100 mg/d) 1( 2.94)
PHT (0.10 g/d) 1( 2.94)
Total 34 (100.00)
Polytherapy
VPA (0.50-1.00 g/d) + TPM (62.50 mg/d)/ 6 ( 6/12)
CBZ (0.20 mg/d)/ LTG (150 mg/d)/
CZP (4 mg/d)
CBZ (0.30-0.60 g/d) + TPM (50-100 mg/d)/ 4 ( 4/12)
PB (30 mg/d)
0XC (0.60 g/d) + LEV (50 mg/d)/ CZP (3 mg/d) 2 (2/12)
Total 12 (12/12)

CBZ, carbamazepine, ¥ & 74 *F ; OXC, oxcarbazepine, H K 74 °F ;
LTG,lamotrigine, L. 5 = W& ; VPA , valproic acid, N R #4 ; TPM,
topiramate , LML R ; PHT, phenytoin, TP 7P, clonazepam,
A TG P 5 PB, phenobarbital , % B4 F % s LEV, levetiracetam, /5 &,
EATp:E

R4 ZYNARYT N R A OGS e R R 19 2 R R AT i
Logistic [81 543 #
Table 4. Factors influencing good drug response of
benign TLE - HS by using multivariate forward Logistic
regression analysis

Variable b SE  Waldx® Pvalue OR  OR95%Cl
Age of onset 0.007 0.030 0.053 0.818 1.007 0.949- 1.068
Duration 0.080 0.043 3.423 0.064 1.083 0.995- 1.178
HS 1.225 0.586 4.371 0.037 3.405 1.080-10.737
Seizure frequency -1.289 0.516  6.235 0.013 0.275 0.100- 0.758
Therapy -2.002 0.519 14.900 0.000 0.135 0.049- 0.373
Constant 2.020 0.990 4.167 0.041

FS, febrile seizure, # {50 ik
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Animal Models of Neurodevelopmental Disorders published

Animal Models of Neurodevelopmental Disorders (ISBN: 978-1-4939-2708-1, eBook ISBN: 978-1-4939-2709-8) was
published by Humana Press in September 2015. The editor of this book is Jerome Yager, Division of Pediatric Neurology,
University of Alberta.

Providing a spectrum of models that is reflective of the various species that can be utilized in experimentation on disorders
across a broad range of developmental disabilities, this volume collects expert contributions involved in investigation of the causes,
outcomes, treatment, and prevention. Animal Models of Neurodevelopmental Disorders explores models of perinatal hypoxia -
ischemia/cerebral palsy and stroke, autism spectrum disorder, fetal alcohol syndrome, as well as mental retardation. Practical and
authoritative, Animal Models of Neurodevelopmental Disorders serves to introduce and entice those interested in better
understanding and treating these disorders to the vital animal model world of investigation.

The price of eBook is 67.82€, and hardcover is 79.99€. Visit link.springer.com for more information.

Cellular Therapy for Stroke and CNS Injuries published

Cellular Therapy for Stroke and CNS Injuries (ISBN: 978-3-319-11480-4, eBook ISBN: 978-3-319-11481-1) was published
by Springer International Publishing in 2015. The editors of this book are Li-Ru Zhao (Department of Neurosurgery, State
University of New York Upstate Medical College) and John H. Zhang (Department of Physiology, Loma Linda University School of
Medicine).

Cellular therapy for stroke and neural trauma has gained worldwide attention during the last decade and has shown some
In addition, it will provide

promising results. The proposed book will address recent research on all relevant cell types.

information on cell isolation and culture skills, transplantation methods, and neurological functional evaluations. This is the first
book to focus on cellular therapy for stroke and other CNS injuries.

The price of eBook is 118.99€, and hardcover is 149.99€. Visit link.springer.com for more information.



