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Abstract

Necessity of Routine Laboratory Monitoring for Hematological Finding
and Liver Function of Antiepilepic Medications

Kyu Wol Yun
Department of Neuropsychiatry, College of Medicine, Ewha Womans University

In a prospective study of 59 epileptic patients receiving anticonvulsant drugs, the author
evaluated routine screening for hematologic and liver toxicity. CBC, differential, platelets and
liver function were obtained within 6 months after anticonvulsant medication.

During this time, the author evaluated the psychiatric symptoms and adverse effects of drugs.
In laboratory monitoring, 5.1% of patients had minor abnormalities of blood studies(minimal
below level of Hb, Het, MCV) and 18.6% of patients had abnormalities of liver function(eleva-
tion of ALP, ALT & AST) necessitating rechecks. All were the same finding on repeat, but
there were no clinical symptoms of hematological abnormalities and liver toxicity. In clinical
monitoring, 62.7 of patients had psychiatric symptoms and the most common symptom was
depression(153%). 712% of patients had minor adverse effects of anticonvulsants and the
most common symptom was disturbance of school performance(18.6%).

Conclusively. severe toxic reaction was not in the patients with abnormal hematolugic &
liver function, but psychiatric symptoms and adverse effects of drugs were sufficiently evaluated
from clinical observation. So, the author believes that clinical monitoring is more important
than laboratory monitoring and routine blood & liver function is not necessary.
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Age 3 to 57 years

Clinical diagnosis of epilepsy(grandmal, petitmal and temporal lobe epilepsy) or complex partial seizures

requiring daily anticonvulsant prophylaxis

Prior treatment with no or only one anticonvulsant drug

Absence of brain tumor or metabolic disease or acute encephalopathy as a cause of the seizures

Resident of seoul
No systemic illness
No other chronic medication

Intelligence greater than borderline mental retardation(1Q<70)

- Willingness to participate
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Table 2. Description of sample(N=59)
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219(856%)02 HF PAFTT 7.5% 24ughnl
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(87.8%)2. 2 Diphenylhydantoin(e]3} DPH)=}
Phenobarbital(¢] 8} PB) S71A 5 Waislg 1 z+2
o] 8&%=xE DPHYF 19.2+ 15.5ug/ml, PB7} 12.1
+6.8ug/mlz X8 Y] AAtH(Table 2).
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Sex N (%)
Male 29(49.2)
Female 30(50.8)

Age at study entry
Mean, 20.6+ 7.8(range 357 vyears)

Seizure type
Grandrmal 45(72.9)
Temporal lobe epilepsy 8(13.5)
Partial complex 7(11.9)
Peritmal 1( 1.7)

Drug prescribed at study entry Serum level(pg/m!) (meant SD) N (%)

Monotherapy
CBZ 7.5+ 24 21(85.6)
VPA 58.3£31.3 10(16.9)
PB 129+ 1.8 6(10.2)

Polytherapy
DPH 19.2x£15.5 22(37.8)
PB 12.1+ 6.8

CBZ(Carbamazepine), VPA(Valproic acid), DPH(Diphenylhydantoin), PB(Phenobarbital)
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Table 3. Hematological finding and liver function in relation to anticonvulsants

Monotherapy

Polytherapy

Hematologic Total
. . CBZ VPA PB DPH+PB
and liver function (N=21) (N=10) (N=6) (N=29) (N=59)
CBC* Normal 19(90.5) 10(100) 6(100) 21(95.5) 56(94.9)
Abnormal 2( 9.5) — — 1( 4.5) 3( 5.1)
LFT* Normal 17(81) 10(100) 6(100) 15(68.2) 48(81.4)
Abnormal 4(19) - — 7(31.8) 11(18.6)
() percentage  *Chisquare, NS (P>>.05)
Table 4. Clinical data of patients with abnormal hematological finding and liver function
. Serum . oo
e N B A i
: (ug/ml)
CBZ
. M W7 TLE 11.6 fair N ALT 65 depression Ash-
AST 46  obsession dermatitis
2. M 22 GM 9.1 fair Hb 12.8 N alcohol -
Hct  38.9 abuse
MCV 722
5. F 22 TLE 6.8 good N ALP 135 - acne
4 F 25 GM 9.3 fair N ALT 71 paranoia urticaria
AST 55 dizziness
tremor
5. F 28 GM 5.1 good N ALP 163 depression  concentration
difficulty
6. F 57 PCS 7.1 fair Hb 114 N bipolar, drowsiness
Hct 352 manic concentration
MCV 712 difficulty
DPH+PB
7. M 12 GM 9.0,12.1 good N ALP725 - -
8. M 25 GM 7.1,11 fair Hb 115 N - -
Hct  34.6
MCV 764
9. M 29 GM 20.3,14.1 good N ALP 148 - drowsiness
10. M 38 GM 14.3, 9.4 poor N ALT 78 Dborderline -
AST 42  personality
disorder
1. M 43 GM 9.0, 4.9 good N ALP 126 anxiety dizziness
concentration
difficulty
12. F 10 GM 16.1,12.1 good N ALP 756 - dizziness
13. F 16 GM 2.5,10.7 good N ALP 54 depression disturbance
AST 65 of school
performance
14. F 25 GM 55, 1.5 good N ALP 147 — dizziness

N ! normal, TLE : temporl lobe epilepsy, GM : grandmal seizure, PCS : partial complex seizure
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HE 278 (83.3%)0A FF AR, ofxFol
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7} 3798 (62.7%)2 &% 99(153%) 22 7}
4 Bk o] d2EHE HE|FOE 6 (102
%), B¢tol 598(8.5%), AAFZAR, AAL A3
o7t 4zt 4v4(6.8%), EAFE0] 3% (5.1%),

Table 5. Psychiatric symptoms in relation to anticonvulsants

Psychiatrc Monotherapy Polytherapy Total
s CBZ VPA PB DPH +PB
(N=21) (N=10) (N=6) (N=22) (N=59)
Absent 2( 9.5) 8( 80) 4( 66.7) 8( 36.4) 22( 37.8)
Present 19( 90.5) 2( 20) 2( 33.3) 14( 63.6) 37( 62.7)
Total 21(100.0) 10(100) 6(100.0) 22(100.0) 59(100.0)

() percentage

X?=4.4l, df=1, p<(.05 . Psychiatric sxs in CBZ group Vs DPH+PB group
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Table 6. Adverse effects in relation to anticonvulsants

Monotherapy

Adverse* Polvtherapv— Total
CBZ VPA PB DPH + PB
effects (N=21) (N=10) (N=6) (N=29) (N=50)
Absent 7( 38.3) 3( 30) 4( 66.7) 3( 18.6) 17( 28.8)
Present 14( 66.7) 7( 70) 2( 33.3) 19( 86.4) 42( 71.2)
Total 21(100.0) 10(100) 6(100.0) 22(100.0) 59(100.0)

() percentage  *Chi-square NS(p>>.05)
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