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| ABSTRACT I

O bjectives : Vascular endothelial growth factor(VEGF), one of potent cytokines, and its receptors were related

with various biological functions and pathological conditions. The purpose of this study was to investigate
the changes of serum level of free VEGF, soluble VEGFR—1, and soluble VEGFR—2 after treatment with
atypical antipsychotic drug in schizophrenia.

Method : The schizophrenic patients were diagnosed with DSM—IV and were prospectively followed up for 4
and 8 weeks. Thirteen schizophrenic patients were evaluated their clinical assessment with serum levels of free
VEGF, sVEGFR—1, sVEGFR—2, and positive and negative symptom scale(PANSS) at baseline, 4 weeks, and
8 weeks after treatment with atypical antipsychotic drug. Thirteen normal control subjects were recruited and
matched with the patient group by age and sex.

Result : The serum level of free VEGF(295.2+43.7pg/ml)and sVEGFR—2(8259+336.7) at baseline(before
treatment) in schizophrenic patients were not significantly different, compared with the control group(199.0+£28.8
and 8481+371.9) respectively. However, the serum level of sVEGFR—1(86.2+£10.3, p<0.05) was significantly
increased in the schizophrenic patients compared with the control group(59.0+6.4). After treatment with antipsy-
chotic drug, the serum levels of free VEGF at 4 weeks(338.9+56.5) and 8 weeks(309.5+58.7) were not signifi-
cantly, different compared with baseline. But the serum levels of sVEGFR—1 was significantly decreased at 8 weeks
(57.3£6.3, p<0.05) after antipsychotic drug treatment. The serum levels of SVEGFR—2 were decreased at 4 weeks
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(7761+403.0, p<0.05) and 8 weeks(7435+333.5, p<0.05) compared with baseline.
Conclusion : The decreased serum level of sVEGFR—1 and sVEGFR—2 might be affected by dopaminergic

system which was influenced by antipsychotic drug.
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Table 1. Demographic and illness characteristics 23.2,64.9117.3, 781 624 £17.0°% e}, AE
Schizophrenia  Normal control 7ol we} TAA SR 28k 7Haste] (p<0.05) o=

(n=13) (n=13) o] F LYl S99 FS 12l 20w Hhslsir
Sex
Female 5 5 3. 8% VEGF, SVEGFR-1¥ SVEGFR-2 k2| H2t
Male ° ° PIAYorE Fole] 8 VEGE it Aad
Age (years) 420+ 7.3 42.0+6.7 -
Duration of illness 13.7£21.0 W A (295.2+43.7pg/mD) F th2+(199.0+28.8
(month) pg/ml) Aolell EAIA 02 {3t Aol& EOW s
Previous 38%(5 of 13) o} AR Sxlrol ] 83 VEGE S5 okEEe] A
hospitalization + o HlEle] © o B A =
History of NP 38%(5 of 13) (2?5 2743, 7pg/ml)4 ]JLO]O% _'%Tj N 4‘r‘ H j:;i'
medication EA(338.9 156 5pg/mD) & HIWSIGE ) tha A5
Values are given as mean+S.D. NP : neuropsychiatry = 474S Holu o) EAAS ou)= 9%, 85

Table 2. serum level of VEGF, sVEGFR-1, sVEGFR-2 in schizophrenic patients after antipsychotic drug treatment

Schizophrenia(n=13)

Normal control(n=13)

Baseline 4 weeks 8 weeks
Serum VEGF (pg/ml) 199.0+ 28.8 2952+ 437 338.9+ 56.5 309.5+ 58.7
SVEGFR-1(pg/ml) 50.0+ 6.4 86.2+ 10.3* 675+ 7.5 573+ 637
SVEGFR-2 (pg/ml) 8481 +371.9 8259 +336.7 7761 +403.0" 7435 +333.57

Values are given as mean=*S.E.M. * : p<0.05 vs normal control by paired t-test, T : p<0.05 vs baseline by one-way
ANOVA. VEGF : vascular endothelial growth factor, sSVEGFR-1 : soluble VEGF receptor 1, sVEGFR-2 : soluble VEGF
receptor 2
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Fig. 1. A : Serum VEGF. B : sVEGFR-1. and C : sVEGFR-2 levels of schizophrenic patients after antipsychotic drug treat-
ment. Serum level of VEGF, sVEGFR-1, and sVEGFR-2 were measured at baseline (0 weeks), 4 weeks and 8
weeks after antipsychotic drug treatment in schizophrenic patients. Bar graphs show mean=*S.E.M. ; n=13.
* : p<0.05 vs normal control (NC) by paired t-test, T : p<0.05 vs baseline (0 weeks) by one-way ANOVA. VEGF :
vascular endothelial growth factor, sVEGFR-1 : soluble VEGF receptor 1, sVEGFR-2 : soluble VEGF receptor
2, NC : normal control.
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