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Objectives This study examined the difference in the volume or thickness of the medial tempo-
ral lobe between Alzheimer’s disease patients with psychosis (AD+P) and those without psycho-

Methods Overall, 31 AD+P patients and 29 AD-P patients were included from the Memory im-
pairment clinics of Pusan National University Hospital in Korea. AD+P was diagnosed according
to Jeste and Finkel's proposed diagnostic criteria for psychosis of Alzheimer’s disease. AD-P in-
cluded AD patients with no psychotic symptoms during a 5-year follow-up period. Medial tem-
poral volume or thickness was measured by 3-tesla MRI and freesufer analysis. Analysis of vari-
ance was used to examine the difference in the volume or thickness of medial temporal lobe
between AP+P and AD-P after controlling for age, gender, education years, Clinical Dementia
Rating scale-Sum of Box, and total intracranial volume.

Results The hippocampal volume in AD+P was smaller than that in AD-P.

Conclusion These findings suggest that AD+P is associated with a reduced hippocampal vol-
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Table 1. Demographic and clinical characteristics of patients with
AD+P and AD-P

AD+P (n=31) AD-P (n=29)  p-value
Age, years 74.29+t6.15 73.8619.87 0.432
Gender, female 19 (61.3) 15 (44.8) 0.201
n (%)
Education, years 9.64+4.22 12.03£3.36 0.019
CDR-SOB 8.46+4.74 5.00+3.44 0.002
TIV (mm?3) 1264.89+168.72 1358.23+111.89  0.005

Data are presented as the meantstandard deviation. Com-
parisons between groups were made with Mann-Whitney U test
for continuous variables and ¥ tests for discrete variables. AD+P :
Alzheimer's disease with psychosis, AD-P : Alzheimer’s disease
without psychosis, CDR-SOB : Clinical Dementia Rating scale-
Sum of Box, TIV : Total infracranial volume
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Table 2. The difference on the volume (or thickness) of MTL between AD+P and AD-P

The region of MTL Side AD+P (n=31) AD-P (n=29) p-value
Hippocampus (volume, mm?) Left 2.21+0.37 2.61+0.33 0.026
Hippocampus (volume, mm?) Right 2.29+0.30 2.64+0.32 0.033
Entorhinal (thickness, mm?) Left 1.34+0.64 1.43+0.70 0.651
Entorhinal (thickness, mm?) Right 1.34+0.63 1.52+0.78 0.908
Parahippocampus (thickness, mm?) Left 1.7240.51 1.71£0.36 0.329
Parahippocampus (thickness, mm?) Right 1.89+0.61 1.87+0.46 0.354

Analysis of variance was used after controlling age, gender, education, Clinical Dementia Rating scale-Sum of Box, and total infra-
cranial volume. AD+P : Alzheimer's disease with psychosis, AD-P : Alzheimer's disease without psychosis, MTL : Medial temporal lobe
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