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Fig. 3.Graphic representation of the total number of vaso-
pressincontaining neurons estimated from the para-
ventricular (PVN) and suparoptic (SON) nucleus of con-
trol (Normal) and chronic alcohol group (CA). The total
number of vasopresstontaining neurons in the LM of
the chronic alcohol group is significantly smaller than in
the control group. No prominant difference of oxytecin
containing neurons of supraoptic nucleus between two

Fig. 5.Graphic representation of the total number of oxytocin
containing neurons estimated from the paraventricular
(PVN) and suparoptic (SON) nucleus of control (normal)
and chronic alcohol group (CA). The total number of
oxytocin-containing neurons in LM of the chronic
alcohotintake group is significant smaller than in the
control group. Rest : *P<0.05 compared with control
rats.

groups (control and chronic alcohol group)-tést:
*P <0.05, **P<0.005 compared with control rats.
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Legends for Figures

Fig. 1. Photomicrographs of vasopressiontanining neurons in paraventricular nucleus of hypothalamus. Control group (A, C); alcohol
group (B, D). LM: paraventricular lateral magnocell, DC: paraventricular dorsomedial cap, MP: paraventricular medialparvocell.
The size of neuronal cell body and nuclei in chronic alcattake group is larger than in control group (arrow). The density of
immunoreactivity neurons in Chronic alcotiotake group is stronger than in control group. Scale=Hz0gm.

Fig. 2. Photomicrographs of vasopressiantaining neurons in supraoptic nucleus (SON) of hypothalamus. Control group (A, C);
alcohol group (B, D). The size of neuronal cell bodies and nuclei in chronic alotdiaé group is larger than in control group
(arrow). Scale bars50pm.

Fig. 4. Photomicrographs of oxytocicontaining neurons in paraventricular and suparoptic nucleus of hypothalamus. Control group (A,
C, E); alcohol group (B, D, F). Paraventricular nucleus @); Supraoptic nucleus (E, F) LM: paraventricular lateral magnocell,
DC: paraventricular dorsomedial cap, MP: paraventricular medialparvocell, SON: Supraoptic nucleus. Neuronal size ef oxytocin
containing neurons is similar to in the chronic alceintdke group and control group. The number of oxyt@antaining
neurons were prominent decreased in chronic aleit@ke group in PVN. No significant difference of oxytociontaining
neurons of SON between two groups (control and chronic alcohol group). Scaé®ans.
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Abstract

Effect of Chronic Alcohol Intake on Vasopressin and
Oxytocin-containing Neurons in the Paraventricular and
Supraoptic Nucleus of the Rat Hypothalamus

Yoon-Young Chung, Young-Lan Park, Jong-Joong Kim

Department of Anatomy, College of Medicine, Chosun University

Chronic alcohol intake can profoundly modify the neuronal activity and the morphologic structure of hypothalamic
nucleus in the rat brain. The aim of the present study is to observe the effects of chronic alcohol intake on expression of
vasopressin and oxytocin in the paraventricular and supraoptic nucleus in the rat hypothalamus. Experimental rats
(n=14) were divided into control group and chronic alcohol group. Chronic alcohol group was induced via daily liquid
alcohol intake for 6 months beginning at 8 weeks of age.

As a result, the number of vasopressin and oxytoeimaining neurons was decreased in the paraventricular and
supraoptic nucleus in chronic alcohol group. Especially, the number of vasogrestsiming neurons of chronic
alcohol group was significantly decreased in the paraventricular nucleus. Chronic alcohol intake produced significant
changes in the volume of the cell bodies and their nucleus in neurons of the paraventricular and supraoptic nucleus.
Particularly, the size of nucleus of vasopresintaining neurons in chronic alcohol group was larger than in control
group.

These results show that chronic alcohol intake may affect the synthesis of vasopressin and oxytocin in the neurons of
hypothalamic nuclei. Whereas, chronic alcohol intake induces an enlargement of the cell size of surviving neuron to
compensate.
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