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Effect of Electrical Hypothalamic Stimulation on Blood Glucose
and Circulating Eosinophil Levels in Cat

Kae Yol Lee, M.D., Myung Hee Lee, M.D., Bong Koo Lee, M.D.,
Eun Hak Yoo, M.D. and Bong Ju Kim, M.D.

Department of Physiology, Woo Sok University Medical College, Seoul, Korea

(Director: Prof. Young Sun Cha, M.D.)

Hypothalamus is one of the most important center regulating voluntary and involuntary function

of the body. We studied on the blood glucose and eosinophilic responses induced by electrical hypot-

halamic stimulation using stereotaxic apparatus. Blood glucose was measured according to Somogyi-

Nelson method and circulating eosinophil was counted with Hinkleman Stain. For the histological

confirmation of electrode placement frozen sections were cut along electrode tract and stained with

Hematoxylin-Eosin.

The results obtained were as follows:-

1. Anterior hypothalamic stimulation mostly leads to hypoglycemia but in some cases lead to hyper-

glycemia.

2. Hypothalamic stimulation leads to eosinopenia in majority cases.

3. There is no relationship between eosinopenia and hyperglycemia.

4. It appears that sympathetic and pararympathetic areas are not separate part but it coincides each

other.
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Table 1. Blood glucose change after electrical
stimulation on hypohtalamus

Serial Cat. Glucose (mg%)
1 1| 166 152 | —9.21
2 3 250 235 | —6.00
3 5 183 200 | +9.28
4 8 150 152 | +1.33
5 9 328 318 | —3.14
6 10 113 137 | +21.23
7 11 263 318 | +20.91
8 12 328 303 | —7.62
9 27 207 200 | —3.38
10. 28 246 193 | —21.54
11 29 114 117 | +2.63
12 30 187 155 | —17.11
13 31 314 270 | —17.19
14 32 55 70 | +27.27
15 33 32 30 | —6.25
16 34" 164 133 | —18.90
17 35 160 155 | —3.12
18 36- 142 203 | +42.95
19 37 56 103 | +83.92
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Table 2. Blood eosmophxl change after electrical
" stimulation on hypothalamus of cat -

Serial Cat. Eosinophil (per mmf*)-
R o MR OF
1- 1 294 | - 160 —45.57
2 3 710 454. | —36.05
3 5 1,032 600 —41.86
4 8 88 78 —11.36
5 9 544 322 —40.80
6 10 78 100 +28.20
7 11 122 22 | —81.96
8 12 33 22 —30.30
9 27 488 266 —45.49
10 28 95 50 —47.36
11 29 167 122 | —26.94
12 30 322 288 —10.55
13 31 389 168 | —56.81
14 32 22 44 +100
15 33 22 0 —100
16 34 633 600 —5.21
17 35 | 522 400 -23.37
18 36 ~ 300 222 —26.00
19 37 533 222 —58.34
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Fig. 1. The relationship between blood glucose and
circulating eosinophil levels induced by electri-
cal hypothalamic stimulation.
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Fig. 2. Photomicrograph of coronal section of cat
brain shows representative placement of electrodes.
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