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Fig. 2. Changes in QT interval of electroca-
rdiogram during Na, EDTA infusion in
goat(case ).
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Fig. 4. Changes in plasma calcium and inor-
ganic phosphorus concentration dur-
ing Na,-EDTA infusion in goat (case
3).
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Fig. 5. Changes in QT interval of electoroc-
ardiogram during Na,-EDTA infusion
in goat(case3).
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Fig. 6. Changes in plasma calcium and inor-
ganic phosphorus concentration dur-
ing Na,-EDTA infusion in goat(case
a).
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Fig. 7. Changes of QT interval of electroca-
rdiogram during Na,-EDTA infusion in
goat (case 4 ).
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Fig. 8. Changes in plasma calcium and inor-
ganic phosphorus concentration dur-
ing Na,.EDTA infusion in goat(case
5).
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Fig. 9. Changes in plasma calcium and inor-
ganic phosphorus concentration dur-
ing infusion of physiolgical saline so-
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Studies on Induced Hypocalcemia in Goats

Young Il Lim, D.V.M. and Chang Kook Cheong, D.V.M,, Ph. D.

College of Veterinary Medicine, Seoul National University

Abstract

Changes in plasma calcium and inorganic phosphorus level, clinical signs and electrocard-
iogram i goats were observed during the induction of hypocalcemia (uhntil death) by the
jugular intravenous infusion of 0.2M Na,-EDTA solution at a rate of 1. 7ml/hr/kg b.w. and

abstracted as follows.

1. In the case which goat reached to death in 60 minutes from the initiation of the in-
fusion of Na: -EDTA, about two-third of preinfusion plasma calcium level was decreased in
the first 30 minutes. In the cases which goats reached to death in 120-150 minutes, about
a half of preinfusion plasma calcium level was decreased at 30-60 minutes, and two-third of
1t was decreased at 60 minutes after the initiation of infusion.
reached to death in 240 minutes, a half of normocalcemic level was decreased in about 120
minutes but there after it didrit decrease below one-third of the normal level.

2. Plasma inorganic phosporus levels were decreased in parallel with the decrease of
plasma calcum level during the first 30-60 minutes, and then the decrease was slow in com-

parison with plasma calcium level.

3. As plasma calcumlevels fell down below a half, early signs of hypocalcemia such as
restless, excitement, staggering and dog-sitting posture began to appear, and as two-third
of plasma calcium level was decreased, later signs of hypocalcemia such as grinding of the
teeth, lowering of upper eyehd, tetany of the hindlimb, muscle tremor,
limb, tetany of four limbs, relaxation of anus spincter muscle and coma began to appear.

4. Q-T mtervals in electrocardiogram were prolonged in inverse proportion to decrease
of plasma calcium and phosphorus during infusion of Na:- EDTA.

5. It is revealed that diagnosis of hypocalcemia can be established from the clinical
signs, plasma calcum and inorganic phosphorus level and electrocardiogram through in this

experience.

In the case which goat

convulsion of fore-
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