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Hematologic Changes by Experimental Administration of
Prednisolone Acetate in Horse
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ABSTRACT : The study was carried out to investigate the changes of total WBC, neutrophil,
lymphocyte, monocite, eosinophil in the horses' blood of 3 groups which randomly assigned 3
heads to each group. In group A(daily therapy), each horse was injected, intramuscularly, 100
mg of prednisolone acetate/day for 3 days, consecutively. In group B(alternate-day therapy),
each horse was injected, 100 mg of prednisolone acetate/day 4 times on alternate days,
intramuscularly. In control group, each horse was injected, intramuscularly, the equivalent
volumes/day of saline solution for 3 days, consecutively. The results were summarized as
follows: 1. Total WBC counts in group A rapidly increased until day 4th, which the counts
reached the maximum(13.10--0.13x 10°/ul)(p<0.05), and decreased into control group range
until day 10th. In group B rapidly increased until day 1st, and gradually increased until day
7th, which the counts reached the maximum (12.234:0.20)(p<0.05), and decreased into control
group range until day 16th. 2. Neutrophil counts in group A rapidly increased until day 4th,
which the counts reached the maximum(10.85+0.08)(p<0.05), and decreased into control
group range until day 10th. In group B rapidly increased until day Lst, and slowly increased
until day 7th, which the counts reached the maximum(9.76-+0.22)(p<0.05), and decreased into
control group range until day 16th. 3. Lymphocyte counts in group A and B rapidly decreased
until day 4th, which the counts reached the minimum(2.14+0.12 and 2.09:+0.20, respectively)
(p<0.05), and increased into control group range until day 10th. Group A and B, however,
had no significant effects each other on lymphocyte counts during the study. 4. Monocite and
eosinophil counts in group A and B remained in the range of control group during the study.
Eosinophil in group A and B slightly decreased on day 4th, significantly(p<0.05), but we could
not generally be reliable the result because of severe standard deviations. In conclusion, we
found that group A had more rapidly increase and decrease than group B on hematologic
counts of WBC, but group B had longer period than group A on the hematologic effects of
WBC, and found not differences between daily therapy and alternate-day therapy.
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Table 1. Comparison of the values of reference and 9
experimental horses before treatment of prednisolone

Items Mean values (Min-Max) Reference
values*

Total WBC 7.811+0.40 (7.20~8.25) 9.054+1.80

Neutrophil 4.50+0.40 (3.89~5.03) 4.75+1.24

Lymphocyte 3.10+0.14 (2.83~3.26) 3.50+1.21

Monocyte 0.11+0.06 (0.04~0.20) 0.38+0.29

Eosinophil 0.9+0.06 (0~0.17) 0.31+0.24

Values are means +SD, x 10*/ul.
*From Jain NC"
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Fig 1. Mean total WBC counts of control horses and
prednisolone-treated horses during the study. #: significant
difference from zero time of each group: p<0.05. a b c:
significant difference among 3 groups at each day: p<0.05.
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Fig 2. Mean neutrophil counts of control horses and pre-
dnisolone-treated horses during the study. #: significant
difference from zero time of each group: p<0.05. a b ¢
significant difference among 3 groups at each day: p<0.05.
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Fig 3. Mean lymphocyte counts of control horses and
prednisolone-treated horses during the study. #: significant
difference from zero time of each group: p<0.05. a b:
significant difference among 3 groups at each day: p<0.05.
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Fig 4. Mecan monocyte counts of control horses and
prednisolone-treated horses during the study.
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Fig 5. Mean eosinophil counts of control horses and
prednisolone-treated horses during the study. a b: signi-
ficant difference among 3 groups at each day: p<0.05.
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