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The Change of Blood Properties of HK Phenotype Jindo dogs
Administrated with Excessive Amount of Water Celery Extracts

Byung-Man Ahn, Hye-Sook Chang, Kyu-Shik Jeoung, Seung-Chun Park, Tae-Ho Oh, Jae-Chan Song,
Young-Hong Kim, Oh-deog Kwon, Osamu Yamato*, Yoshimitsu Maede* and Keun-Woo Lee’

College of Veterinary Medicine, Kyungpook National University
*College of Veterinary Medicine, Chonbuk National University
**College of Veterinary Medicine, Hokkaido University

Abstract : This study was conducted to investigate changes in blood properties of high potassium (HK) phenotype Jindo dogs
(15 kgt 2kg) after daily oral administration with water celery extracts (10 ml/kg) for 7 days. Blood samples were collected
for three days in a row before administration of water celery extracts. After water celery extracts administration, blood samples
were collected at 3h, 6h, 9h and then on daily basis until day 10 post administration (PA). At day 15, final sample was
collected. Blood samples were analyzed on the basis of red blood cell (RBC), white blood cell (WBC), packed cell volume
(PCV), hemoglobin (Hb) concentration, mean corpuscular volume(MCV), mean corpuscular hemoglobin concentration(MCHC),
gluthathione concerntration(GSH) and met-hemoglobin(Met-Hb) concentration. The significant changes (p<0.01, p<0.05) of
RBCs were shown at 3h to day 5, and days 7 and 9 after administration. PCV values were decreased form 3 h to day 10
after administration. Mean Hb concentration showed significant increase at 3 h to day 3, and day 6 (o day 9 after administration.
The significant changes (p<0.05) of WBCs were shown at 9h and day 1 after administration. The increased numbers of
MCV were detected at days 6 to 9 after administration (p<0.05, p<0.01)). The significant changes ol MCHC were shown
at 9h and day 1 after administration. The significanl increases (p<0.01, p<0.05) of GSH concentration were detected at days
1, 6 and 7 after administration. In Mel-Hb concentration, the significant increases (p<0.05) occurred at only 9h and day 7
after administration, The significant increases (p<0.01, p<0.05) of reticulocyte were detected at days 2, 4, 5, 6 and 7.

Data from blood samples collected at day 15 after administration showed that all of blood analysis resulls returned to normal

level, compared to controls.
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Fig 1. Changes in RBC in dogs excessive amount of water
celery extracts daily for 7days.
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Fig 2. Changes in PCV in dogs excessive amount of water
celery extracts daily for 7days.
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Fig 3. Changes in Hb in dogs excessive amount of water cel-
ery extracts daily for 7days.
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Fig 4. Changes in WBC in dogs excessive amount of water
celery extracts daily for 7days.
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Fig 5. Changes in MCV in dogs excessive amount of water
celery extract daily for 7days.
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Fig 6. Changes in MCHC in dogs excessive amount of water
celery extracts daily for 7days.
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Fig 7. Changes in Reticulocyte in dogs excessive amount of
water celery extracts daily for 7days.
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Fig 8. Changes in Met-Hb in dogs excessive amount of water
celery extracts daily for 7days.
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