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Abstract

Anaplasmosis is most important tick-borne rickettsial diseases of domestic ruminants, with
Anaplasma spp. as their respective causal agents.

In order to the survey prevalence of anaplasmosis in Korean native goats, we examined the
Giemsa’s blood filrms from 552 grazing and 188 nongrazing-goats in Chonbuk area Namwon,
Imsil and Sunchang. The conclusive diagnosis was made by observing the characteristic mar-
ginal or central bodies in the red blood cells, The infection rate of grazine and nongrazing-goats
with Anaplasma spp. was 71.7% and 8.5%, respectively.

In order to study about the therapeutic effects of drug for 40 grazing-oats infected with
Anaplasma spp. in mountain-area, Berenil®(diminazene acetate) was intramuscularly injected (0,
5mf /10kg B.W.). After 1 month, we don’t detected the parasite in the blood films from 33
goats(82.5%), but no change of significant hematological values(PCV, ESR, WBC, RBC, MCH,
MCHC, PLT, MPV, PDW and HB) was observed.

These results indicated that the infection rate of Anaplasma spp. was higher on grazing than

nongrazing-goats and Berenil® as an antianaplasmal drug is recommended.
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Table 1. Prevalence of the Anaplasma spp. infection from Korean goats in Chonbuk area

wFs7] st FARAAAN FoE BFAG 2

Area Infected / Test Rate(%)
Grazing
Namwon 228 / 244 93.4
Imsil 88 / 160 55.0
Sunchang 80 / 148 54.1
Subtotal 396 / 552 7.7
Non-grazing 6.3
Namwon 4/ 64 10.5
Imsil 8/ 76 8.3
Sunchang 4/ 48
Subtotal 16 /188 8.5
Total 412 / 7140 55.7
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Table 2. Distribution and degree of infection of the Anaplasma spp. from Korean goats blood
before and after treated with berenil®

Blood collection(n=40)

Degree of ;
Distribution* : . Berenil® treatment
infection®™
—2 months —1 month 0 month +1 month
M - 0 4 5 33
+ 7 10 23 2
++ 6 7 8 3
+++ 9 6 0 1
Subtotal 22 27 36 6
C - 0 0 0 0
+ 3 2 1 0
+4 2 2 0 0
+++ 0 0 0 0
Subtotal 5 4 1 0
MC - 0 0 0 0
+ 2 3 2 0
+ 3 6 1 0
+++ 8 0 0 0
Subtotal 13 9 3 1
Total 5 3
- 0 4 26 2
+ 12 15 9 3
++ 11 15 0 2
+++ 17 6

* : M, C and MC was indicated as location of blood parasites in marginal. central and marginal and
central area on red blood cells, respctively.
* : Degree of infection —, +, +-+ and +-++ of blood parasites in red blood cells was indicated as
none, low, middle and high, respectively.
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At NE PCV 38.0+6.30, ESR 2.8+0.36,
WBC 13.0+2.24, RBC 15.94+2.27, MCH 8.2
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70, MPV 6.6+0.36, PCT 0.746+0.32, PDW
11.2+2.75500, A& 174 & ESR 3.1+
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Table 3. Hematological values in Korean goat infected with Anaplasma spp. before and after

treated with Berenil®

Treated with Berenil®(n=40)*

Item*
—1 month 0 month +1 month

PCV 33.0 = 360 380 = 6.30 385 £ 380
ESR 28 £ 0.50 28 = 036 31 = 0.64
WBC 156 + 2.99 13.0 = 224 156 + 3.78
RBC 16.12 = 119 1594 £ 227 16.36 £ 3.41
MCH 6.7 £ 0.59 82 + 031 80 = 045
MCHC 246 £ 074 260 + 1.38 26.8 + 1.24
PLT 1,242.0 + 439.5 1,122.0 + 468.7 1,151.0 * 389.7
MPV 6.4 + 034 6.6 £ 0.36 6.7 £ 0.36
PCT 0.80 £ 0.29 0.74 £ 0.32 0.76 £ 034
PDW 129 + 212 1.2 £ 275 107 = 273
HB 107 £ 1.30 1.1 £ 105 109 + 112

* : The values are expressed as M = SD from 40 goats.
x : PCV;packed cell volume, ESR;erythrocyte sedimentation rate, WBC;white blood cells, RBC;red
blood cells, MCH :mean corpuscular hemoglobin, MCHC ;mean corpuscular hemoglobin con-

centration, PLT;platelet,
HB :hemoglobin.

PV;mean platelet volume,

PDW:platelet distribution width,
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Fig 1. Anaplasma centrale and Anaplasma marginale organisms(arrow) in a blood smear from

the goat with acute stage of disease, (Giemsa’s stain, X 1,000)



Fig 2. Anaplasmal body(arrows) on goat red blood cells,(Scaining electron microscopy, X 7,500)

Fig 3. Anaplasma Marginale organisms(arrow) on goat red blood cells,
(Scaining electron microscopy, X 5,000)

Badaaqd

Fig 4, Invaginated initial body.
Initial body enters the red blood cells by causing invagination of the cytoplasmic mem
brane and subsequent formation of a vacuole
(Scaining electron microscopy, X 10,500)
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