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Abstract . This study was conducted to investigate the cause of a new duck disease occured in southern
part of Korea. A meat type duck farm located in Kangjin, Chonnam Province had experienced outbreaks
of septicemic disease at around 20 days of age in nearly every batch of ducklings from early spring to ear-
ly summer in 1989. Main symptoms of the birds were eye and nasal discharge, depression, inappetence,
diarthea and nervous signs such as tremor and ataxia. Some birds died suddenly without any signs. Mor-
tality reached from 20% to 80% in severe cases. The autopsy findings of the affected ducklings revealed
consistantly severe airsacculitis, fibropericarditis, perihepatitis and occasionaly enteritis and distended ure-
ter with urate deposit.

A rod shaped gram-negative bacterium was isolated purely from brain and liver of the diseased ducks
by culturing the specimens on blood agar for 48 hours in candle jar. The isolate neither produced hemoly-
sis nor grew on MacConKey Agar. It formed colony relatively slowly being recognizable at least 36 hours
after culturing, reaching colony size of about lmm in diameter at 48 hours culture. The colony looked
iridescent under oblique light and had muddy odor. The isolate did not ferment carbohydrates tested but
produced gelatinase, hippuricase and oxidase which were considered as characteristics of P anatspestifer.

The isolate induced similar signs and lesions when infected experimentally into ducks of 3 to 38 days
age via intraperitoneum or intratrachea. However it did not produce any clinical signs wen inoculated via
intranasal route. It produced only mild signs in chicken just injected with a very large dose. The bacteria
did not produce any signas or lesions in mice. It was concluded through biochemical and physiological
tests and animal inoculation tests that the new disease was caused by P anatipestifer.
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Table 1. Biological properties of the isolate(89~49)

Tests Results

Gram stain negative short rod or filamentous

Motility -

Growth on MacConkey -

Indole production -

o

HoS and gas production

Gelatinase +
Hippuricase +
Cytochrome oxidase +
TSIA Alk(mild)/no changs

|

Carbohydrate fermentation
(lactose, dulcitol, xylose,
raffinose, salicin, thamnose,
maltose, melibiose, mannitol,
trehalose, sucrose, mannose,
gallactose, glucose, arabinose,
inositol )

Table 2. Aatibiotics susceptibility of the isolate(89~49)

Antibiotics Susceptibility *
Cephalothin{30meg) +++
Carbeneciline(100mcg) +++
Enroflocin{5meg) +++
Sulfamethoxazole(23. 75meg) ++
+ Trimethoprim(1. 25mcg)

Nomycin(30mcg) ++
Tetracycline{30mcg) +
Ampicilline(10mcg) +

* . —++ . high, ++ ; moderate, +  low



Table 3. Experimental infection of ducks, chicks and mice with P anasipestifer isolate(89~49)

Species Age Route™® Dose No. of animals No. of animals with
(CFU)** inoculated signs death
Duck 3 IN 3.0x10° 5 0 0
38 LN 2.8x10° 5 0 0
19 LT 4.4X10° 5 5 5
19 P 5.6x10° 5 5 5
27 IP 2.0x10° 5 5 5
30 1P 1.3x10° 5 4 3
Chick 15 LP 5.6x10* 5 0 0
15 1P 5.6X10° 5 5 0
Mice 360 P 1.0X10°7 5 0 0

* LN . Intranasal, LP . Intraperitoneal, LT ; Intratracheal
**  Colony Forming Unit
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Legends for figures

Fig 1. Autopsy findings of a duckling showing fibropericarditis, perihepatitis and serositis.
Fig 2. The heart showing fibropericarditis, heterophisl, lymphocytes infiltration in the myocardium. H & E stain.

X 100.



Fig 3. Hepatic cells are congested, fatty changed and fibronecrotic inflammation of the hepatic serosa can be seer
I & E stain. X 200.

Fig 4. Meningitis in the brain. H & E stain. X 200,

Fig 5. Interstitial cells are congested and proliferated in the lung. 1 & E stain. X 200
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