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Abstract : From 2,373 slaughtered pigs examined, 1,899 of them had visible evidence of
pulmonary lesion. The lungs with pulmonary lesion were examined by grossly, histopathological
technique to investigate the prevalence according to season, severity of pulmonary lesion, types
of the pneumonia and relationship between rearing management and prevalence of pulmonary
lesion.

The results were as follows :

1. Prevalence of pneumonia according to season was 72.3% to 85.9% and the highest prevalence
was in winter.

2. In the severity of pulmonary lesion, rates mild, moderate and severe lesions were 38.3%, 47.
0% and 14.7%, respectively. Prevalence of mild lesion was the highest in autumn. Prevalence of
moderate and severe lesions was the highest in winter.

3. In the type of pneumonia, rates of interstitial pneumonia and bronchopneumonia fibrinous
pneumonia were 23.6%, 13.0%, and 3.4%, respectively. Prevalence of interstitial pneumonia was
high in spring and autumn while that of broncho-pneumonia and fibrinous pneumonia was high
in winter and summer, respectively.

4. In relationship of pulmonary lesions according to severity of pulmonary lesion and types of

pneumonia, similarity was observed in prevalence of mild lesion and bronchopneumonia.
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BOHN A} : 4L Christensen®®] Ao 7] 239
AA AFAN A 4 Ao FHHY FAY v LR F
FHH0%), +3AH91U%), ZHEIAE%), 34 A(10%),
AZ2YPA4A(9%), T3 AHUGD) R FAAGR)
o2 FEIAG E3=9 NP Axe AFY
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HE| =X EE HAL : SAHANA o] dad o
F22E 10% T4 T28dqd 23F ohF I
ZAAYHYE AA JeioE ¥y F 4m FAZ
ZAZA ¥ E HEo] hematoxylin-eosin(HE) 2.2 A3l
A4 Y, 718A Y, A Rad HYez £/8Y
ZAMS S T

EAIXM2|94 : x* B9} Test of Independence . 2
233t

a3 f

AFY "y o]0 oE WA AR 23B5F
dgvo] BAE FLE 1899524 80.0%9 HAE S
Qo Ay a7e Al 4E 4¥E ¢E AL
2 YebgttHae=0.05, df =6, ¥’ =1361). AAY L&
& § 123%8 A& 73.5%0 vl M St&H ALAA 7
2} 84.1%, 85.9%% E ST BU e WAL 383% T
o B 47.0%, AT UL 147%2 FHTY Ho|
713 o] FEHAG. AFERE Mo A0 W
o] 51.7%2 Agde FAEG A¢ W] 42t 53.9%
9 174%2 A @& AcHTable 1).

AEY dge RYol OB UdAg - S34 £ 23
84 ZALE F5o] AEFYel et 2AE 2 1A
3 ol AAY 23.6%=2 1 Hol BEHULH 7
g FEE Add g Y& ¢= A2 ygyd
(e=0.05, df. =6, ¥* =12.66). AAE2E B3 7194
A4 ddo) 2 292%9 24.7%2 A E 3 ALY 2.
%8 207% Bo & $4&E YeudeH &3
AgdME 718X HH A dFL4 H¥ol 44 13.6%
9} 16.8%, 4.3%%} 3.8%2 A &= A cH(Table 2).
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Table 1. Prevalence of pulmonary lesion according to scason

Scason
Component Total
Spring  Summer Autumn  Winter

Av. temp(T) 109 238 123 24

Changes of

Gy vy 139 93 183 12§

Av. relative

rea 607  73. 704 648

humindity('c) 32

Mild 125 125 312 166 728
(392) (315) (51.7) (287) (38.3)
147 211 222 312 892

Moderate (461) (521) (367) (539) (47.0)
47 40 70 101 279

Severe (147) (154) (116) (174) (147)

Total 39 397 604 579 1899

No. of 41 540 718 674 2373

tested pigs

Prevalence 723 735 841 859 800

rate(%)

Table 2. Prevalence of pulmonary lesion according to season

Season
Pneumonia Total
Spring  Summer Autumn  Winter
. 93 86 149 120 448
Intestitial )05y L7y (247)  (207) (236)
26 54 69 97 246
Broncho- g2y (136)  (114) (168) (130)
o 9 17. 17 2 6
Fibrnous 5y (43 28) (38) (34)
. 191 240 369 340 1,140
Mixed (59.8) (604)  (611) (587) (60.0)
Total 319 397 604 579 1899
No. of 540 718 674 2373
tested pigs
Prevdlence o2 35 841 859 800
rate(%)

AFY geiel 37|o sj@de] RYne A : AV E
Hus 71 #x 9y g4 o] ARER FAEA B
Hol 4% d#43E Ve Athe=005, df.=3, ¥’ =10.
83)(Table 3).

Table 3. Relationship between severity of pulmonary lesion
and type of pneumonia

Season
Component Total
Spring Summer Autumn Winter
Severity
Mild 39.2 315 51.7 287 383

Moderate 46.1 53.1 36.7 539 470

Severe 14.7 154 . 116 17.4 14.7

Type
Interstitial ~ 29.2 217 247 207 236

Broncho- 82 13.6 114 16.8 13.0

Fibrinous 2.8 4.3 2.8 3.8 34
Mixed 59.8 60.4 61.1 58.7 60.0
&
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Bt B8 B, 9§, 718, ALdA Ao gy
A& & 39.2%, 31.5%, 51.7%, 28.7%, FA XS HHL
46.1%, 53.1%, 36.7%, 53.9%, A& HH& 14.7%, 154%,
11.6%, 174%2 T&Ho| ALd TAHAZYG 4% ¥¥9
d4&o] 713 &%tk Hune & Fo] &3E 0259
A Egde HA&E ZAG A 50%7 HHE B
1 39 2 Goodwin''& 76%, Goodwin} Whittlestone'”
& 70%, Hill er al P& 128% 5 ¥ @ S $o] B3 E
Atk el HYNME Hill er al P& 0~70.44%,
Morrison et al *& 0~12.8%¢) ¥ & Jebdcty 3¢t
Hol et go] TAHAA HY SHLH FEE] A
ol3lA & o2y RAE W AFF FEEY A}
§8#70] d2n 53 §43 A glejA ¥
AFAAZ} A7t dgsty] g el 4 Az Fles
jasth Ulvesaetor®= 39 7He] A AALE 55 HP9 d&
W WU AAA g FEHAD vk @S vid A
£302 M8 Jle G4 E 2 Wi, e A
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