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The aims of this study were to assess the lung lesions and to compare gross observations with histo-
pathological findings in the lungs of slaughter pigs. During August of 2010 through July of 2011, the
1,200 lung samples were randomly collected from slaughtered pigs in Korea. We examined prevalence
of lung lesions and classified the lung lesion according to the severity of lung lesions. For the com-
parison of gross lesions with histopathological findings, BALT hyperplasia was also examined. Among

the tested samples,

1,100 (91.7%) had pneumonic lung lesions. In the seasonal prevalence of pneu-

monic lung lesions, spring was the highest followed by winter, summer and autumn, respectively. The
mean pneumonic score (mean+SD) was 21.37+17.87 and the highest gross lesion according to stages
was 11~20% (27.2%, 326/1,200). The prevalence of pleuritis was 7.0% and the highest prevalence
was determined in summer. In severity, the lungs collected in this study were frequently in chronic
stage (36.4%, 437/1,200), and it was shown that BALT hyperplasia was more extensive in chronic
lesion. In this study, the prevalence of pneumonic lung lesions showed a high side and appeared par-
ticularly high in the spring. Severity of lung lesion was the most prevalent chronic lesions which were

consistent with histopathologic findings.
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Fig. 1. Porcine lung tissue with different histological lesions. (A) Mild BALT hyperplasia showing diffuse infiltration of lymphocytes into the
peribronchial, peribronchiolar and perivascular tissues including the lamina propria of the airways. B, bronchiole; V, blood vessel. (B)
Moderate BALT hyperplasia showing greater diffuse infiltration of lymphocytes and/or the presence of a few lymphoid nodules (N). (C)
Marked BALT hyperplasia showing a considerable number of lymphoid nodules (N). (D) Extensive BALT hyperplasia showing an ex-
tensive number of lymphoid nodules (N) affecting most of the lung section. H&E stain. Bar, 250 pm.

Wallis ANOVA test=, BALT hyperplasia®} 2% 9] %]
3 Aol HA]L Cochran-Mantel-Haenszel test=
£ 2Ashe.

z &
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AREEE ZF 3005 & 2905(96.7%), AL 284F
(94.7%), 12 2657(88.3%), 7H 2615(87.0%) Z=0]
THP<0.05)(Table 1).
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Table 1. Prevalence of pneumonic lung scores in slaughtered pigs according to season
No. (%) of lungs with indicated pneumonic lung scores No. (%) of ~ Mean pneumonia
Season No. tested the lungs score
0% 1~10%  11~20% 21~30% 31~40% =41% with PP* (meaniSDT)
Spring 300 103.3) 61(203) 77257 53(17.7)  39(13.0)  60(20.0) 21 (7.0) 24.34+18.18
Summer 300 35(11.7)  78(26.0)  75(25.0) 52(17.3) 36(12.0) 24 (8.0) 37(12.3) 18.41£16.53
Autumn 300 39(13.0) 74(247) 80(26.7) 39(13.0) 26(8.7) 42 (14.0) 14 (4.7) 20.55+20.93
Winter 300 16(5.3) 46(153) 94(31.3) 69(23.0) 43(143) 32(10.7) 12 (4.0) 22.16+14.84
Total 1,200 100 (8.3) 259(21.6) 326(27.2) 213(17.8) 144(12.0) 158(13.2) 84 (7.0) 21.37+17.87

*Pneumonia-+pleuritis, "Standard deviation. P values for differences between normal samples and pneumonic samples were calculated by the
Chi-square (P <0.0001). Differences were detected in seasonal mean pneumonia score by the Kruskal-Wallis ANOVA (P <0.0001).

Table 2, Severity of gross lung lesions according to season

No. (%) of the lungs by severity

Season Pvalue®
Normal Acute Subacute Chronic
Spring 10 (3.3) 128 (42.7) 70 (23.3) 92 (30.7)
Summer 35(11.7) 94 (31.3) 55(18.3) 116 (38.6)
Autumn 39 (13.0) 65 (21.7) 71(23.7) 125 (41.7)
Winter 16 (5.3) 101 (33.7) 79 (26.3) 104 (34.7)
Total 100 (8.3) 388 (32.3) 275(22.9) 437 (36.4) <.0001

*P values for differences were calculated by the Chi-square test.

Table 3. BALT hyperplasia associated with severity of gross lung lesions based on the histopathological examination

Pigs (%) with BALT hyperplasia

Severity Total P value™
Absent Mild Moderate Marked Extensive
Normal 55(55) 38 (38) 5(5) 2(2) 0(0) 100
Acute 12 (12) 59 (59) 21 (21) 6 (6) 2(2) 100
Subacute 9(9) 18 (18) 37 (37) 28 (28) 8(8) 100
Chronic 5(5) 11 (11) 39 (39) 28 (28) 17 (17) 100
400 <.0001

*P values for trends were calculated by the Cochran-Mantel-Haenszel test.

2 AoR VEPYTHP<0.05). AAERL Hol & 2 U gEo] WA NE Yetdaes dHxad
gol, oF, 7Fe, ALl ol 7P e Zler 9o 8 A7t STk Ae® UEithP<0.05)
UFebTHTable 2). (Table 3).
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