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Pathological findings on spontaneously occurring renal lesions in pigs
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Abstract: In order to investigate the remal pathology of spontaneously occurring renal

lesions, basic macroscopic inspection was conducted to 3, 850 pigs randomly collected from local

slaughter houses, and a total of 355 pigs (9.2%) were detected with various gross pathological

conditions.

Renal morphologic patterns for gross lesions were classified histopathologically as 123(34.5%)

congestion, 81(22.8%) acute interstitial nephritis, 52(14.7%) chronic interstitial nephritis, 49
(13.8%) hemorrhage, 39(11.0%) renal cyst, 29(8.2%) chronic glomerulonephritis, 18(5.1%)
acute glomeruonephritis, 14(3.9%) infarction, 11(3.1%) thrombosis, 5(1.4%) atrophy, 5(1.4%)

pyelonephritis and 1(0.3%) lymphosarcoma.
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Table 1. Microscopic involvement in grossly
affected kidneys of 355 pigs

Animals showing

Lesions lesions
Number Percentage
Congestion 123 34.5
Hemorrhage 49 13.8
Thrombosis 11 3.1
Infarction 14 3.9
Hypoplasia/Atrophy 5 1.4
Renal cyst 39 11.0
Acute glomerulonephritis 18 5.1
Chronic glomerulonephritis 29 8.2
Acute interstitial nephritis 81 22.8
Chronic interstitial nephritis 52 14.7
Neoplasia 1 0.3

G4 4(Fig 1), 4% ‘H A4 42T, AuaEa
5 o R S99 wuel AN,
MRAZAHE 28 23RN Sogos wulo]

AAH AR F 35559 HANAE 4R gv)4H

el SdA Al FYHUR gy

& EFetgd vk 2 AFE Table 154 2,
D &§ 3 g8 122 dodd 29 529 %3

i

I ATAE 2¥tE T4 FYS FAYE I
e Ay FHol EC’-J*& A A Ay glehaA s
Aded &5 dede AFAE zgsE Tl
ol #3402 IS ¥ ¢ A wuS
AT, Awstd, A A¢zy R e e
2947 A¥2q o 4 P22 429
ol Piiid ez F2HE A7 gen dF oo
AfTe A=A RFAFAAANE 2ol
Frof = gl et

2) WHS [ ATAY F4 EAdA S@Hez

PA" 239 microthrombus¥ o] 713 wo] wA
Hyew a4 delde AFFSE Yrses 9%
FEY Utk B w4y 2AY APl nxE
AP F dolAdE FARY FRFzg A s
FEAY W A AT Ao Fys Ao

3 FMB I goldoz wAAUY A T &
4 dds A a5 r mEgd 4903
oA BFAANE AFE AR 24 23
Bl gch £=@ AgFo Y& aF dy ALy
7199 g4 A4 JA RN BFE A%
HEHE el wAs g

4 HERHZ Y S sddozn e A
a7zt @AEA o]l E HolE F dd e A
SHER AR z2q7zE AFY 0 F4EAF
2AEA L HAHA @t 2 AR A
AFFAAR S At FEAE " A4 Aol
2E2 Agse] A ddzA9 st e AR @
AotA A gl&¢ FAHAS.

5 MPRE 1 dze) 2w are e Y &
< ¥ §¢ez 5 3l 2737 em)R A
e (Fig 1) @o]Asfel st 4@} 153 microcyst
(473 400pm)7t=] ot EFAGE 279 2AEe] A4
3} FAR htdor AAHGY e FEA Aebe
L& Aot S = o 7b wokeh, =2 L9 o
T AxRAE gaAg= A0 AE
AE Ve Ed 9t oz Fdx g g e}
L HAZAA vl & wiste FFE Bl

6) B4 MTH ME I ATFAY FTxEFNT A4

L.
=2
L
T

or & L 1l

A A4

— 560 —



FAel 22 FHolt £2EE Holx d7) 9 RE
olglow H-4ubsid qhel A Fao A Gy 4
2EFo] 2EZ JAAE dE Bt = FF5AQ

dFAE AEH Ax9 mesangial cell $2] zgxn
g oAz Wy A FAg 5 )l%l—‘l“?(Flg
2) 2 delde F A 4T 2A% dHo] s
drh. 23 Anzd el did g5y 44 3
o] wASE dx g9t

T N ATH MY ESAE) AEHA g
o] 43 mesangial cell?] F4jo] £Er 2 g oo
o 1A 94 v FEda(Fig 6) A7Fa =AlE g
EAEA g3 A5 0A Y Ao Lenky
G A4 EAeA gAEHgAY ol =3¢
HEEY oo Rt Lt 22 Fasof A
37 AAFAA AH AgHo WAz Ao

B Ry A=A ggtor o AFF deAE
FF2F 22F 23725 e F o dedA s
Heup o] AAA st Fagoz FA wlds=e
gy 3 F25 vEhglich

8) 24 Z}’é& HE A JAAx F4 4
S A A3 24t lﬂ FA

4 & 2R
el thitele o9 49F A A5 i
dEol #Azt AR Ed *Fe WA A A}

A vehvde dE A (Fig 3). £ F dldAe
3 Axd AR FHAHEFS A4+ E 4
Az AFel FFEE HAHGH. o] HAFEe
AP Azadds ddA4F 4 259 3
77 EREHAeH Edo e Bewky s Al mzt
o] 2 FdH o it

9 9t ZtEE MY ReddAE FFH R Ko}
A FAxAL e HHE AR g A FFE9 4
dAXE A7 A4 AH FIH22 £ Fy3}
A wador AMF Aud T2E& e 25
A¢zAF5AE A Ed. 9 AL B9y
& fadts A¥zEAH F4 94 dAsgoH,
Aode F3 FAHAdA Y 250 EAA5A )
dE 93 duptd AAA2AEFE AxE dA= UG
(Fig 4.

:'-‘-?'fl T ol A& APAA leptospirato] ST Y
02 B¢ g dF 2FHJAA w2 geH (Fig
5) ’51:1"‘?} w4 dF FAAAE BEIe Bt
o] 122 #dix e microcyst Aoz Fol Yy 2
ghofl = R0l AFE AFAge] £ A4 3
ol £ %745] A= (Fig 7).

10) ARAMH AL FFEN} Fud JHe o2&

g4 ALY A HfotAE Ao nEw
A= g 42EL A% AGRH 477
#3359

1) 5% A3¥AA AU AY BAY
(4% 1L5x1.8cm) %%d& AzAol wal aol o
8 E o4y dsobTd FRAEE FAHYH
A% 4z 25 24 g ¢ Swete

A4 BE4E e o g dshEa Lol gtk
o &

Felvbete) A Al A g rﬂf& et 24 B2
T 45l HAY FAAN L A2 F 2364 F
6 (23.7%)7F 2% ﬂﬂ&@f&% e glazE] e
@i" Aol glel $HE 83 HES

3& gaejrh zEv Fy zAtelA e @4

» AH o2 HE ey AA 3,850F4 A4
4%3}0:1 3557(9.2%)e0 M A Ay Wi AdE
kg =

TEANS dFo 2 12341 (34.5%)04 2H &, =
T 4991 (13.8%)l A& 8¢ RAFGER 9% F

1: A ol gFdd A4 AR FA3

22 AT ¢ 3led AAE =4 A4 F
er A FEAA 2v R4 § =y
THE FHE A2 AAHER A T APl
%9 ez 44990 44F 9AE A9 2L 4
dE FAF e AezE FA5, wHY A
A ATFE A4 Fde] g dAd Ae 2
AAAE A stz Qe £ § HEF
°of B& A% F4#As A& Aoz ddhr!

Agel gzt F48e A el e W42
2 o4 dAFel g dgE A Axd A R
3 2 Z2AFS A el JddgE 455 S
el BF FFl w2 o34 WEst oE ez
A 9.5 adds & zAbelA £ 39F(11.0%)e
A AZY dF, L FFel s AdEF U
geos 54 vAAA whER HATAA it &
B 2L Bot 2 ¥4 AY ¥ 24 H
doatist FHgel glEx EE #AFAS Fud
AL o F78 #okd Aoz AEdch

A4 ARFA Aol 18F(5.1%) A, whd AR
Aol 297 (8.2%)el A A ER o€ HA A
Al A AHE dftez doive Fa A W
2 AZEE o 4E dgukg 44 A7A Ad 8
Aol 8% M ARVt 2 Aoz PejAg?

A A4 Aol vlaq g 8l delA wdE

h“ofi“)‘r{"w

Eofo N oot 2

— 561 —



v g ATl AFEL, HAAE, £5¢A
v Y AFE, Ve A% FAEEY AAAA 4%
gl AAsteE A5 GedA AFH AEFCFARY
F4outiAY P 54T A4 s A = stress® shock
A & A ALHE 2N BAAE A o
Wates ez A 0 abg A4 Ad g4
g go] Fol 525F(14.7%) A TFAG ZL& A
T A%z FA% 232 £4% zdstd A4

AR Al s Fodhs A4S e uf o
= ¥4 ]-ZUJ /ﬂcgo] ;qzx_":go] ux% g4 Ald o

2 A% e 3= A4,

5}]2 —'ﬁ- ]fi‘.ql, ;L:ﬁ 7}.
2o 4 leptospxraiL Z+gd e 7 el A mhA) AR
BEE Bostdeh it omg L 2 %EE L

>
2

N o @ z3 Aol leptospirad-& wATFPorw & F
9 Ad A EF BB AEdde dstd e oS
A+ Aol & AoZ g2t

T 1ol AA g F4UD FIAE i
dstolr4 Mz FA=ex 359 A4 A g
T UEE e Ao Not A4 UAsFor AL
F Uded, dutd ez Aol 44 dstFe dw

HH7t obd oz n|Fojopht g Az A
19 ez F54dc, % 239 223 %3]
A Fo] AASJR g AUl g £ FFL
7t B

[

ot

a4 B

Ao Adgste AR WHFE W
o2 sy A =AM As e A 3,850
FE FANZ A AR vk £3F A
2 355F(0.2%)e A wwle] whAsglh, ol o)

S o] By A el A W 2
A Bag Ao ARAEe Yy =z ulA Ak
e 2% AFe £9 1236 (34.5%), F4 744
Al 814(22.8%), w4 A AlY 520 (14.7%),
23 499 (13.8%), AlFEF 399 (11.0%), 4 A
TA 4G 2940 (8.2%), F4 AHTAAG 184 (5.1%)
AAF 1490 (3.9%), AF 1194 (3.1%), A3
(1.4%), A4 56(1.4%) ez o4 ON’r‘
d(0.3%) %o eyt

Legends for figures

Fig 1.

Note the multiple renal cysts of varying sizes associated with chronic pyelonephritis.

Fig 2. Note the hypercellularity of the glomerular tufts with increased mesangial and infiltrated cells.

H&E. x100.

Pig 3. Marked proximal tubular degeneration, vacuolization and necrosis in cortex. H&E. x100.

Fig 4. Chronic glomerulonephritis characterrized by interstitial and periglomerular fibrosis with various

stages of shrinkage and dilatation of renal tubules accompanying cellular infiltration. H&E. > 100.

Fig 5. Note leptospires found within the inflammatory lesion of renal tubules.

Stan. x1,500.

Warthin Starry Starry

Fig 6. Note the densely arranged mesangial cells and mesangial materials that extended to thickened

basement membrane. x5, 000.
Fig 7.
interstitial lesion. H&E. x100.

Microeyst-like dilatation of Bowman's Capsule and marked glomerular atrophy found within chronic

Fig 8. Note the marked infiltration of undifferentiated lymphocytic cells in cortical parenchymatous tissue,

H&E. x100.
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