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2009 4E7 ~ 11 B2, FAMEZIHE L7z R VA Z A Y18 7 18 B RE M O FSIEE N & a4 L7z, F89E R o sk
BHN322%, MEH ORI gk BIE56 %, EEOEEBIESF ORI >~ SAlE, 29 Higo 1z THIE
HeRCHHmE Y A VA (BLV) Bk, 45 AL Lo 17 61iE B MR T3 XTBLY T BB TH - 72, g gta
D P53 EEADOKE, FIELT29 %M, RIEFD0BIIH LEEICE, - . FREREY A V2 (BIV) Kl
PCRIFTRCEMETH 72, FFEMAEHEEVUR (BoLA)-DRB3 1501 O fa T2 A3 2 F0HE I 5IET75%
THotz. TORVBETHEIIIIEF T4 %E, BLV BEARTESIF D22 %10 LERICE P -7 DLEXD,
FEHAEFD 94 %HBLV 1T BN X B 5wt A (EBL) Th o7z, 72, BLVIEREICIEBIVIEGIL T L HLET
HwZ k, P53 A & BoLA-DRB3 #IET- RIS, FAEICHG-3 2 W HetEAvRE /.

—F—T— F B REREY A VA, AR A VA, T ERRGEA PR, R g, P53.
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Z CHUE, FAMRORIBEES ML TBY, 20
% AVEAIRT A VA (BLV) EH2 X % BifattY
YOSHIEG DWW L PR (EBL) & #Ex bR
Tw5 [1,2]. AT, ZORAGTIZEGER TR L
BRMEEBCTHL L PR hv. 22T, LHEE
IS8T 2 BUROILR A B9, A MG o R EHH AT
Aotz ESITRO—WICET 572012, FIEEN
AL LT, MRS OBNE&ET E LTabsnEL
DEE TER %R0 5 P53 D5 [3-6], Ptk
TEMBLE SN FREAETA VA (BIV) BYEOH
i [7-9], FEEICHGT 5 L% 2 5N A 4 EEHkE G
PuE (BoLA) DRB3 DTG [10-12] % Ft
L7.

M#E RO HFE
BRER R U —ARMARIRE 1 2009 4F 7 ~ 11 H ISR

HCHMBEZRIE LRIV AT A4 VFE (29~ 140 A#)
18771861 (No. 1, 2 : RA¥%IL, No. 3-18 | BRI
B vy =R, WEEZWNIR IR AR IC X )
22T, REY ¥ SEiONE RS O/ RMAS K OV
OHIMEREL, B 2 BROAMEE R L7z,
REZIRE | BT 18 HlOMERAL L 220w
T10% Y YEERE ANV~ ) Y THE, BEICX M
WA A % 17> 72, HE P CRESHZ, S 51U
TofEReZHEm L2, BMiR~—H—& LTH
CD79adifk (HM57, BH=F1L 1, HH), THiR~—
J1—& LTHCD3 Ptk (PS1, BH=F 11, Hi) %M
W, SAB# (B2 +7 74 ¥SAB-PO, Bh=F11,
FOR) (S CHERMIE O k% 538 L 72, P53 H O
X, $LP53Pifk (DO-7, H=F L 4, HH) ZHw,
S E L THRVRAY A4 HE (59 ~129 A OIFMEE
1) v 322752261 (No. 19-40) 22V, [AkIC

TR GRE) @ EIEA (NEF RN EEZASHHR)
T107-6122 ¥EXHRI5-2-20 AP/ S— 2 YL 22F
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78 8 82 82 8 8 90 98 117 128 140

No. 1 2 3 4 5 6 7

TEGH MBS W BB W W R RR SR R SR R SR SR SR SR SR &R
o Am H M 0 62 67 %8
g WEPET O OB O O O W 0N O U W O

CD3 (T-cell) + - - _ _ _ _
%@, CDZiiB‘CEH) - + + —+ + + 4
P53 - - — - + — _

O UNE R R U U 0

H 0 OB L L, AR ARGE S TR WFEPRIZ AR - B L T v AR,
sk D EBEICHEL TV B Y Y REROKRE SITX Y, KAVho 3BRETX L 7.

skoksk

s

B FEET oM ERG GEBI 10)
N/CHO®E L, B OHINGE Bk AAIE 2 B ) >
SRNER(RED HARSNDE (NI T—Heft X 1000).

GaE et & FEM L 72,

A IV AZIIRE | PUBLV PRI, RAEA18 5
18 B K U BoLA #fn TR O3t L LAV R & £~
RS BLV G mins: (107 ~ 153 Hif) oI 9 i+
3961 (No. 41-79) 22T, BLV® ¥ VNS
(AGID) - Z /R IEREEK G (PHA) %907z,

BLV# it PCRIZ, F&4E 4 177 17# (No. 1-8,
10-18) J U BoLA Ein AU ORI 9 5 39 B (No.
41-79) OHIMEKICOWT, B F v b (QlAamp
DNA Blood Mini Kit, QIAGEN, U.S.A.) |ZTDNA #
fhitt%, BLV®env#lfaT gpsl ZEME LT T4~
—12C [13], ili¥ v b (PureTaq Ready-to-Go PCR
Beads, GE Healthcare, U.K.) Z /W& L 72. BLV
WAEFIAIE, 5507 PCREY % 3 5o il R %
(Bel T, Poull, Haell) %y, RFLPEIC & V) £l
L7z [14].

BIV#H PCR %, [KEICDNA Zi#%, pol @it
R LT 4= —I12C [7] ERiL7-.

BoLABIZFE : 39E- 1671661 (No. 1-8, 11-
18), XL LTHRIVA Y 4 D BLV &SR TR 5 i
- (107 ~ 153 Hikw) ® 97396 (No. 41-79) @O FIiL
ERIZCTRKRIC DNA % i, BoLA DRB3 #5112
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DIEIEA28% (5/18) Bk, HE (No. 19-40) §_TEE (0/22) THEED D (P<0.05).

SR R e N
B2 ZEREZEDY L oSEIEZE (RER 16)
OW@YEBIA A SN D, fEARKTIE, KD >S5l
fansZthkze o b,
(HE %t x 200 AR : % 1000)

% PCR-sequence based typing % [15] 2T L 7.
IRETERAT | P53 A DORKBLIOA ML ONIC BoLA #ifxs T
BUCOWT, SHEFHE L RO E 71 v ¥ v
— DIEMERE N HE & VR, P<0.05 2 FEREE L
7z.
B &

R RO — R MR E @ FEF ClRER ) v Ei ol
KEONFRF D22 % (4/18), FMLERIEHN (13,000/u1
ME) 2SHAETEETH -7256% (9/16) (No. 1-8,
10-15, 17, 18) (13,400 ~1,181,000/ul) IiLifEH o 5
B YRR MBAPRAETGETH 57257 % (8/14)
(No. 1-3, 6-8, 10-13, 15-18) (X1) TA LI/,
F 72, MEAPICEID) 2Bk A S N EERO F LR E
GHTIE, ) Y SEROEEIL68 ~99%, U v 8ERBD
B VONEROEIEIZ12~92% TH -7z,

RIEZHRE | HE o cidem (18/18) UhEMk
MY v oSAEICE SN (F61, H2). REGREAET
1%, CD3 B THENAMEY > XAIEA 6% (1/18) (29 H
i), CD79a Bt BT >~ /S ANEAT94 % (17/18)
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BHUSA RIS kmiEElE b
#£2 A AR Bel 1 Poull Haell
No. 1 2~18 41~79
F 29 45~140 107~153
ik T (17]/317> }
«200bp
BLV fi it «100bp
AGID Bt 0% 100 % 56 %
o/ (1515 (22/39) M M M
PHA Bt NT é%‘}fg) (273 /;/g) 3 BLV O RFLP f#HT&:% (iEfil 4)
BLVHE M Bel TI12X 1) 225bp, 220bp GEEIZEWIT-ED 72
PCR [ 0% 100 % 100 % WHEBZ>THRZD), PoulllZX ) 444bp, Hae I
(0/1) (16/16) (39/39) £ 1 220bp, 100bp K U 85bp (ZEIKr S 4L T U448
BInT ITH NT 100 % 100 % b,
(16/16) (38/38)
BIV PuE A
PCR PR 0% 0% 0%
(0/1) (0/16) (0/39)
NT : KFEji
£ 3 FEAIEONC BLV BREL AR TSR = 24 O 451 © BoLA-DRB3 # 151 ik
F I S e 2 BLV J& G AR FERE 15 521 BLV J& G4 AR FERE = 2
No. JEHEHI%R F B TH No. ik BIA TR No. ik BAnTH
1 T 29 1501 0101 41 110 1501 2703 61 109 1501 0101
2 B 45 14011 0101 42 127 1501 1501 62 107 1201 1101
3 B 50 1501 0101 43 112 1001 14011 63 108 0101 0101
4 B 51 251 1501 44 115 14011 1501 64 135 2703 0101
5 B 62 1501 1501 45 114 0201 2703 65 116 14011 0101
6 B 67 1101 1501 46 115 0701 0101 66 135 1201 1501
7 B 63 1101 1501 47 116 1101 2703 67 127 1001 0201
8 B 78 1501 2703 48 116 0701 20012 68 114 1101 1501
9 B 82 NT 49 119 1101 1501 69 107 1101 1501
10 B 82 * 50 129 0201 2703 70 131 2703 0101
11 B 82 1201 1501 51 134 1201 2703 71 124 1001 1801
12 B 83 1501 101 52 131 1201 1501 72 124 1101 14011
13 B 84 1501 2703 53 134 0902 1701 73 118 0201 1501
14 B 90 14011 2703 54 135 1201 2703 74 111 1201 1101
15 B 98 1001 14011 55 153 0601 902 75 109 0902 1501
16 B 117 1501 2703 56 114 0101 0101 76 107 1001 1501
17 B 128 1001 1001 57 141 1201 1501 77 122 1501 1501
18 B 140 1101 1501 58 122 1201 1101 78 108 1101 2703
59 124 1101 0101 79 124 1101 1501
60 144 1201 0101
NT: k9l ok EETHIES AT

(45~108 Hif) TH-7z (F1). P53 &AL, Bl
P Y SWIED 29 % (5/17) T, xHRORISIES:
D0% (0/22) 1T LAREEZ#EDZ (P<0.05, 74
v ¥ ¥ — OIEREREE) (K 1).

AV ZFRIRE | BLV AR, THIRRMEY ~
NANED1H (No. 1) 1ZAGID iRERaMTH - 7275, B
AR ) ¥ SRR IR A A RE T dH - 7246 T AGID i
B% (15/15) (No. 2-8, 10-15, 17, 18), PHAEx
(16/16) (No. 3-18) Btk TdH - 72. BLVHH PCRIZ,
THIRaMEY ¥ AR 1 BIZEETH - 725, Bl

—111—

) USRI IZRAE DS W RECTH o 724 B (16/16) (No.
2-8, 10-18) Btk, MizTHIZ, &6 (16/16) I%i7Z
-7z (#£2, K3). BoLABETRBORE Lz, £
JSRE R 1Z, BLVARIEPCRIZ, 41 (39/39) Ftk,
BETENE, WEDTE LN o7216] (No. 69) ZkE
4 (38/38) (No. 41-68, 70-79) IHITH 72 (%
2). BIV#RIL PCRIIFEES (0/18) K UBLV EGASE
SERSH (0/39) L BICTRTEHETH-72 (2).
BoLA BZFE ! B4 TIE, MEDOHEONZT5%
(12/16) 31501 X VR T & FESLANT T OHMAFD
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RNVAZ A HENZBUT B4R O 5% R M 055 B K] O Mg

F 4 FREL & RFEHELE D BoLA-DRB3 4 V{5 F I

& o MBI O i
MBI (%) Fisher HiiE
HHE T RS RIS

n=32 n=78 T Al
(16 B x2) (39 BH %X 2)

0101 125 14.1 ns. ns.

1101 94 14.1 ns. ns.

1201 3.1 115 ns. ns.

1501 40.6 21.8 ns. *

2703 125 9.0 ns. ns.

Z 11 219 295 ns. ns.
ns. . FHE % P<0.05

FTHRAL T (3R3). FIES & KRBAEL D BoLA-
DRB3 W Va1 2 & O MBHE O I TIE, T
D 1501 OWBUHIE X 41 % &, BLV &GRS = 2
D22%Zx LARICE P> (P<0.05, 74 v ¥ %
— DIEREREMUE) (F4).

Z =

S LRI B B A AR ORI A T, JEREd:
DR FET22%, MEFP ORI ¥ oXEko 1B
57 % &, BRIRMUA CIZIE 2R S 2 WHIDETE L 72,
M) > 7 SERBE S 2 7R & 20 VIR P10 O AR R
[16], A v/ HiONE KR MR EH % 7D 22\ 5l
B EDMEITET L (171, A2 M5 i 72 523,
AR TRE SN TWA b D LS N, AT
ZWoO—BE LT, SRS [18] IXFIEA 1T B\ T
FIVFF—EHOLAZIEHL TS, F7z, FH
5 [19] &, BLV &I <Tid, EBLEES & 1
WL, Y7WV% A4 LPCREHW/BLV#fz o —
BICAEBEITIED L7720 00, it EBL 384E
LDH 0L HERTRWEARARD SNz E LTw5. &
%, RFRICBVTY, ThHIZOWTHMHBLET
H5b.

NS DILREZ, THINMEY > 5AEAS29 Ao 16T
BLV &k, Bt > SPfEAT45 ~ 140 Ao 17 61
TIXRTBLVEEHTH - 7. T X ) S hlod[A g
D4 %N EBLTH A Z LATHI L 7-.

BLVOEETRIZTRTIRTH - 72, Asfaw b
[20] 1%, HATIX IMA48.3%, MAEA32.7%, 5
(211 AT T HA86.5 % MM A 4.1 % & i L
TWa, YIS A IREE, TESERTHL I L8
HOENZh o7z, SHOEETIIEFN TR TH 727
B, BLVEEZETERIZ X 2 5EAOHRIITE Lo 7.

TEYAIC X 5 P53 EH ORI, EBLREJEST
29% (5/17) By, REEFICH LAERELRDT.
P53 & AT, BT EERMAH ), ERMOAEN
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WCREIICER SN /20, g T, ZRM P53 &K
HEMMT 52 L12%5 [5]. BLVIEEY v s AEME
2BV, PS3EIETOEHNE0~66%THLN, T
NAIEICH G LCTWwb Lo [3, 4] 2"d 5. 4
AR PS3 HEHAOKINTH 525, T o O % Jift
FAHDOTHo72. 5Tk FTIRILEH P53 Hifkok
i, ZRAPS3HEOOMBIIHEME ENTEY [6],
[l B 42 2 LA O 8 9E O AL BT B WH SIS T i & b
5.

BIV#H PCRIZTXT (0/18) B&METH -7z, BIV
JEYT X B RIEREALIC L APUREDE TR [8], BLV
FERE AR T O BIVIEYH [9] oG D %A%, BLVO
FEAELTIZ LT L BIV OEG I L E T T & AR
TX7-.

BoLA#fnFAIZ, FIEFDT75% (12/16) T1501
A, TOMBUHEIZ40.6 %%, BLV IERGRISIE S
W LEBICE 2o 72 (P<0.05). BoLA#EET
BIASH MRS Do TV Lo [10-12],
BoLA 1501 BIZAEIZHE L 707 4 v 2 E ORI~
Ko [12] #HwiEVH L. —F, KRFEMEFTDBoLA
1501 R DE 413 21.8%, RETHEHBL RS 129 Al E
TREICAEFL TV D 5. SHBITLVHBELRET
72D, ) T OMIER, S 5B E R
L7ZREDSUETH 5.

Pk, SEOIIEF D94 %IEBLV THIZ X %
EBLTH 7. %72, BLVORIEIZIZLT LS BIVD
JEIUILE TR W &, PS3HRHDER L BoLA#EnT
RIDOKGEDS, FERET S h O % H o T B AT
RIS 7.

EBL i3 0% —®IN1Z, BLVOFEHILTH B, —
75, BoLAEZTRUEM 2 & 2 WM L7258 ) 2 7 K,
EHIHH L2 nwEE L 5.

£ Nl 17 DAY A Ak AV AR T4 L N S AT e U e AR I E 15
BB ERETOBAR K, SIEEK, WM-—ERICE
W55,

ARFFE IR 7 e il & - JEARAF%E (A - B) ROUVERF&
Y= A I N— g VANNIEEE S O SRR T
T,

5 A X ®
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Investigation into the Conditions and Factors Associated with the Onset
of Bovine Leukosis in Holstein Cows in Middle Hyogo Prefecture

Keisuke TOMI’I‘A*T, Masaki CYUZYO, Yuka KAMOMAE, Kazue YAZIMA,
Kyoya URAMOTO, Shinnosuke TAKESHIMA and Yoko AIDA

* Himeji Livestock Hygiene Service Center of Hyogo Prefecture, 2-10-16 Taderahigashi, Himeji,
670-0081, Japan

SUMMARY

We investigated the conditions and factors associated with the onset of bovine leukosis in 18 Holstein cows
from July to November 2009. Physical examinations revealed abnormalities in 22% cows, while blood tests
revealed abnormal lymphocytes in the peripheral blood of 57% cows. Histological examinations revealed dif-
fuse, large cell lymphosarcoma in all cows. T-cell lymphoma was detected in a 29-month-old cow without bovine
leukemia virus (BLV) infection, while B-cell lymphoma was observed in the remaining 17 cows aged >45
months with BLV genotype I. Immunohistochemical examinations detected p53 proteins in 29% of leukemic
cows with a significant difference compared with that in the control. PCR analysis did not detect bovine immun-
odeficiency virus (BIV) in any cow. Bovine leukocyte antigen (BoLA) DRB3 allele 1501 was detected in 75% of
leukemic cows; allelic frequency was 41% and there was a significant difference compared with that in the con-
trol. These findings suggest that nearly all cases of bovine leukosis in this study were enzootic bovine leuko-
sis with BLV genotype I, that onset of bovine leukosis does not necessarily require BIV infection, and that p53
and BoLA-DRB3 alleles play some role in the onset of bovine leukosis.

—— Key words : Bovine immunodeficiency virus, Bovine leukemia virus, Bovine leukocyte antigen, Enzootic bovine leuko-
sis, p53.
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