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Incidence of mastitis is highest in dairy cows and it is a leader of all diseases and the economic loss-
es, in dairy farms. The objective of this study is to analyse the incidence of clinical mastitis using the
lactation number, lactation month and season of calving. In this study, we used 3,779 lactation data
and animal health records collected from 1990 to 2006 at the National Institute of Animal Science.
Out of 3,779 cows, a total of 1,721 cows were reported with clinical mastitis, which was 46.3%. The
frequency of mastitis increased from 36.9% from first lactation to 56.0% by the fifth lactation. As
many as 766 cows (46.9%) showed a recurrence of mastitis after 14 days, apart for two or more and
chronic mastitis that were recorded for 657 cows (20.3%). This came to a total of 3,010 cases that
had clinical mastitis in the herd for sixteen years. The distribution of incidence of clinical mastitis was
highest during the first month of lactation at 24.4%, and it reached to 43.4% by the third month. The
incidence of mastitis was even higher for cows in first lactation, showing 28.6% in the first month,
and 42.9 percent by third month of lactation. Cows calved during the summer and winter months
showed higher rate of incidence with 59.9% and 57.9% within 30 days of lactation, respectively. It is
urgently needed to establish a preventative management for heifer cows during their expected first lac-
tation and the clinical specific dry-period management strategies that influence the rate of clinical mas-
titis during the next lactation. The aim of this study is to present information that might be useful to
improve clinical mastitis prevention.

Key words : Mastitis, Clinical mastitis, Dairy cow
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ol thet A7F &2 o]FolA o, =74
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FO= 3 F2ANY FUddde] FHHCRE 49
= ATHE, 2010). -] Yol A= EA QbAgh $-
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Alzpet Aldts 23go 24 B35 xﬂAﬂ
Z227) 20008 129 A= HF 413,0007/ml (15
238 22.6%)°)A 2010W 12 211,0007}/ml (153
& 55.9%) 2 T3] Hash= FAO I tH(HsA %

Elbers 5, 1998; Barkema -5, 1999; Gundelach -F,
2011) AMEZ7F FS oA YAE GHFgo]
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et =R oz Al Aol aEAL
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5, 1996; Gonzalez -5, 1990).
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ETNF GEON N (Flakes, 47 EE WA, &
WA 9 BT 50 JAEA(Gonzalez 5, 1990)S Table 12 ZAP|F % AP Qe gl
Uehe] Sro® MEs L2159 30104 A BT A& vehhddch & 37798k of 4
271%% BAskgch wek & Aol B uias]  L21vkelrt A4Y SRS tehfol 463%2) Ay
oA o] HHEAH R WSS Aole A E2 UetloH, o4d e e SES 14}
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Table 1. Incidence rate and times of clinical mastitis according to lactation number in 3,779 heads from January 1990 to December 2006
Lactation number
Ist 2nd 3rd 4th Sth =>6th Total
Incidence of clinical mastitis
No. of lactation cow 1,271 928 624 339 197 271 3,779
No. of heads with clinical mastitis 469 453 344 203 130 122 1,721
Rate, %™ 36.9 48.8 55.0 51.7 56.0 45.0 46.3
Times of clinical mastitis incidence
1 293 (62.5)§ 245(54.1) 177(51.5) 108(53.2)  70(53.8) 62 (50.8) 866 (53.1)
of 120 (25.6) 107 (23.6) 90 (26.2) 49(32.9) 35(36.8) 29(23.8)  430(26.4)
>3 56 (11.9) 101 (22.3) 77 (22.4) 46 (30.9)  25(26.3) 31(254)  336(20.6)

=k’HChi-square test (5 d.f) : The P value is less than 0.001. The row variables are significantly associated, *Proportion (%) of cases in relation to

each lactation number group show in parentheses.

Table 2, Risk ratio of clinical mastitis according to the parity in a dairy herd in Korea from January 1990 to December 2006

Mastitis Risk ratio
Parity P value™
Clinical case Non-case Relative ratio Odd ratio

1 469 802 1.00 1.00
2 453 476 1.32 1.63 0.0001
3 344 280 1.49 2.10 0.0001
4 149 190 1.19 134 0.0209
5 95 102 1.31 1.59 0.0031

=6 122 149 1.22 1.40 0.0152

*The P value is less than 0.05, considered significant.
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Table 3. Incidence rate of chronic clinical mastitis according to lactation number in 3,010 clinical case from January 1990 to December 2006

Lactation number

1st 2nd 3rd 4th 5th >6th Total
No. of clinical case 720 831 636 371 229 223 3,010
Treatment periods of clinical case (days)
<15 588 (81.7)"  656(78.9) 476(74.8) 284(76.5) 175(76.4) 174 (78.0) 2353 (72.8)
>15" 132 (18.3)i 175 (21.1) 160 (25.2) 87 (23.5) 54 (23.6) 49 (22.2) 657

*Proportion (%) of cases in relation to each lactation number group show in parentheses, TChronic mastitis, iChi-square test (5 d.f): The P value is

0.2363. The row variables are not significantly associated.
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2)om, 23] o]4fo] AHH]E2 44KH63.8%)} SAF
(63.1%)0ll A =9kaL, A7 571845 &0l
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A TR HleS et 203%% 0w, ZF AbRb
o2 TR vleS FAAS 72 Aole f
FATHP=0.2363), 1AFx} 18.3% (132u}2]/588n0t2))=
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of =7 yepyich g, 14kx}e] g0l v]H27|
ol B4k 5 171 oluiel 370 o] W7t 7+ 28.6%%}
42.9%% YeY At
EUAE w2 Hlf27] dAAY fFEde Ex
H-&7} 93 =2 Table 49} Table 59} 2t} HubA A
of ugt vl FZ7]Ql Evt & 30d ol IAE H
Hdo] HEe oF 59.9% /1S 43.1% ¥ AL
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Fig. 1. Distribution of the 3,010 cases of clinical mastitis by lacta-
tion month.

Bxo ojst HLHEE o] 1772 7P B
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3G F9 oA fBo4, US4 2
A FO] FAE Holt AT FHAL A5
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7} Qo m(Barkema 5, 1999; Elbers %, 1998;

Whitaker -, 2004) 3t Ao AA|z=7F G2
Satoll A A|&EH o7 A7 HaL Qltk(Schukken
1989a; Miltenburg 5, 1996; Gonzalez 5, 1990).
AdE A HAES Yyt A 1970
At 3.8~7.9%0| Qoo 7, 1975; 1 =, 1974;
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L 64~8.6% (4 =, 1981; Ay} 7], 1984) 181t
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Table 4, Distribution by stage of lactation of 1st incidence of clinical mastitis according to the parturition season in 1,721 heads from January,

1990 to December, 2006

Chi-square (3d.f)

Stage of lactation Spring™ (n=261) Summer (n=467) Fall (n=426) Winter (n=567) Pyalue’
0~30 72 (17.0)Jr 238 (59.9) 181 (43.1) 212 (57.9) 0.0004
31~60 29 (12.8) 51(12.8) 43 (10.2) 62 (16.9) 0.9758
61~90 28 (12.3) 28(7.1) 34 (8.1) 49 (13.4) 0.2014
91~120 29 (12.8) 16 (4.0) 24 (5.7) 33(9.0) 0.0014
121~150 25(11.0) 19 (4.8) 19 (4.5) 33(9.0) 0.0219
151~180 22(9.7) 23 (5.8) 22(5.2) 46 (12.6) 0.1013
181~210 15 (6.6) 13 (3.3) 11 (2.6) 35(9.6) 0.0126
211~240 5(2.2) 13(3.3) 10(2.4) 28(7.7) 0.1256
241~270 8(3.5) 13(3.3) 22(5.2) 22 (6.0) 0.3072
271~300 10 (4.4) 10 (2.5) 22(5.2) 16 (4.4) 0.0870
=300 18 (7.9) 43 (10.8) 38(9.0) 31(8.5) 0.1243

*Winter: December to February, spring: March to May, summer: June to August, and fall: September to November, TProportion (%) of cases in
relation to each lactation number group show in parentheses, ¥The P value is less than 0.001; The row variables are significantly associated.

Table 5. Risk ratio of clinical mastitis incidence early lactation period® according to the parturition season in a dairy herd in Korea from

January 1990 to December 2006

Mastitis 4
Parturition season Relative risk P value
Clinical case Non-case
Spring 72 330 1.00 -
Summer 238 511 1.77 0.0001
Fall 181 554 1.37 0.0115
Winter 212 606 145 0.0024

*Clinical mastitis occur within one month after parturition, "The P value is less than 0.05, considered significant.
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