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02 WialA Mg o] Sl olat AL
el 1o Asf A dslet 457 18te]

Aol Eloj et

AH| 20| =(Steroidal) T H] A Zo|:=
3k H=oFR(NSAID = non—steroidal anti—
inflammatory drugle= 5%, 8% 12|1L
& A A717] flsto] AREEQIT

LA EAoxytocin) Aot ZHe Wl e Ak =
SrafAleE BulE AAE A A1717] st
AR, BEH A ael B
S5 o PaABRe ks Hw) e
Ttof) PAEE 7Er AAAT TAH Aed
wol 57| sk} kRSl wolap} Al
Eipil=g

FUARIZM SUH 2 PEl= PR

T MT_'.‘7 }?

o|zle] v ite s
okt

o] =E.2 H| A A BAlET AR Q)
AHEEHAE AFSH] st 71 & Aol
=2 AEsteis Aolt,

291 77} o} )

ol M HXZ(Fluid and
Electrolyte Therapy)

Ol/R}—O\:ﬂ-O:] /\1— /\}Eﬂ- =]

A1) AA|(stasis), A Hafllleus) E+= LA

7{4-;}\1 /\onl,]. X-]OHZ1 xl-oH7]. dhehs) 2 ES

oh:]. Al ]. ] 0:1'61:0] O“C‘ A E_s]
A

v
s poel s

A 2}471-/\

AR

FHEA RN A 9] 2=
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A8(Green &, 1998)0|4 &2 An=25)=
Aopte- £(n=29)9 H|wEH <t FL2 A=
Z

AY 82 (hematocrit, Bt 46.4%)7t
= AE A2¥ ZZ(eyelid skin tent
duration, Bt 6,7%)2 Ao 4(39.5%%}
3.6%) Z4ZtHT o it} o]AL ¢
SAHE AT gojt} v 445F
Aol A AR Tt fE 2 el Y]
-85 1(Cebra &, 1996), &2 An=12)=
Aopde A (n=32; 1.6mg/d)Et} X
creatinine s =7HF7} 2.5mg/dD)E =ttt

gedEie o kst O‘ﬂ}u AR e
F25HA Yehth 48 9 Yol
272 v|oFt 8459 OFQV\]%‘OHH% 44
T & 5Y HE 1 AFEHL o HR7)
AL} BAZT =,

_l 399, ;glﬁ:,l_r:]_’nL_Q.x% o 7]-x] AL 305%_}

-2 A8 F1t ol ) St

AA|7F 483 Aol T84 w2 "
Aol BHe 5 gy A% AZAA
(mastitis severity scoring system) ¢t &
Hx7} =t

S+ ME 2 M (assessment of
hydration status) : %2 g54de=
AAY EHHor HAEY 1AL &

= TAE 98AZ 11 eKorbits)9]
SH(globe) &= $ict,

EYSHAE o] HAEL 429 A 279
olste] FFS W 4= ok AL
913 FrHEAL ERbdolR]of| A H s gk

[£22AT §1RY| muo Mgz

(Constable et al.,1998a).

T ARoM= A7) Y=t FokA
ol FHEIL A 2?_ o= <229
E 08 AZE HZA(cervical skin tent
duration)= %+ 75‘\0] oAl A= Ak,

83 Lore) Sojzhe itk 4 EL 8E
WHAZZAAT 9, 4 B= Tmm - S
4, 8%} 12% 247t g4=¢} ¥AEY, dad
T2ARY 7ek FujAl= S8 FHoltt
A, e, +E(fetlocks= EREN(EE3] 2=
Z2AE2 9E o S bl

:LFA_TL Az # 57 YoltHConstable et

, 1998b). 28+ w82l (hematocrit)3
@ﬂ E= Plasma®iid 55 E= A1
FHAE &l A 2o gt EHY
WL 4= Qe ARo] of 1 F gl E s
gt B9 dAet 459 FFE vt
7}A] o]t

A °.=‘.‘7 [#&i(acid—-base balance) : 4lgt

o
2 A= dAREE & HRES
=
e}

(metabohc alkalosis) é Z%T':—E}

Z YA A (metabolic acidosis)
dxkA o] opu]al LHE of o} ATkEt,

A& EH A3 i FHES AR5
k] JY3t & 37F F 18F+= 7.35%
7.45AF0] PHE 7HA AL IATHCebra et al.,
1996). 37+ % 147+ >7.45PHE 7 &
A| 55| (7.35PH ¢}, #Al 4= AohdS
A(FZE 7.45)ETt o @2(F7t 7.35) BN



PHE 7HAaL QlQlt}. 3t o dtof A
(Katholm and Andersen, 1992), % PH
T 34 W e HEE L e
524 558 12579 v|5Et9
“18%t o] AAJek= A
ro-

o

T
=
o

< 9
2o AL lactate 2 st
oFAl9] dutAQl AWAlESe Q7ER ¢
Th= Z1o|t}, magnesium hydroxide?} 3k
:I170P7“ﬂ"5‘4 Y 2o Al e gla
olf A& A ¢S E oS o
Al ZJE}(Kasan et al., 1990).
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o
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Pate]' KeN

TE5AUZIZ(Oral fluid therapy) :
TS i AuWZE g Z=olyr)

FRFELE A7k Haoln erzuS

FIel lefT 34 42 fpjol 33 4o

| AR EE TE7] 9189 sodiume]

EETE 1)1 ol M s 44

Z AN (hypertonic oral fluid)S
gjejof ghckConstable, 2003). 6% €8
600kg(1,320 1b) 2= 1 AFS 35 A 7171
Azte] $42]36 liters(2F9 gallons)] 571
[-Eo

o] &2 FHHA AlmT 4= St

IR s R i et
AHE A AF(hypothermia)dt -8
(intravascular hemolysis)©] =2 ¢
(Bianca, 1970). 77+ 150 WE
glEo] oF & wi= o Agt g5 2=

BERIR0IM &

g 2f f2l= &

Mo 2 $oMRX|R(intravenous fluid
therapy) : 5% 452 Ringer's®¥ kst
AHdE7E @ ol 18] sodium, chloride,
potassium 123! calcium®] A& =2
ZFL & dkppl] nkE YUSALE SE-S
st deEl= Aotk (Constable,
2003). 1#1} Ringer's} ] Al&(E+x= 7|Ef
=] /\LE oP crystallmd oo _g_:rL}.ql; _/r_Qljlo]
q_?‘ 1:1%0]_/\1 Hebalar AW 7}1:1]1:410] e}
8lt}h, 600kg &7} 8% EpAld] BED|E-L
st & o= A2 483 L(%lZgallons)Ol
279}, Ranger's 2 NaCl(8.6g/L),
KCI0.3g/1) 18)31 CaClo—dihydrate(0.3g/L)2}
B2 Zgsto] 9 4= Sl

o A7t sEEe] ¢

WELe) 29 AHS Thet FH5
ik hlle), A 59 RS
S AAHASAE) A= T=T.2%,

2.460mosm/L) @4H(saline solutlon)QJ
Aut Felol Aojut, o] AL 4~5E o4
4~5ml/AF FFeE 71 & vhee
ol Alssh= Aoltt,

2)3l BEEA] E(67FR)0] M §dhe

Agze] Bl Rolet, ME ASE Bo| AR
3712 9stel a79n, ¥F

°
fu o
x 2
1
N

73 PBER A1NA

oN 4y £ &
£
o

E_E.ﬂl 5p7] Sfsto] ARESto] AAf3)
Zheitk, g0 GRGFE Bolol mik
SAA) 243 R BB S5 YA

FHEA RN FAA 9 e




2 = gt o142 plasmagFe WE F
7ol L, AbuEt 2AURE G AT
oA A7} AR R §1-80] FH,
1 A Aled APY WiEsY
oA etHE RATHTyler et
al., 1993a, Tyler et al., 1993b, Tyler et
al., 1994).

Tl Hsl(electrolyte disturbance):
WV HS v ~ F = A DE50l
TF Y A desd i ol
U 29N FEE R Katholm and
Andersen, 1992, Wenz et al., 2001).
81 A Ao S5 QST A
djof] Z7}3HHWenz et al., 2001), L&A
ol e & AgdHe & 48X
oot
a8 Y AREE aofA AYH
I A 28 ol
4 Ato] B3 AeFroA Aol ¢lee
THT Aol A 2w 9] off7} B+t
(Smith et al., 2001}, IHEZ Z&
=g Aot} 7t 7, 98} = ¢
A% 223 AR FEo o&
AUEY T80l $HA g FEE T 4 ok
o] A AL AAARHAEY Aol ot
e gt 7] A4t= gl 71E
P Dol A HE 4= Ut
(Cebra et al., 1996, Katholm and
Andersen, 1992, Smith et al., 2001), ©| A&

4anz Ak A Zaolehs F4E kel

2

4 oy 4
22 e e

X
N
rlr

~
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e}
&

ik
¢
i

& P 22IAT 81K muon niss

olgt= Aoty LHHEN A& EF
potassium = A A Ylo] Het
Potassium chloride+= 19 2~33] 240g7}A]
UrolAd o g2 2718 4 g, AL
|30 2(30~120g) TN F7t A ZE
Zof eFASItHSweeney, 1999). Sodium¥t
chloride 282 APHOE 7Py +3FH

T4 B AuEy Eb aggRdoR

dextrose Al&E277F YR AL ofr,
I23HY A dextroses Ketosis7t 55F
Bl AoflA] HFol Ht,

& F=x|Z(anti-inflammatory
therapy)

& AFNRME IR

aHA & 458 FACIAL F§
(analgesic)®] AT} QTP Ex|o] FF e
Al w AlEE]ojof st TELt J=ue.L
2ol e} 2ol Fko] o]ole k=t

a3 g @5 AlE ofd Aeof v &




B 71 7] ol ARl gk B Aol
a5 7h9) AgepAlol Balo] EobHT
289k 7)o AT} Tk Aol
ofeial W 2olM B 3 QEere
AA o] 2tk (Flunixin meglumine,
Phenylbutazone, ibuprofen, carprofen,
ketoprofen, isoflupredone acetate). -+
B2 7% LolM FEQIAL oFAuE
) et -t dollA AR faks ALt
dholch dlRE ARET AEE 3 U

0 a2

EL A% ARSY0E 4EH 9E g
Gk B4 G 2ol AHE Aol

o5 U] Fiks A ARA] YA Aol

QU A o] QUi 20 S8 E

o-8o| ¢rd Aolrk,

TeE ofAH Y A2 4nt
Aol disto] & ASoAL AgR
I7h 2AHE Zojth, 279 7P F2 ofA|e}
A7) olFEHA] gt o= 7HA 3 dF
OFA| 2} -GagFol] theh x4 of Avf= HIlERA|
otk & FHE AR AMEHe ¥ EF5
kA= glucocorticoids(GC)2F H] A Zo|=
3} H52FA|(non—stercids anti-inflammatory
drugs = NSAIDg)7} Z£FHETE olF A=
arachidonic acid #H] & AR
(NSAIDs) &Aoll 2819 eicosandoid AJAHo]
daErt,

aea 71 714 A8 A IE
G dFaof wjE¥ . Glucocorticoids:
oA AR A AFEET e

GCE dexamethazoned} isoflupredone

Ago] AriE 52 A7HEG5/Y)olaL, 2y
HE7F QTR P

Dexamethazoned 4]
ketosis® A2t F5AEH S ofe 7
olsto] Aul Ei= L8of AMESIEE AE
Aolt} A e (E]gH) 892 5~20mgl =
ZQ Ao HHEHTE “olu] 9le AHES &
ot glet g AABRAR FYEHADG
Isoflupredone acetater 4ol EHd
ketosis®] 28 Fe @5l a4=e 27

L 27Md avE Yste] 502 AR
St A Aol

AE 492 10~20mg ©)1, ¥ &
shohd 12~24 A1 70 vEESTE, 185l
ARE FE2 7Y B TS HFSolof

. OJE A9 772 A Ao m

g zret} Dexamethazones o]

fifr

571 = E3] 4k delol
. Isoflupredone acetatee
dexamethazone 2t GCEZHO| A3l FAR)
Aolo] oF Hr}, 1Ejal F=5 shd o HY 9
2&o] At 1Y isoflupredone acetate™
mineralocorticoid 2H-&-°] & Zr},

a1 QoA ARgo] WHEEE §FY
= A ZpEa A recumbency)E F
g 2= 9)thSielman et al., 1997; Sattler et
al., 1998).

olrkeH] 2| 25§35t GCALRE= ARt

Shte] A7ghe 3FolA E. colifFA

sutel x| 2ol SR 9 L= 2ae & 4 g7k AR
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dexamethazone?] @Y 30mg & £
FH 459 S254, Ay =F5AA
HaEI 1497F /AR 8] X719
st Ao}, 284y dexamethazone
A8 2 ARF2E7t o E3chLohuis et
al., 1988)

E e d7e 5F UYEsATY °d
+55At dexamethazone(30mg) £+
flumethasone(bmg) A& Al §-419]
T do| FAEI AR v A&
29} H)| W H AT Lohuis et al,, 1989a), @2
gl A dexamethazonel A& olE
T Aol 2 Aa 7RsAdo] it A<l
A7+ dexamethazone(0.025mg/kg),
colistin 12|31 ampicillin®] ZgH @
TEFAL &L G A AeFo) dasHn
AR FSHlEo] AAELE T8 YWiEA
9 & 0 B 247t & SCC 717k
ok, 2 4A7ke] obd A& w) A&
49} Bl EJQHZiv et al., 1998). o|AL
A QA 5= A Ee oAEI 2 4= Qloks
Aof] Z3F AjZIch E. coli 7% & 124171
65 AtFo] F0]7A dexamethazone(0.44
mg/kg)®] g &Y FuEye gt
Al8-A7) 9] Tae v AR R0} v|aE
At HE, AdHE, Al =5, 8RS
Ha: SCC, 7484 Bv Y5y
Haloll= FgFo| §l%tHAnderson et al.,
1991, &Y ¥ * 8% UREA
54 49| isoflupredone acetate(20mg,IV)
Al A2 Aldks, ALY 5 A58

[ 736 By R LS P,

= S-RAgAtel o] a7} Qle A2 H AR
A2 vl E T (Wagner and Apley,
2003). 493 4E g X5 glo| W
3|12 g A dAHE QA 4o
g3t o) A9 TAE A A

£3] dexamethazone2 & YE 4o
HHE2250,04  0.8mg/kg, IM 329)2 -5l
N2 7k s adds 2371
= cHSpier et al., 1991, Burton and
Kehrli, 1995). Q9P HuH AFE2

ol = 49 GC AMY AAE
A% A8 H A= BAEA g=tt
H] AH|Ro|E 3} @F59FA(non—steroidal

anti—inflammatory drugs = NSAIDs):

UO'

NSAIDs= flunixin meglumine, aspirin
183l ketoprofeno| EgE O] u|=of A
AR A2 E sto] AREE L ok

Dipyrone® A& 2 oA ¥ 11,
phenylbutazone®] AM-2 7425 AA€ch
NSAIDs= | A F3F2 ik

T} GOEE AL A4 okt A
Aol gPeR oFHT. o5 WaEe
AoA & AEA ok, B g4

had

FAIETHA Rk A 7hsrdo] YL, Al
A7)5 A ¥+=tt. Flunixin meglumine<
ool Al H]S-9-9} B H]3-¢ AW £ 250
AHg-o] A Eo] it ‘

e v ohYth oA 3Y7HA|
19 13 == 1¢ 23] 1.1~2.2mg/kgl 2
ST R YRS ST TAE €
F= A4S0 B E Yote] AEE Aol



FaERIZN SYH 2f 22
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JelE R AL 47 wASH) Wolof
ohrh, oA Abgo] AR EHSE ATt
aspirin FDA= 52lstA| gkt

12|31 ketpprofen Al=rof|l A ARg-o] 52
A okt Iy E=E R A=
GCEtY NSAIDs7} © %3 flunixin
meglumine®} ketoprofen T 7}A|+= 1L7}0|
TH$15/Q). diF-E NSAIDs AlmaIA =
A AT 27) 3 ol ARE QI

2 E. coli T 03} 3~5A17k
flunixin megluminel 2 3% X E+
H] )& 40} vluste] Fo| glojAlal A19
S-50) A=), T A T SRR,
AEbE, 25 ol gl §lltHLohuis
et al., 1989b). BlsslA WiEa £ &
QA7 AlZFsEe] vl 8AIZEY flunixin
meglumine2 2 A =23t 65 4t Ho| gha
1 FAA7 0] FFEHIL =Tt v A&
29 BlaE et Teuh SREA, AR,
ALY &%, SCC Eve= HAAlE FFol
NAcHAnderson et al., 1986).
29F 8A] 7t 9
ketoprofen(3mg/kg, 1V) E+= flunixin
meglumine(2.2mg/kg, IV)2.2 A8+ 24
2%, AabE, FAES, SCColl Fo] ¢l
3YUTE A B FH ol vt
Hazt AnE et

A L L e e i
ZggolAthZiv, 1991, Y= 44
3t aspirin F7FFo]o AL

Ao] gle, Aol QAR 48 AL

Z
qE

H = S
WREL 29 F

2
L

1

HU
Nl e

~{
rl_[_f
o

ofo
o

ooje st A O
Bog g &+ U7

rr

oA B AR =) NSAIDsO] AR
Am7ad A oS £2 A 2o 457
ofJAlEl o4 gentamycindt ¥ flunixin
meglumine(lg IV) %+= pheylbutazone(dg
IV)e] v 8o 2agh L 2447
ARE T A4 g4 A 73 tf 2t
Hwste] 1058 o 4F -A3Ake] ek Ittt
(Dascanio et al., 1995). H|&31A 1g
flunixin meglumine(24A17F 7+4 2-85)
EE o AMES oFA 2
FARA, SAEAl 2R ARG T1Rfal A on
223} 54 FollA AR lel dakryEr]E,
SRR E) = FAEA] THGreen et
al., 1997).

Ty g AE(Shpigel et al., 1998)
oA A FHE & 228F= FAA
(trimethoprim—sulfonamids) +/— NSAIDs=
2| 23519tk NSAIDsE ketoprofen(@g IM),
dipyrome(20g IM) E+= phenylbutazone(dg
IM) o]glth, NSAIDs+3HJAI(N=197) &
2| &2 o FAARC R w0 AHG
s]Eo] 2.8 v ET NSAIDs ARE-ofA

HE 7% Z7% ketoprofenAHE-AlE
ol| 4] £ A o]t Shpigel et al., 1994), TAYA|+
ketoprofen(2 g 14 13)0.2 &I A=
FAA T B PR FEA e s
gt awrh SE(>75% el
2.63+ 6,888 ] 2 A 2t} Ketoprofens
flunixin meghumine ARt Aol A vt
717F o &sget 12l ol HFAIE=E

o Zhekh

surd oA B3R o o 2o 2 4 e AV

k?



%3 ketoprofen flunixin meglumine
T IS5FAA 2ol AtHPyorala et
al., 1999). Ketoprofen?] A=|¥ -2
A2} 71e) AV (m]=net Bl-goll AF
sh=d| H]Fo] §lojof 3}, Meloxicam-
o] sof| Al §-&-o ¢+ Frhal stoj= A3k o
i Sl AHgol EUdA 95t
F85h= Ao] NSAIDs?l Zlojth, 4lgh o4t
P oA A, =8 21 Hefd
NSAIDs AH-2 ZA|&ol1 &3
o] gt 2yt NSAIDs A EF49
B7ret g8 Arjg 2457

oF giet.

o o
o
2 K

4o & o o o
e m 3
>’E _]lm

rlo ~

ot §

ZAEYN Als2t #H2 A{oxytocin
administration and frequent
milk—out)

SAEARE Ao 979 vfjEat HulEe]
Hgt AAE A=3817] 9l8te] ARg-E]o] st

2 HERIEE B A BHE, HYd,
54 123 I50] 7HA AL Yl 95 8%
AL H=Z7HE $18to] 8sl= Ao|c},

% T AL A9 dith SAEA
ANei} ZH2 Sfuligo] =edos H]lcta
st 259 dAAAQd AMEE A=
gttt FA= ¢t od 252 182
FafistA 2 4 ok AR of 2G4
SAEA Al&(201U 347t oY 23])2 Str.
uberisE Al@HoZ HAF3 2~8F A
ALY dge getgct 18n
A7 o= B3 fickHillerton

[ 738 By EEECI L ety

and Semmens, 1999). 4/dStr, uberisH+¥
Ao A A AAS I SAEA Ale
(A& 801U, IM H 201U, IM ¥ 23]}
252 AA FHE Al 3 B 6Y0) I

= AldtAEs = 23St Hillerton
and Kliem, 2002), 912 AT Al2] 2.9
913 64% 2472 69 ¢ 19 13 FAA)
A2 AHEAT 1913] Aol ABAIL}
ZAEAS] T AR 6 B DA Al
27} 10% RotRrt,

SAEAIT 22 2hRo] Bol3t o anrt
ZEY, SAEAL A 22 2 -
(M4~6A1)= A= 3 A Hwsho
AEd 4 i 39 2oA HAA
159 12 E= g Al EAITH]
A= A3t Leininger et al., 2003).

ZAEA Al&o] Sta. aureus AHH HF
aof|A 2| & gt AIHRH g AR|RE 3 vl
t9S W S5 W Alts=e AAaE

T Al &HlE SCCHHaE 3o
ot EHATHSAIEA 2oA o 2 A
Knight et al., 2000)). SAEA A&
SFoE o A4 dust A2
Tog F7he AEYe] At 1A
/g Eol WskE| 1, SCC7F F1E A TS
Aass SRS SAEA Ala 49
v §Hd fAoA A7t 53] 870
EA(> 100IU) 7 717+ A& wo|t}
(Allen, 1990; Prasad and Singh, 2001).

SAEA AFGT 22 Zhf= okQofA
FHsHA Br7hE|R] gkokth, ZeEuolofA

—_—



ook
(Guterbock et al., 1993). 444
2Afo] o] 7] gl £3] 44 Str.o
SAEA AR AR A AL oA
(Van Eenennaam et al,, 1995), Virginia
e SAEA ARt ;7% 2 2-(1YU63))+=
AY E= *ﬂﬁﬂi‘ﬂlg, A BA7] B
H] A 5o} vl uste] -4 ES gAY E A
2erHRoberson, 2003), Ilhn015 Aol A
s HRAR 3 AEE Al LAEA
T1ejal AR A )= o R At
e AlAA R
o =2 Advle
. B2 g0 &7}
Sto] YA 54 HEE AR Ee A1
(7t Mgk Al Hlwgk Zolck(Morin
ot al,, 1998b).
TEu BEAas
EUT
QoFsld ZAEA Asit @ z)
53] Str.o] 90 A ot mE
A = of| A Eﬂﬁ | Bo| x| groktt
8| = fEo] oF HAY R W &
gg;r_]rxqo] SAFAA7E A= AT olF
Aol H 7] o]ofo] Qlirt 1 9] BEHQ
FAA T FRE50l e 2 #

7o) Fe S $lte] wjsjof ath

A2 =2 ok vlarshA)=

Jo

rd
o rlr

r e ro o2

[e)
=TT

A 2| fEl= F

C=| I.Eoilkl

7 [Et=&(other measures)

71€} v] FAYA| Al&2] o] 71A7t FH e
A QAo Hrel & 2|z AR Q) o] 5L
gRARR] A (liniments) ] 58, $AXE,
/\oH_J %oﬂ Zo] ]E}U Z/\]_ j_\ﬂ
53‘3‘:”0] i?é}%lﬁ} EH 2 At oA 2=

= A '6] 3 _IC_JrH]—Oﬂ

% 517\\ OPOHZ} gb ARR|&F =3 A)
2] Sta. aureus{ge] si2o]
o] NckKnight et al., 2000). 734
of A1 Ui U AA EHXH—'L ol
Aol Al wE 3] Eo] ¢k HUAL 574
S HBRMog HAFO R T47) EQiTh
(Haddad et al., H] 27+ A4=), {4 4A
27} FAlof ascorbic acid(25mg/kg, SC,
5U7E 1Y 13)) A& A2 &7 YE
W, FAA SRR} vjmslo] gk
ofe] Aol A (18%F) 2l ﬁffc}o] el
(Naresh et al., 2002). 4 W W54
9 5 33} 5/\]7 to]] ascorblc acid 25mg IV
FARs QA To] AEA] Gt v
*-FAATS B2 ST AT O% B =S8k
2002). &L
(organic dairy farm)ojA]
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Chaiyotwittayakun et al.,
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wlelA e opte) ARAT AR
#A) $8Tch Has AEdA, viekn
VR QU SEol FYAEFT
Gen $8 GYRAL FATE AL
ARG ejol BTAQ) W3S St
aol i Sgaok Yok AL el
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