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AR 22 (bST) ol of

N B

dole AR Y ZEE ARG B E
FH o2 AxE nRIIHR 71enE ZAAY
2 H3la gk ARZoM e SHAREH WEF
Aol =7t A A Ade) XL 1 Jdoy
g=d 71 s AF A A2 B ok &
3] ool g Q] Reg Folv] 9% V147
TEFAYG e 2 APY B3RS 5 e
Mikel 71432 71eg A S3ete new
< o] &3t NS EAHsE d=d VYHE Bl
243t e

FUoME BRI 7 1 e R FARJA FE
o] 8 1E = 2l AT B AT H|
3 Z&A7]9) Aol 7t AL AEFEAAY 7wt
TEo) B& =g 712 gio) =9 AR, A
A, Az A3 FYAAE FFEA FHE
AAF2dME AEFT A& Eoboll, BT
ANXE 712QF Eokdll, 21 7I1HAA = A4
sHoFA B Rl THE FIL IFF5LY
71 &0l 3 et el A 7idg bSTol th
= Z diga AlgFe A Aestd A7 S
st A1E 2L A7EH AR AE vpEta
oo (o] 5 1993:% %, 1993) TN L bST of
A &80 el BAulE AR Yde A
olt},

o et e 8ol Ad 384 AR
& ANEEE 55 AT 7 Eee Bo| &
FERo ol & FEF3E] AR reFELS oy
e g gud WEx 23 Aejolh

AL AF AAE NLsts] A A4 7xA
TFEoke A= AT & & oy 3y o2

o Hn 4 o

= BEEEL Uy o HEolA
Qe Aol FE e 2 AR 7 2EF
H-e] g Aty At szt A A s s gHEe] Ao
T 5~1070 ©) dohe S A o ol &
ol dhdo] HhEA] o] FojRof & Zlojt). o]
3 F Aol 2-3-317] A& F4F, 42| 7} di8he] W5t
A B FHF s s ZR7 A= AY A
o B2E 1 Qe AL ulg A3 dojgtan &
ATt
F AR 227 % (Recombinant DNA
technology )& Polypeptides®] 3 4HE $1% 4
< gk #Ax Az & AFS28(bST)
9] A}g-o] Aie] F2F 4TS VX e Aol dF
ol ztol whet AP A L AAAFS AN A bST
9] &4 (efficacy) Z A (safety)ol] 3 AT
7t = 2 EC Al Z-& v E8 B2 F7hd &3
AP Y o] A7 FHER 02 Bl
1} (chilliard, 1989 ;Cole 5, 1991 ; Hartnell 5,
1991 ; Phipps &, 1989; Bauman, 1992 ; Stelwagen
5, 1992;). AA bST FDAS] HZFAMSZEA 3
747t kgt Aoz BuED gon FUdAL
FDAS <137} 3ol AH&-5 719 §E-g-& Holrt
o U ALE-8 7t R E A A A vk Ao] A a3
Q) Aot bSTY FW ATl thaf o1& &
71 A& bST7F FUAHE-A] v ZAF, &
A, B4 g ASEA Jgo QA A =de =&
A48 7} 2] =ol] v 8 (Stelwagen 5, 1992 ; Bauman,
1992) % &3t A EAT =ETo] TEHE A
olt}. mrebA oA E 93 397R] 2R E
A =Fg Aelstd AL Y A R EANA bST
o g NIAFEFE LNstd olslE FuA
gl
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I. ®§+T RO Hig
Ol &R} o241, 1987)

St FF9 7lez el BETIRRmGS
PefigERoRyol ™, VA Eifayol L £ KIRE
#IHgo1 9 EMINEERL) 573 ) 7] W&ol $-2
7} F3ke REEES e 7P & FA st
Aok ZEw, A AAFoZ B33 B &
oA v RS URT HIFEL 71e7)dd
AL 34 dolx 3iet

O £WTRT £aiBe) HiES Ad 2=

HAoz S43 FRWES Yete HKilin

Bl stuzA H2 AAHoz ue 44 &

o nFE R AVFES LT 7eMmd

A& Holx g

@ E£WIE8 FAHo] He A7Ied e EE

THAS, MRS, MisKERR, LHRES

7t A&

© EREA 71 28] AFHI e Eok

€ BERCE 3T Hifize KEERC 7}

T3 MEREEEEL Sl HIEEAsEC] Ay 3

o

@ ERGEAAE olv =4t 4t 58 dFA
5 e MEmY FEY BREARRS ER
o] AT L.
® BESTAXNE ) iHHEE, TRt 8%
ElERE 5 874 F-&do| A3 FumfEe) b
o] AT HI 91
® AdUALEANAME vlo]eml22HE &F
2o & AN, Mol o3 KREE 5 A
YA s FEALY 34 - A F2 A
TEa JL.

@ B7AFNA = H59 A, HrfmE
A, T L9 AA T EELE A B
1 L R A B

1) E{EFHEH A BT (Recombinant DNA technolo-

gy)

@ EBEFIE F4o] He BET BAAHE
i HEA DNAE 9HE3 o) & Ml =
PAAA M2g BETF7 BHEE A2E &
£ Aol

OAZYA A DNAZLL 2 HIRE
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= e, WEY VEHES (LBEK
Sl SH{EE BRE ©1 83t mRNAZF-H
A DNAS #Ad3le eE7Ix 3
OHlIRREER = A 2] 3 HE] 9} 443k DNA 27
< DNA #EiEEFE Bre b 7Ed L
Elo|d Holfi & 5§ AHE-3F A 2§ DNA
£ 5.

OFgtan = deH s E HE=Z M

Bol AHE-3FL S
@ =& (S.N. Conen)} Ho}o| (H.W.Boyer)
o o3 Y BETHEEASEMS ENZ bST
£ (Larson 5, 1992; Skarda %, 1992 ; Pell %,
1992 ; Zhao &, 1992 ;Marty &, 1992) A &
¥, KB 2 HIREEo A RS a3 A
Pt A (AA WFAA ALEF).
Q@ EETHMAAHM AR 3aIA =
F2 EEENEC 7] W& ol 3 £
9ol Fut5g A o AA VA=
RTAIS -
@fEYZ 2w 328, HAE, B4l § 9
FF R E3F o] vk o] dg XA F
® BMLEEES 58302 £E] A% 3
8 842 HE i Fel] B3 TRl F4 39
AZE 3 glon o|FdNE 7 VA &
A} EEEE B Aol U F-E 4.
® e 3 FFHEES) A8 RY s
vz, 3], vpol# & EolH AR LET
ol 018 F Y& FF—HERE MLt
R3, AFAE F2 JAELEL SF—AFE

28 A7l e AeE A7,

@ ¥ 99 ¢ oty A3 He e AFes
eUZF Sz /T AEE 127, WAT,
HEE 5 A8 F UAES § Ho| FFHE olF
I s
fAEZe A EESEM HE 2 gl ol
o] Rt LiEtko]l ¢4311L, Al
HEMS Ege Bt 1279 £ 2
S5E fARe B Feldt of Ful ol
7bed BRE BER AH8se A7 $718

3 U

II. Bovine Somatotropin(bST)O| H|RZ=2I

71E9| L] SEIHAN D|X|= Hat



bSTE HIH-F2 35 & A 3H FFi9
A 2ul o} o] &2 Aol g2 syt dojvtn /-5
g5 A9 FA=RZA Q] thALe] FFo] A3t
Ak bSTel &8 insulin®] 242 antagonism
o|2tEA, insulinoll W& MK VT W3t
Yoy} somatomedin®] WEE AF3AY 51
3] insulin like growth factor—I (IGF—1)¢] 922
ASee F T W EvA L ¥t dojdr.

bST] Insulin®l] & FFL 58T FU4x9
thAbell ¥3lE Fr}. Somatomedin®] #42) HoY
o] 5.5l 9IS T AL F43lt) bSTE 7]
H(2—-3%F) BT o dojue A543 T 27}
Tt AAH R B 49 AR e ol FH 9
FE XA $1 RS F7H T Aol

1. bST| MES5 &

Bauman# Currie(1980)& 44134 vl #712tZ %4
Fae] Euljo) FahA E#A Y 7]%5E homeosta-
sis®} homeorhesis2 A3l Ut

Homeostasis A 2] A2 HH&
2 8te) & A 0] homeorhesist Fo]13 A4
FEi(d @ By Bl R-5)E f-X5h7] Yl 2
g thAtE dojue Wiste] dszew g &
A7} g 0 2 Wl Rolgtn ER. F,
AA ] LA 71 5S FAA 7] s 2o g
Z}-8-& homeostasis® HA}8HH (Hughes 5, 1964)
o] ¥ {2 A A opr|de ZUEL B3
AAA A ¥WSE homeostasisSt T3 A
homeorhesisZtil BEAFE 4= Ut} 99 dFolA
Bauman® Currie(1980)% Z Ao A bST7H
homeorhetic hormone®] 9 &-& & AHolel= 7154
S F333 £ B4 bSTE FAISHA thAke) A
.8 212 3} (Bauman 5, 1980)2 §+t}. Bauman
(1992) 2 F1o At Zo] bST] A elds 71%5S
Lot

2. 02 58t S=220|| 0|X|:= bST| Het

bSTE FoslH MEZZ & T2 ¥
U &5 9%g F1 53] FAxH ¥4
o] gof J3-g Fr}. A E EHLSTE A3 A
= bSTE AHE3A & AR adrenaline
(epinephrine) & FAME W 7o) X ¢ g
NEFAY F=7} F713th o U7tA e AMEE &

o Io %

= 849 F%t} body tissue’} Insulin (Hart &,
1983)3} somatomedin®]} Insulin-like growth fac-
tors IGF-1# GF-II(Davis 5)9 91740 Ad 3o
2 Jg%g ok

bSTE FoF dFA i3t = bSTY &
29 Insulin® S bST T &3 w2ty
7}V8} 4 A % prolactin, triodothyronine 2 thyroxine
9] kol & ¥ 37t 91 THDe Boer 7, 1991). &
bSTE ui g F3lo)] = Z5¢ FAEAL ® &
Z Insulin-like growth factor (IGF-1)2] ¥3ke] bST
9] Eojgo] u# st F71EAHDe Boer 5,
1991).

(1) Insulin

bST+ anti-Insulin 77} vt FtH(Bauman
5. 1986). °JAL UFo b AAEx F33)
% tH Basset 5, 1966 ; Wallace 5, 1966). o]&j g
#Fo] Qg% EF3L anti-Insulin FFL
pbST (pituitary derived bST) &} Al ZARF Yo+e
A egoz Q3 T2 4R gz Ql
A A7l Aol FA= k. AAZ bSTH
bSTE Az A9 oA Insulin®] F=&
ZA4% At o" AL Insulind Fxo ¥WEl7}
A 2 (Eppard 5, 1985;Oldenboek %, 1989;
Peel 5, 1987 ; Peel &, 1982 ; Peel &, 198 ; Pocius
%, 1986 : Soderholm &, 1988), o] 2 Insulin
9] Fxd W37} Ao dFE9 A4 Insulin
o} gaole FAglol 7o AFL Frhet
At bST ¥4+ Insulin®] 39 &) 7to =z
Eo7t= g Z7MAAA Insulin® 527 E718
Al WEtH Leenanuruksa, 1988). Leenanuruksa
(1988) & bSTH 2l £ Insulin® @5 =9 £}
%= B3 glucoseE A 3ste vl &o] 433 &
Eat-ins - k) 3 R '

bSTS A7} Insuling AW FAHE F|A| A
blood glucose® A sl AEE FAAINTGE A
AR AR % Ytk 27 o] AME 2 B T2z
Z o] Insulin®] EZA|AEE 3pH o]z g bSTH
e $HE U B8P T8V IYES
Aopsle 79 A A J¥4LE FF3H
3t A#E 714 & (Bines, 1982; Hart 5,
1983).

(2) Somatomedins
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¥ 1. Effect of bST on Specific Tissues and Physiological Processes in Lactating Cows"’

Tissue

Process affected during first few days and weeks of treatment

Mammary

Liver

t
t
t
|
i
t
i
Adipose

Muscle
Pancreas NC

Kidney?
Intestine®

Synthesis of milk with normal composition
Uptake of all nutrients used for milk synthesis
Activity per secretory cell

Loss of secretory cells (i.e.,, enhanced persistency)
Blood flov consistent with increase in milk yield
Basal rates of gluconeogenesis

Ability of insulin to inhibit gluconeogenesis

Glucagon effects on gluconeogenesis, glycogenolysis, or both

Basal lipogenesis if in positive energy balance

Basal lipolysis if in negative energy balance

Ability of insulin to stimulate lipogenesis

Ability of insulin to inhibit lipolysis

Ability of catecholamines to stimulate lipolysis

Uptake of glucose

Basal of glucose-stimulated secretion of insulin

Basal, insulin, or glucose-stimulated secretion of glucagon
Production of 1,25 vitamin Ds

Absorption of Ca, P, and other minerals required for milk
Ability of 1,25 vitamin Dj; to stimulate Ca-binding protein

Cabinding protein

Whole body Oxidation of glucose

NC Insulin and glucagon clearance rates
NC Energy expenditure for maintenance

NEFA oxidation if in negative energy balance

t  Energy expenditure consistent with increase in milk yield (i.e., heat per unit of milk not changed)

t  Cardiac output consistent with increases in milk yield

t  Productive efficiency (milk per unit of energy of intake)

'From Bauman et al. (9). Changes ( t =increased, } =decreased, NC=no change) that occur in initial period of bST sup-
plementation when metabolic adjustments occur to match the increased use of nutrients for milk synthesis. With longer treatment,

voluntary intake increases to match nutrient requirements.

Demonstrated in nonlactating animals and consistent with observed performance in lactating cows.

Joumal of Dairy Science Vol. 75, No. 12, 1992

29 AFEL bSTE somatomedin®] W IGF-I

= IGFI =& £ % IGFId) o8 FHEn
£ 70 AA o A =5 drh(Daughaday,
1976 ; Pell 5, 1988). Peel 5(1985)& Z4°llA
pbSTE FA}8H2 galactopoieticE ™ W&o IGF
o] Fx7t 718 Aol 7Ha g A7l

Davis 5-(1988)-2 bST9] galactopoietic¥ & o=
IGF-L, IGF-II 7} wi/N & Rolgtn 4. 14
t] bST7} Bl Kol BA 8= 35 JepliA e
ol IGF7} #3218 {240l IGF receptor’}
2lojel g}, Davis $(1988)2 bovine 41 Z 3ol
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IGF-I, IGF-119} receptor?} 1tk =43t} Col-
lier 5(1989)% &4z 2 ol IGF9) receptor7} Atk
3 AJALG vt gl

Plasma®] IGF& ¥ #¢] carrier protein¥ 2
st bSTE A8t IGF-19) carrier protein]
half life7} Z71s)€ 42 o] itk @H(Davis 5,
1988). IGFBP(IGF Binding Protein)®] 7153 ¢l
dge Fgs] 7HERA . IGFY] €82 5
7M7) 2 o19le] g ZAqA IGFY A% =3
71o] Q7] W&o gutRo 2 IGFE ARshe
9ghe e Aoz deATHSchmid 5, 1984).



IGFBP7} 71t e 24 IGF 9] A2 o) autocrine

£ & paracrine® 5% g 4olA 715AY 9
§° FRetAN A xzZ o EHE FAAITIA
st 1A 259 85E FHF Lz YRl
gH& o] 439 (Clemmons 5, 1986 ; De
Vroede %, 1986 ; Tyrell &, 1986).

o] 4759 A3E By olvlk bSTE Y
W e@F vy 2 712 AsiA &3 IGF]
o) AAikg &8 i o] IGF-I& bST®] galac-
topoietic¥t £ A& F7R8HA FohiL A elsl= o)
g3 A A 2o McDowell, 1989) 3 3},
IGF9] receptorel & A= IGFI#% A2 v
A2 AsugsiA He Aoz Role Hox
E 9139 receptor7t $171 W Fol| o}F E-3peic)
o4=9] Z2AEL IGF receptor®t IGF-II receptor
& 2% 72t3 9tH(Rechler, 1988). IGF-I receptor
< IGF-1IE $4s1A == IGF1& $131A 159
A E-g 223 WA Insuline IGFII7} B2 7
£ A3 82 Bl R 9] type IGF receptord]
EAolt}. typel IGF receptore ©A| IGF-II 3}3L
Tt Ao 1813 IGF13 Insulin 3 Ayt
43t#] gt Breier 5, 1989). type-l IGF recep-
tor:= Insulin receptor®} B-& F-3-0] 48519 type-
-IT IGF receptor mannose-6-phostphate receptor®} =
>99% o144 4423} (Rechler, 1988). typell IGF
receptor®] O A g 715 2 S A A sk
0§29 249 FAME 250 = IGF typelld]
receptor®t uF7FA] & IGF type-Il receptor= Y&
A2 4F A H Breier 5, 1989). A HH A<
immunoflurescent®] 71&€2 bSTE A A9
FAZFAA IGF19 EAE B2, IGF1&
AHARI 2o M Gl o}F HL go] = A
7R A FAZR Y FAA X cytoplasm
oA &Fo] FAHAD. 28H bSTE FAS
HEqAXNE NERS FAME & B B <
ol B A glt}. bST A2l sta Alzke] Aol uletr
IGF-1¢] #ulioll ¥st7} Yo' ¥ hormoned] ¥%
o] =9 ol F7Mth IGFIL A4 %
ZA oA Z A 57& Jeh = v]3) bSTE
2R gen 2o fAxYY FyA e
bSTH receptor”} $1.2 ¥ (Akers, 1985 ; Gertler 5,
1984) ¥y IGF-I2 receptor® Z1 Ut}

(Campbell 5, 1986).

o8 A71ES T IGF-12 bSTY Hl-§ &
HE A% T7AHA F/HA F, receptore] TS
dohe AL ¢+ AUtk 53] bSTE <AsiA A4
He Hf 857 9 SR(Somatotropic
receptor)9] &7}, IGF-, IGF-II® &7} 28
IGFBP9] ZF7}ol 934 o]Fo)RA & AHolgn
(Breier 5, 1989) A@3l71x gt} T §427 9
oA Eol v A= IGF-19 mitogenicd &t
F3% JTHGlm 5, 1988). ©)RTH= bSTH &) 3
2ol A dojuts AR Tt AL A 93
& FOAY FAZZ o2 52 & blood flowdl &
Fg FolA PSS wdoE A AYHe
o) o §3altHGlim 5, 1988 ; Prosser &, 1988)
F4 3171 % 3}, Juskevich $(1992)-& Q171o)
H &7 dNASH bST A2 FA 249 ¢
Y IGF 1559 2AXNE 7|22 E w) YEEA
=
X

i

I

>

A A= +FY IGFIE §45HA g=
At =3 Me Guive 5 (1992)& IGF <)
GHell W3t ¥k-g-2 7]’ "34*1]74]01]"1 AYdHoe

fIofo do

4.L

3. bST2} FAILY &Fat
bST Fol= W35 &Y 4220 Ao 55
< F7HNZH fAxH oz Eado] o] 324
HH A BrEE T2 A& QA A
A1) B8] 59 Tk A3uEE S/MIIY 9%
9 F5< 7714 Bk Davis 5(1988)0]
JerseyE9] Aol A bSTE HEjafjrs g st A72
#HE B 4G B2 #u)Fo] B3 46,219
A 50.8L% F7}, 4.6L/mind 47 EH|Bo| &
7}‘2}10‘4 o|F A¢| 50%%te] fike] o] 58
F7MIN 71 F7HE Ve R] o} A EE9] B E
e Ags 277 A% dLge fx 3
o) 2o0|AY Z&3 28 bSTe 91743 Az}
AzxHog tn FHY AR A EuHof
A fe g Fol B Eul &9 ool webr gk
o] uj7}t o] Fo] A B2 o] AL w9 F 83} o
g Ag BEe BulE F12 Qs Y9 B
g0l F7 228 sl o3 A Y WA A7)
c dHozRH fYe Y B2 4L T+ Y

e rlo m

¢

o
L

W 1o
2 e

N

Ir o
o

281



€ 7131& 24 F& AoltH(Davis , 1985). bST
¢] 322 3 MBF(mammary blood flow)7} 2
7hem o] @4L S HEAS AT dFEY B
& 4A e Tyrell 5, 1988)1 12 AEE
F43%} bSTE A& HEFEENAME UR
9] 4% MBF7} 275 & o] AL 3§39 &
7ti et F7H&o] o & AL 2 YeltH(Eismann
5, 1989 ; Frok %, 1983 ; Gertler 5, 1984 ; Gertler
5, 1979 ; McCutcheon®} Bauman, 1986).

#29) =94 Davis 5(1988)2 bSTE A&
3 Al f49 89 389 F7k= a2 AT
SB2E RFE F/MIE Aol He= R 2R
A Az e dde] 3oz tAEF
HIIA AN A3E S7H91e A 2de A

& B3tk bST A2 N 550] ZrlH e
AL IGFIHEY Aolgte E Y& /s 48L 3

munofluorescent®] 71& 2 #2&§ A3} bSTE A2
E AlFE7) AFo BARS EEE e gi
IGF-I0] =8l A= F934 stromadll It
Foltt, 1eli At APHEe ¢ immunof-
luorescent®] F=7 A3 J A A IGF-10] 715
I AZEES YL 23] P 5EL F
7Rtk Aol o] A o] AMdelglH bSTE F
AR Rl w8314 =& IGF-1o} #4238 £
ST MEZF ) A 3 5L VeI E BEY L
HAEAY. A9 s Fo] FUeHA He B3 &
A3 #¥HA FArh 1YY Pz z=2E
Ao Z7h= FHAZRA F7 YRS HE
£ 3t =Hol 59 F4& EE3HA A &
F& F7HZIGE Aotk

bSTE A3 f4 4] S5 Wil A
AX 79 AL Fgol HAFhe] 9L v
Aold o] ojulx o] A4 E H4 AETLE A
A He 297128 Y A(Nelsen, 1988)¢]2t= s
= o oE3 AFAEL ¥ E TFHF =
bSTHETE] & F-EF9 shvhe 749 #4548 S
Z7MA Rt Aojtl. MBFol A ¢l 39} 414}
Ao Z7td Bl o8 f §AHTE L o &
37) 4Agrh B bSTS T+ dole] 58
& %20%(hind limb) & F7H1A 28 Z71
e Fo-o] YA HMcDowell &, 1987).

g
TH
L}__O

i
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4. bST2t /M xZlo| ME

EYRE FEES B4 Y= bSTL 2377}
AFEE od FEAAE fFAZF o] weay)
B 42 Q) Aol thForsyth, 1986). S5 S0}
oA bSTE LAAE BE 1437 B¢ FAR &
I FAAEZ ) HFL AFeHE AES A
3(Sejrsen &, 1986), §49) A% & 277} 7}
YA EA e Y& e we 439 =
S ARFez A4 4 e 2242 bST
2 38+ 2L Rolge AFSe] Yok wa
Agshe M5 R0 WA Alrs 4Hsd )
A bSTE) S=7} olF HojX fX9] 44go
ZaEA Hed o2 A4S B ) 288 A
719 bSTE Astd 12 4 Ucka s}

. Bovine SomatotropinO| HIEEE0]|
0|X|= A2|8X ol Hkut g oHTHALO|
0|X|= A&

1. X[gf CHA}

bSTE 4318 Awte] 2 & ZFAaA 73 A
Ato] AEElE g oA "o, agEaN AW
9] 3L FAAEA7IL A B E =94 glu-
coset} obn| = Atd} e JFi g HFE F A
gt Aofd ddAhe 79 Aol 243
"ot bSTFA71 AehAbel vlX & 9% 4
9] g gefol upelA cr=o). bSTE Helshd 2
A9 AUy NEFA ¥=7} $71ttHHart 5,
1984, 1985 ; Eisemann 5, 1986a).

B 4ol QlojA NEFAS =7} S718H0Hd ol &=
A &o] AW gt o 23] dojdt
€ A& Yehl= Aolti(Bauman, 1976). 23y
A 9] oA 7 (positive energy balance)oll =
B0 S @7 L& AU AR B 27
9F Fetll= NEFA w57 2718H4] ¢edln
ZcH( Peters, 1986 ; Peel® Bauman, 1987 ; Sechen
5, 1989). 4ol A bSTE FA #EAH 2+
NEFAF =9 ZEEWNI Z771 AL, i
M= plasma NEFA7} Z7}stdthe Bzt ik
(Krofield, 1965). thi-#9] Wi3gEo] g A7
M e bSTE A std NEFAY F=7} 57}
At



bSTe] A2 & A7 EslE e AL Aeg
TEE] eneregy THE Z37) 3 A=
Al 53] ezt G g ¥ &= Aol 28 &
#& &< 4 Athn FcH(Peel®} Bauman, 1987;
Schen &, 1989). 7 5(1991)& =9} v) w5}
M bSTRATFNA 12%, AL FAXE 11%
9] NEFA ¥=7t 5718 A& dobdlth Energy
e 7F YR 8§32 2 A (Bauman 5, 1988)
energyZt A3 & ¥{F3F< TRl vt (McDowell
T, 1988) AL TR ¢ B AFEA o}
2) 9] 7 $-(Eissemann 5, 1986)9 pbSTE %} &)3}
W NEFA9] 4tslg0] 2719t}

2. AEH

Ay AEAN N bSTY FFE A7) A3
A 2%l Y A AEA Y FEFHE 24

Jed AFFAd Boes A FoAd A=A
(acetoacetate+3—~OH—butyrate) ¢ ¥ %7} E}th
(Baseet 5, 1966). Kronfield(1965)% pbSTE A 2]
3l & Aol A acetone-acetoacetat®] MEZF =7}
%713t B Aol ketosisS] 28 7} energyZ B AHEl
AN NEFAS] A3zt Z713cta o), whea]
Aol 28X YA F 22 AT ENA
A€ Mol dae 359 F718 ¢
At

3. Acetate

McDowell 50 AAg Z Aol Alo] #aol o3}
H Holx ojd Ao A+ blood borne acetate?}
SRl F= pbSTol 2siA e wedn
ok 22jy pbSTY M2 acetate] HF M4E
W 5rEe 9 A gkt Ak A8 o
& A7 pbSTE M3 A F miFZ 2] acetate”}
Zaha Ak Jois, 1986). pbSTE FAHS v &
T 4 B4E mHFEF acetated] =7} 2
319 Fleets, 1988).

4. Lipoprotein
B 4ol bSTE A A5 Iﬂlm'er tnglycende-4
W37 gled (Soderholm®, 198) %9 7

dl= pbSTE FALSI= Foll FiMsE tn'glycen'des
alterial =7} ZHA = AtH{McDowll 5, 1988). M

#%% lipoprotein® ¥-731A 2 chylomicronE ¥

83} A very low density lipoprotein(VLDL)9] F%
£ Bo| 743 wkd low density lipoprotein(LDL)
L EES HF 3/ o) AR AETAF
°V] A= FAH A5, FolA bSTE FAH 2
Fo| A= VLDL Y FollA e &Ade] 443819t

5. Glucose

Basset¥ Wallace(1966)+= X}"n‘ 2 g 3t 1%
2Fef 7} ;3 st ol Al ovine bSTE FAMFAA
4% glucose”t F718te A& #E}AL AT
A& st Aei7F @ 453 FEA bSTE FAF
3t [M#F glucosed d&o] NS ?——f"]"i&‘;}

7904 B9 ) 5829 A2 7= M glucose
9] 35S JeEhi I 312 negative energy 7t 3 oll

A= Aol = ¢l 9ol thBauman 3, 1988). ©]
o} BA sty & A A AAHshe Hereford 23
% 9] 7 9= pbSTY FALZ fM# glucose”} 718}
Qo 2432 Friesian 249 4$-&
29t} Bines 5, 1979). ©]) 799 -'f—prT—*
FAEE B9 A9 2 g8 i) sk
gon a3y Qi) deid Hereford‘)ﬂ A Roe
Friesiano| Al 92 B B2 23] F7H3ch

M#E glucose® A5 H -9 AR 15899
73-%-l lactose & 4 317) A g 7T F71H
aebx] ghg-o] @Eg ol Bzt o) 7} ol A
2tk 7 5(1991)2 bSTHEE sl A vd o
TN X 13% 9] Glucose] 5712 A gy,

bST9] anti-Insulin effectoll &g A+ o)&ld
(Hart, 1983 ; Hart9} Blake %, 1984 ; Hart9} Chad-
wick 5, 1984) glucose®] clearence”} Z &= A th
oleigt A o] A ELE bST Al =4 F 9] anti-In-
sulin®] AH7F 2@ EA) wio] ol bST
molecule®] &5 WFol2te g YR =8 A
= A thH(Hart 9+ Chadwick &, 1984). bSTE 13 9]
Insulin-antagonizing activity®ll |4 g do =
glucose® M#EF = dFE FAY glu
coneogenesisg A A AHHow HF&
& Aol #kat 3cH( McDowell, 1983). & 29 prT
2 @A FABIAA pbSTY glucogenicd &%
£ Bolv A7 dU=H o] A7 A pbSTH =
7139l propinate 2 F-E] A48 glucose?} 7}
k. bST2 glucogenic effectE Foll Al 2A3F A
7} glucosed] hepatic production tbSTE FALE

P
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604 <t A= 1. 4mmol / min®lA 3mmol / min7}t
A Z71%F A2} bassal value”} 49 A 5h7t 27t
A glucose production®] ZAgvz o
(Leenanuruksa, 1988). Z& 7ol A Insulin sta-
bilized diabeticd N Al alloxan-induced & & 4
T, glucose clearence] H3}gl0] glucose A4+
Z71E Ak glucosed irreversible losses7t
negative energy T34 74 ¥I-f HiL7] AFo =
Z7Fa.2. 4 vl F7]el A1t S8 8 metabolizable
energys 3 Q7T DFof ARSI FelA
(McDowell 5, 1987} &2 positive energy @8]
B oM 18R] &SIt negative energy T8 ¢
B9 B9l glucosed] 4317l ZHA3tH o
(Bauman %, 1988) S.7-%dl WA 283 AR E
el &) A gl 4w Wi x gl tH McDowell
2=, 1987). bSTY & 829 lactose content
= g7t glo] Afo] 25w 718 7}

L&t A9 glucose®] &7 Fo] EoluHA
2 Bauman 5, 1986).

o] glucosed] F&9 F7te AR Yoz
dojdt}l, A= ST7F TEZH (4 ; adipose)ll
A9 glucose®] &4-F %okl whole body glucose
7} CO2 Atstale A& AN /5 34
3= glucoseE AL ; A& ST 384
H &S F7HRI7IE2 A28 $AS B3 A4 2
2 glucose®] FF°| 5718H Bauman 5, 1988).
Al eto 2 ALg o] JF 7L sl BRAY AT E
Aol FFo] EolFogA o]Fo]zth(Bauman
5, 1985). 75 #A3EE glucosed] FFS F
7V =l olel gt 280l Ante B 58 4
gol wetA debx| A dr

6. Urea®t Amino acid

bSTE A7 3lH NEFAY 4t3l71 27138131 ami-
no acid® A+3}7} 74 3}H Eisemann®} Bauman
=, 1986), A4S AFAF|I= bST 59 24
9] 78& Z7H7]1 1 - A aminodte] AFHE
ZI7AAA dolve 4oz w3Ant bST
WEEgoae) Ai tiAte] e AT A A
%21 ool Al ovine bSTE FA5H L &, A49)
%37 0] 2713 A(Davis F, 1969; Mans &, 1965;
Struempler 5, 1959)& ¥3 Wom A& ol A
T 2e A3E den ofd FopA YA pbSTE
284

A2 g & #2 § Ao Az v =3 AFE A
AR FotA o) bSTE MEle 5 A4 4
o] F7tea FAlol Rep FA¢] wido] ZFAHI
ureadd] M#FFE9 a-amino 49 FH o] ZHA
%} Eisemann® Bauman &, 1989 ; Eisemann
7} Tyrell 5, 1986). 373% < &olA pbSTE &
3hd A7l a-amino 249 Z4+E leucined] 4t
& #ZAA 7|2 EXA e Gl F o] A4S T
7Z1tHEisemann¥ Hamond %, 1986 ; Eisemann %,
1989). 2709 AF Ao A H]{-F A WHFF 5
A [f1#E urea®}t amino acidoll & bSTS &892 7
FH B8 Z ol bSTY FAZ 249 £F 7
el F o] Aol FkE At HIf Huvldl de
AF urae® [i#E Fx o) pbST7} ol 5 4FE F
] o gt 22 A 7} v F F710) = ureal) M
#sErt Zas Ui McDowell 5, 1987). 15
7t&o] Hlf Ha7]o) S7H T uread] FAE-L H]
fr 371 e dadte ¢S HGoh o213 urea
o) M55 M3} imeversible losses7t A 71& A
2 2227} energy@ ¥ ©] positived Hlf F7] &
W] o] 72 vjo} HAEHOZ energy 29
ZZejol A =HE BlRFH 2719 glucogenic subs-
trates24] amino acids ©]8-3t= 5 st &S
FA7] WEY Aol pbST A F FaeA
energy$}t A2 7ol 714 o (Bauman 5, 1980)
9} enegyot AAae] T&o] %t & W (Sechen
5,1989) F-29 44L& #3814 amino acid®] A&
o] Z7tslv AL st

h 2o APl A pbSTY bSTE A2t
iAol Aitego]l Fr13itt (Bauman 5, 1986;
Jhonson¥} Hart, 1986 ; Peel® Baumen, 1987). Hl
52 ¢F ATl A pbSTE] * 2] F arginine®]
FTE7 ZAHU A phSTY A7t 2dsd 2ot
2] amino acid®] FHUel MmiFs=rlt F7}H=
A tH(Fleet &, 1988).

Bl FEQ B A (McDowell 5, 1984)%F &%
(Jois, 1986), 2= (Mepham &, 1984)] pbSTS
FASIA v AT E Ped 2 free ami-
no acid®] M#Ee) FE& FA3A Edoh. 18
B 2ol A9} kol Al pbST(Jois, 1986 ; McDowell
5, 1984) & FALRF 79 aminoAt#} small moleular
weight peptides®] FH ] Fxo 83 ¥Wsl7} 2
Ak bSTAHE = A4 F2 9] 3719} uread] M



Bexd 442Z 9224 amino acid -89
W3S FolA dulze] §A48 A= A

7. 8l LHe| bSTS} IGF-I2] S

A 5(1991)& A9 bSTS IGFI9] 5=
bSTFof oajA B% FrslE e a2 371 &
2 A} bST Fxol ¢ 4ul, A IGFI v &
o ok 2ui A et Mgk o] Aol IGF-1¢]
FEE U xPo ulsiA 62% (Y FAT)67%
(AEEF)7 F7Ho bSTAHE = AU
IGF1¢9] =] & 43-& vk (McBride %,
1988 : Burton® Mcbride, 1989 ;West 5, 1991:
Burton %5, 1991). IGF-I-& bSTA 213 2 4x¢] F48
A R 283 9EE e AS ¢ F UTh
bSTH Z49 ¢ IGFI8 727 3712 A
E ole <zt BRoA dAsEE A4EA A
A He o &3ctn 8t 2™ (JuskevichE,
1992) AZtoll Al A7de AES A sA F=oh
3 B3 3t tH Stelwagen’s, 1992).

0

0

8. Featio| Buljet &0l 0|X|= bST

R 4ol bSTE A 2] 81H QY49 Fujjo] W3
Yo AN i 9] FFE VA evha F3 s}
TEol Weol Ath vl SAE = AfH7 YA
Aol &) #A & A8 2 (Bines, 1979) % A}
hormon®] Mi#%% = 9} metabolites®t #A] (Hart %,
1979 ; Hart®} Bines 5, 1978) 73l A 50l
Utk pbSTE @717t FARBIAA d& A74w
AEAAHE F71EIA] oWAME AHEFo] Fo)
Fhe A2 Hol = A Foll = bST7F A g2 o]
U ZE240 UE JFES AHEEAN 2T
(mammary gland)oll F¥29) 35 F7HA71=
Hsts Fov AHEE $£3ke Aot (Jhonsondt
Hart , 1986). Bl-f32l D49} dofoll M 8 HE
29 & Ao 85 A7 A2+ pbSTH A &
2 NEFA9] 437} 57132 glucosed 4437} 7
&3AY ¥/t glka ok A ol AT
A= bST7F G ¥4 8 & WshA i de 44
£ O FA3HA g

bSTA 2ol ¥Eg-3tedA] AbA]o A AMIEE gla-
cose® At FAd A A3 3= NEFAE 271

i 0Q

0l
fr
off &

s tH McDowell &, 1987). A2 2o A9
7}el NEFAS Av| e S7Hd F7he] At
NEFAZHH FZ2HJLAE &3t A%
2o 2 Z71817) jalA Bad drth IR B
pbSTE HI S5l oA Ad. FA=2HAA
NEFA9] 2tsh= Z718ta #4249 glucosed
Ase g xR gt McDowell 5, 1988).
o] A7} phSTO Ao 2 NEFAS 437} 57
93 o)A AHA O R glucoseZ} Atstehe A&
A oF5}e] A lactose®] B & FIHIES Stk A
olt}. Bauman T% ®¥£% 225 WHY
(Bauman, 1988). ¥l-5¢1 ¥z i AH s}
oA} pbSTY] Jaro = fAdA e s8] AT
AL oyt o] AT ARE 8= bSTY Y&
O 2 acetateF-E AR A e Aol AT
o A 5HA B McDowell, 1989). bSTS) FAt
2 NEFAY m#sse Z7hstd ey VLDL2 of
Us 9d8E 55 Ao AAY 57 % 3tk
o] RE A7E FHSIEA bSTY dFZ
o]l NEFA9) uptake”} Z7H3 e A8 & 7hsst
A sty NEFAQ] Atsle] 712 0¥ glucosed
243le] Mok 2 acetate 2 FE Q] AEA F
A 7129 7154 (Fleet %, 1986 ; Fleet$} Hart 5,
1988)% VLDLS T8 F57t A4 5 e 7t
=2 w2l (McDowell %, 1985) milk triglycrides
9] A4S 984 NEFAS 8732 238 F7}
gteh bSTO 30 2 glucose?] At F7hstaL
(Pocius$t Herbein, 1986) VLDLS] 4L T4
B oH(Niumsup, 1988 ; Niumsup$t McDowell &,
1985). A& bST+ FAFHE FEEHA ZFHA
o YE F%ALE Bujsty FEH=E e A
ot}
R AFS A Ful A Eo] F1e
WEEEd bSTY X2 FAH e &
27149 Ao 8-& Yol A free amino acid9]
718 Aoz A 4 9 tHJhonson 5,
1986). pbST¢] %3k 2 peptide amino acid®] A2
A9l uptake’t ¥ 3 7F 2¢h(Jois, 1986 ; Joish
McDowell5-, 1984). ©]¥] ¥lgh= bSTS| 922
A71e A S 9184 amino acid®] &7
Zro] Zr}sly) wiolgte Aotk Holx @7t
o] A¥9) AT A BE bSTY A7} 79 &
AL A% 2o g9 MY FFH &
285

lo 10 ofy

© O £

o o
ofN



$ol W3k 7R LT o2l @ Ful thAkel Wt
= Pl Y BT 22 B MEEE oA
Ae] Wt Fukahl "k 3713 AlE A
29 A7 F7H5H3 o)o] mak A e
A BE 748 Gepol AME 239 27U
o) Wad JFRe 27FES FEA7A Ak

V. Bovine Somatotrpin@| X2|7} F4-2]
AYAA skAMO)| OJR|= HE

1. S5 A

A3 AEGoA F28A pbST(pitutary de-
rived bovine somatotropin)t rbST(recombinant
derived bovine somatotropin) & ©713H2—12%Y)
2 A7 uHEA 240 Fo 3AS | 10—
0% A3 St A E Aoz dEA
21t (Annextard 5, 1987 ; Baird 5, 1986;
Bauman, 1987 ; Bauman ¥, 1985; Chalupa$}
Galligan, 1988, 1989; ElvingerS, 1988;glukman
%, 1987 : McBride 5, 1988 ; Peel#} Bauman 1987 ;
Soderholm%, 1988) & Bauman 52 37|zt &
A B4 52 oY 13.5—40.5mg2] rbSTE S 3
A3 H4 4% 2 FCM(Fat-Corrected Milk)©] 23—
40%% 7} gk Ao

Elvinger 5& 365%<¢ 5% 0, 5.5, 10.3 &
20. 6mg2] tbSTE F g 27 20.6mge] T ]l
FCM AAte] 744 & 578 UL bSTH
Aol vlx]e g 1hSTS £ vl el
Aok 2 258 L B4 2EHJ2E A A
7171 9181 A A3 1bST(sustained-release tbST)
£ 14Y 1A 2.2 500mg S FAFSII A 11.4% 9]
g F7HA12 H Bauman 5 1989).

Ayolvt o Fej 2 Aol A FVIZE Eulsle
A (hbSTE gurd oz vjd FAeE AR
FA A wkgo] BojA v vl A H 3o Z&FALSHE
uely gdoldo g A ST & FYstes ¥y 1
dqE 5§ AAatdl 2ozt gk McCutcheon®
Bauman, 1986). DeBoer9} Kennelly(1989a)= @9
A o] 16% 20 AL E F9g Ao bSTE
X 3hA 2HFol 18% %5 7Hst Atk R o™ Bau-
man(1989)2 bSTE AW 3 o2 FAA Aol 1
A 2—4kg Z7FIA T Bt o]d A#z
B o AR T4 B3 oo ufet

286

A o]=A & zto]7t e Folth

HaA 59 AFAME FHFe dd FoA477)
2.25kg / day(10%) &7}, X337+ 5.02kg / day
(23%)Z713kdc). 3(1991) 59 AFE AT
(270) 9] T3 A3} 27 vl3) bSTS T+
AHEFE 10.2—-15.8% F7MA L 4% FCMES
16.8—18.5% F7H AL AT tbST A gl
g FAGL dz2TFo v Frksd ey 7lg
& bSTAH 2 F4e Aol 7F AT

919l AFA F F(1991) bST Fojol upe
A% 4FF(DOMD# A8 43 T2 4% FCM(4%
FCM/DMD)dll= o} 5 & 3-8 vA A Fuev
ol thSTH ool W& H] -/ (galactopoiesis) &
}7F FAZRANE Y9 ¢3FS FUAIL
{Davis and Collier, 1985 ; Fleet 5, 1986 ; Davis 5,
1988) frAAtell Yo 3 A ¥4 EEHA R
v 28 2 FAA Y £&4S FH(McDowell,
1991)3}7] & A Zoix sk = 5 A4
o] Z7} Zo] 9o AL urt YA Bid o]f
£ EivEte] 979 AddE RS AE 2
Alg el Fog A% FAFH G2 AW EH
o] £ o] &4 A3 ) Fol| TY3I hSTY 30l
A FARAEAG kg0l Y& Aoz AEvtn A3
3t

Kirchgessner 5(1989)¢] #7|zte] AgdA
bST Fof 152 Fof| 7HF 4 %ol A& siA 574
32 o 35 ol v} e FFELE Eo}
sttt gich,

Chalupa 5(1989)2 bST9] A4 g X+ &
o] 3t =] o F Fe, B F 28LANA 3H
dof| A1z, 26697 i buffered salined 2o}
AVatAY 5.1, 10.3, 20.6, & 41.2mg/ d bSTE
buffered saline$toll A WolA AHzlsled HAFL 3}
Aok stk 22X 10.3, 20.6, 41.9mg / d
bST 42 % 3.5% FCMe| &5 3.8, 5.0, 5.7kg
/47t B F7kstd ke Al Etanh

2. Z} CHHlE rbSTRO{0f| 2 kel st

Z} v @A fe] W= vf F719 ST
ol A7} HF 14.7%2A vl 271U v¥F $7)
o] z+z} 6.2%, 11.6% Rt 5339 F F,
1991). E3] ] MAZE 120973 K& bST A&+
9 19 AfrFo] 2ol Hls) E 2o HolE



2.8 YHetgth o]R& hSTE Fosid Hu g
"6]: E9 ¥ 7% #4288 2999 (Mikeh Kelly,
1989)= 19 22 9nlg ZEt

3. 230 Au)

% 501991)8) A7 EZJ_,] Afa) vt =
o bSTS} Z 77} Avhes AL 7] 98 A R 4
Aol F& 99 Yo A9 aAE 24}, 77}
7ol vl A 21.9% 9] M-S A oA
S AR Y7L FAR A} v a T w) 2o A}
FBEY7t FEFE bST 77 A Yedoxn
st °“‘—']7(]E 5311 QY= A2 9k okl 9
ZFALEE F9Y W ST &37F 24 Vebdd
(Tessman Schnelder, 1990). 23 & A 9] A}k
7t RS Bavt 2EY A B0 HaFdN D
ohE ERo A bSTell thdt ¥H-g-0] B33}7] of
Fol A Hoz sttt ¥ 184 tH Bauman,
1992).

4 2=

Jhonson 5(1991)2 ©]2 #7 (during summer
farm and Hot labaratory condition)®l =% A]71 &
&0l bSTE AHeldte @7)2k 2AF #33 A 3 A
ol FoH oz AaeA g AfEe Z71HA
A AEHFHFo) vty nugch ® Sz
of Wgte Y {39 ggo] F712m heat
stressE W2 AT YlR2TF A5 v A
EFZAFFS FZ Yo gk & 257bST
o &3 Aol ol JFL XA Yl

VI. Bovine Somatotrop'n% Foist Haot
@Al@l' °°°| Trg-.': = =A -‘—} l"c':'o'”
O|X|= Q&

HINA LEE =E 5 23t bST] HEle
T AR S E2 2 98 74 g

I &AL H(Barbano 5, 1989 ; chalupa %,
1989 ; McBride 5, 1988 ; Peel 5, 1987).

2] 78 (positive energy balance)o] E-& 4
ol Sl 240 AE fAW B A, f3%
Foll FHHA 9FE v|NR Yevha g} bST
€ M3¥ o2 7132 (sustained-release system)
st At fEHA FaFoll cyclic effect7} Ve

vt bSTE ¥l 3 longchain A'¥ite] &
F7HI71L g 2e AMEFE F7AS 9
Aoz dhld Ao e Xz HitFd e U
® JgE FA gevha sk SR vvE g
a0 o, W3 pHE, 79 % Sz g
FA Fevdn g3 A Atk ¢/ R=2E FE 4
© 7 Aot d A A (heat stability)oll
FFE A &=k Van den Berg 5(1989)&
49 bSTY] F2 E’.E-fl Ao A Ao R
2& FE ool A IGFY AFo| A3 A7+
o ok Zojet Bl Pt S-Fudl EA3t
£ 1bSTY 9%+ E T34 (Pasteurization) ) &} 3
A 33 5 7] v ol (bST A= 2 944 ¢
F2 2 dFE XA et Rt
{Juskevich, 1990).

tlo Ho

o i 32

do

(=)
1. PRYE

D7 AR F8 o] Y el (negative energy
balance) 7} 5= A& #317] S8l A T2 %S
F e bSTE A2 stAY 52 H sl

AN FES 522 S FAH AL W3}
2 Fo A LHFEFo] FUHsth Tl JFL F
o] 948X E3td +F79 AWgFL Frleta
G Aol ke AEA AR ojztxn j
(McBride &, 1988:Rohr &, 1988;Sainoni %,
1988).

Sechen 5(1989)2 bSTS F4 2 +H50 A
o} gae) 3] ZUMHJDL K2 iidEHE da
o &4o] ZrAH, dao AEZF A o]l &
o] ZaH Ut 228 AU (Sechen T, 1989).
Farries(1989) % energy & 7° EAI7F & Ao=2
E@V]‘“ Ao RFAA Aageo] dolA &= A

< 4Agh 2 BE B3 FA9] #ert ol

209 otk
FEAoE $h5e 448, FOULe] A2
A e Aol AAE Sfel A Bl 2aiTh

4% A 0R FAE T FAE w) 2550 2AL
@ sk, FA% FFH HhFe S Foea

I 1 Fd e 9 o g0t v Farries 5,
1988 ; Oldenbroek &, 1989 ; Rohr, 1988 ; Verite 5,
1989).

Famde N 475 3% Fhac



bSTE X3t HF /A Faka aa ga
< 38 A 9FS X gevtn 3t ow
AFENAE v FF7]0 A ghako] w4 & A
%8 Ro)7|& 33 (Bauman 5, 1989 ; Phipps &,
1988 ; Rijpkema 5, 1987 ; Samuel % 1988), U}&
A& (Firkins %, 1989 ; Hard 5, 1983 ; Jenny 5,
1989 ; Lebzien 5 1989 ; McBride %, 1989 ; Pikus,
1989)ol X & B @A oA drhE Aol
< A 23 g

5 59 dFAXE G E FFol Y bSTE
Fog oM e Zol & AR L3 o) AHry
ST A$e 7o v& 4t gofn 21
FHF 5, 1991). bST7T F4 2ol v]X & a3+=
bST A& 7]zt F¢42 Faf A Az oy &
A7) 21%, AHPTIE25% S7HATHA 5,
1991). bSTS) A2 I EFL o} Fd JFL 2
R = Aol &3t} Barbano 5, 1988 ; Bauman
%, 1989 ; Eisenbeisz &, 1988 ; McBride &, 1988 ;
Oldenbroek 5, 1989 ;Phipps, 1988; Rohr, 1988;
Rijpkema %, 1987).

A 59 ATNAE H3 AaFo] Mg Fo
74 18% XW¥ 7 8% Z7HIA TR B}
Ak bSTHEZ F719 energy & 7%l W3o]
M AR MAZFE 58 FA g2 {AY §F
o] et 3 HEppard 5, 1985;Peel %
1981 ; Tyrell 5, 1988).

bSTE 71 FAE AN Y AR TH
(positive energy balance)®] 7359 AAFE &
WAL IFE FS ALY 242 WA g2
th frFo] FUghel meby AR FANFS
Z 718 (McBride 5, 1988 ; Peel® Bauman,
1987), oA F&@e] ¥ AFel(negative energy
balance)oll M & §-A88) $Fol FrtsteH), ol
S A BES AUAE 3FA717] e
APz A= o] U o] o] §-x o] o] ]
ol &g FHEI YEA Aoz Buglth
(McBride &, 1989 ; peel? Bauman, 1987). 1] i
% 5(1991)9) ATl e FAY AFE b
d FA17) 38%, ALFT7L 3% S
Davis 5(1988)2 bSTFH ol o3 A4+ ¢2
A dbgol 24% F7FsAtn B3 2w Bitman
(1984)& #AW gHaFo] 25—29% Z7Hgcka 3t
Aok v oW A7 S AE ALE T A
288

Aoz Ak

E $RoA A A Fgo] & Wsl
7} 1k Fch(Leonard, 1990 ; Firkins 5, 1989
; Rocks, 1989). bSTE #7117 djd F4si= &
A gdele & JFS vAA Ak B
% 1t} (Bauman %, 1985;Lynch %, 1991 ; Tho-
mas , 1991).

2. K|t x=d
bSTE A& std $R/F<) Aol F7she
2 energy’t A28 E of dojyh= AALY 4
26 53] bST F4F FA4] dojue 3571
HEBo|t}, Bitman 5(1984)& old Aele 74
3} 5= longer unsaturated fatty acid7} 5 7VataL ¢
fZo Zy 2 E7 phospholipid §#E F7HA
71Al k3 g}, Sainoni(1988)+ energy o ©]
U Aol e Aol bSTE wl g FAMA O A
W3t eko] 271812 short chain A ¥AHE H X1
long chain A ¥H4H2 o] Bolxl e 31-& EA A .
Eppard 5(1985) % bSTE %34 F1 3} energy
8ol Y& 9l long chain unsaturated fatty
acid® Hlgo] Z713te A& ol tHEppard
%, 1985). bST2 +=%& Y5 H 18| 3L energy 7
ol & Y S ¥ o7} glvk. a2
Weber(1988)+= sustained release preparation energy
7ol F3 3 2 Aol F45t A unsaturated 2
Akl 2717 0= AL Hagch AR 240 of
Hg W E HAE FE Y02 oleic acidd] F
747t BEol o) AL butterE T VA & F
k3 o (Gravert, 1988).

Lynch $(1989)& X %e] g3l thate A
Ae] Gut S/ o} 5 Aol WA BT &

2L Ao FedHA A

FHeHed 53] 253 ¢ F§ FL2 bSTE Hl
frz7d B FEoE FAY Aol energy
ol A i ez Wiy o, 1R
74ael #ae 848 A Z2ErH( McBride
5, 1988). thE AT ENAE vl 2204 A
Wt 24 st fdh

B 27} energy T ol L Aejel A& 9 bST
g 59318 fAY g3 FFASEE 713,
o]+ long chain A%4to] A Hpz oA HA O
2 g Aol"geo 27 W&o]tH(Bauman ¥,
1983). &y B A7) A g A F o] 2R3 AU o

A
o
o
H



Uz g¥ol F& 4 39 bSTE 73]
% R ZeA AW $FR @Y FFA 5
=¥ WalA &gt Bauman 5, 1982;Peel 5,
1981, 1983 ; Eppard -, 1985).

gl fo vt A= T A
o2 o)-9 2 e3tl. 3] casein
ZE THET caseing A4S HSA B E
& Aotk FHAIQLS SF&l ZEa ¢ a2
citrate®} Z°] micelles®] FE| 2 £ g} bSTE]
A2l g 4" $FU caseine ¥HE Q] A 40 A
2 O 1) casein® h2 A ot 12} g
AT A= energy # @ 0] Y Fejdl A& A+,
bSTE Fog 23, 9 AFT casein FF0)
3ottt B3 (Escher®t Vanden berg, 1987)7F
Atk ol AL B AFFA T3] =F do}7]e
AT energyst B4 NN G2 FHE F
Aste Aol Aot} 83 AJAE BRAFEY, &
3] bSTE AHEsle Ao oS 1dsid 9
287 A oW caseind FERA AL
serum S A 3= v 2 Fof EA1E AoltH Baer
5, 1989). ey HAVH A FF o] Y e
4 e & dHAY Tt AT
(Chalupa &, 1989). Ol§-%9] %9 casein :
WA v &L WFo] Qltk. Eppad 5(1985)&
bST9] FAt2 a-lactalbumin®] F7Fithy B3
ot
Casein®} 54L& ANE] TR B2 9T
0] Atk Casein® micelles®] AX]o]l #3F A
(Vignon &, 1988)t} -4l EA)sl= dwoll o
A ATE 2 ¥l 79 bSTE A8t
AX F& FRA E TE zo]H S B EA

5+9 tH Desnouvoux 5, 1988).

4. J|Et RYE

(1) Z&4

c8A 9 AFEE FAB ] S BRAM F
AxAoZ 181 +/H&ELZ o|AFE Yol 9
0] F-& 429 F7lel wekA F7kehA gk dutA
07 749 FEHL2 ST Mg 9&¢& X
8=tHMcBride &, 1988). Epard(1985) 5% %
E4& & Ca, Na, Fe, Cu, Mn= o}F 382

wz) geda @k 281 bSTY 728 24 F
3= A3 vhRvkA e 2 i oH(Hard 5, 1988).
Desnouveaux 52 % Ca, §314 Ca, ionic Ca,
micellar Ca, P, Na, K, Mgo|d #& A3 & U
v}l Bauman 5(1989)% G A] % Ca gl A o}
7 Aol & X £k Pikus 5(1989)& &
34 Ca Tro] Zaste 42 ARy bSTO
FA4 o & F Ca §FS Jeplio.

2 5(1991)9] AFAME bSTFlol 2alM ¢
S BE4 (Ca, Na, K, Mg, Zn, P)2] gk
E sl gdes (p>.05), West 5(1991)2
bSTEA] JJai X FEA S gHF WstA] F=tt
TR AN GE B ATENNEZLS E
#E B A HEpard %, 1985; Har 5, 1988; Olden-
broek 5, 1989;Bauman %, 1989;Pikus %,
1989).

(2) &2 (Enzymes)

Denouvoux 5(1988)2 aminopeptidase®t en-
dopeptidase®] #4212l g0l g Aol Al
= Yk $Foll Aot drpg Aol & WA ZR L,
7S ¥ o)A phosphatased] ZFol= A&
BAX ZYh

Lynch 5 proteased] 5o &3] A7 2}t
bSTE oz A3 o} f-d Ao)= wAX ZHth
2& A A lipasedl] B A= FFAFALY F
94 U&= xo) & 93| A £ th Baer(1989) &
AT §-Fol A B A RFolF & 2R ZRT
8t9 k. Lipoprotein lipase®] 3%& Lough &
(1989)0) A7 FAed TS LA = FHoE B
PG, 2L RN N2E Peed 2835
Ao M= dFo] gl Aoz ZEFYh

(3) HEH

Hartnell(1986) 5ol 21389 bSTS FH 2 vita-
mine A, thiamine, riboflavin, pyridoxine, vitamine
Biz. biotin, pantothenic acid, chloline, ol ®}X]&=
93-S ZAE 23 bioting A 93t E W&ol §l
Atz 2Pk I bST %749 biotind
FE7F 4 F7H

(4) Pyruvate

EYIME $59 & &3] pyruvated] FFS
2 Z7337)% 2tk Webber(1988)& bST A&
49 pyruvate7t 23 EopRitta Hugot.

(5) ke
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Ao gk AT (Baer 5, 1989 ; Battistoti 2}
Bertoni, 1988;Eschier 5, 1987: VandenBerg%t
deJong, 1986 ; Vignion, 1988 ;Vignon® Romet,
1988)0ll 4| bST-frot dut /e ofF ztol7}
7= ST R e

(6) pH

%2 pHYl B3 FA} (Baer %, 1989;
Battisttoti, 1988 ; Eschar® VandenBerg, 1987
VandenBerg®} deJong, 1986 ; Vignion, 1988 ; Vig-
non® Ramet, 1988)°l A% bSTA &7} %59 pH
7tol) o} F-8 JFE XA e Aoz Hugch

(7) %9 = :

F-72] 2ol Fg AT (Baer 5, 1989 ; Eschars}
VandenBerg, 1987 ; VandenBerg®} DeJong, 1986 ;
Linch &, 1989) A= bSTAH & & 49}t X 2] &tA]
B2 A7 AT R el A fo 3 =po] 7t §h
A gy, Wz HGE 3 Fol . $K-9f gt
37 AL 7ol Fo] F94vha g} (Eschar
9} VandenBerg, 1987 ; Linch %, 1989).

(8) AA xS

o8 vt A A EFE 79 2 7t
3l 71Eol HI Atk €& E9H FHdAE AA
EE ] 400,007k 2 8t 2 ik, 28 H bST
& AstdA AL /oA AMET o g b
o] - & ZAIG A7} I RE-L o} Aol7} QlvkL
B3 3 o (Aguilar 5, 1988 ; Eisenbeisz 5, 1988
; Enright 5, 1988 ; Hard &, 1988;Hart 5, 1985;
Kindstedt %, 1988 : Munneke %, 1983 ; Rock &,
1989 ; Rowe-Bechtel 5, 1988), tii e d7xE
(Oldenbroek 5, 1989 ; Pell %, 1988 ; Rijikema &,
1987)& o} A& AMESF F7PE QAT B
iA1=

A 5(1991) 2 AAEF7bST Fodoll 2a)A &
9] FQl 2ol gl o vl o vl A A dte
7Ag-g Ul on o FoFito] 13t
el 23 AAe g2 vk Thomas %
(1991)& bSTE ol 2siA] $-FHul o] AMAEZF7H
2 92 21 gtk o, Larson 5(1988)
S AN EF7L Z 7R oY BAE oL
o At ¥ 5(1991)2 AMETFE Bmg/d F
o 771 403X 10°m £ 2 NZF 1} 12.5mg / d T+
2 Ay bSTT ol vslA A3 Fdcta 3t
Atk bST7F MM XS T VXA Gevhe
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tilo
fuss
el

off

T

B 1 (Aguilar F, 1988 ; Eisenbeisz %5 1988 ; Enright
5, 1988) ¢t AAMEF7} %2t kgt e B
{(Oldenbroek 5, 1989)E°] 1t}. thSTE coliforms
of o3t §d Lo Wolrie s AFTT
(Burvenich 5, 1989 ; Roets &,1989) 2 @&t}
FHZo & 1hSTY 597 A¥7]sg 223
7V B8 H Estrada 5, 1990). ¥ & F-9A
ol le Aoz diE Rude] AT bSTH &
Al A 2EA 7L S 71E = 9 gside A&
AE AEde 77 %= Yo

5 #7138 ntEe| £

(1) $f9 A4

2 A AE (Escher %, 1987 ; Escher ¥, 1988
; Vandenberg®} deJong, 1986)2 bSTE A&t &
29 79 alchol ML Wi 2rin
gl $frel € SnAzte] Wtt2R] ok, ¥
Ao g FEHL-F AN w259 F ABA
2 o o 9 & X]=d|(Escher 5, 1987 ; Vandenberg
9} deJong, 1986), bST oAM= w2 7E) Ao}
At $-fol 4 AL urea ol F7151H g
¢ 5)=d] Webber, (1988)+ bST %ol A 27t
a8y Foate fe E9 urea T 24 H
Ak 59 Pikus(1989)2 bST $-f-9) & 4HA
o] ¢kt 4TS Yol

A 5(1991)2 K urea T2 bSTA Tl 9
3 fo A Wale AR T =Tl v Za
she A g YeEPATH (MY T 29%, A3 T
25%). Van Den Berg(1991)& $-fW urea 3o
bSTA o] o3 ZAHJTT st £
Pikus 5(1989)2 bSTA e & $-FH 9] urea
9 ZAZ A 79 4 Aol FAHAT
o Buatge

(2) Starter activity

A=2E ¥ G5 TEAFY AidE T2
starter?) B0] o] F o3k ol B¢ A
T(Battistoti®t Bertoni, 1988 ;Escher &, 1987;
Escher %, 1988; VandenBerg®} DeJong, 1986;
Weber, 1988) & 3} atAlE-& UutEd Hoz 4
A% -f9) 1 zpol B BAX B

(3) A= AxA

g ZAMA TN E bSTAHE $f/7F X2
g Bt FFOA e A2 A gt F



o} o} F-& zpojzt Qlkx 3], Battistotti 9}
Bertoni(1988) & ¥+ ¥71o] ¥ 7N dM = 5
@A 3tako] B rennetd A 7HeE Ao S 13}
€ 580l ¥ Fol=e AL RAFYY. 22 v
WE-E9 Afols olgdt T #HAA 9l
=3

32 U

°] +Z Gauda AZ2E V=L A4S A7
Escher 5(1987)2 o} && &7 29 Qo7&
BRI 3= Az} 2kt AojH Tk dht}, o
A& ofutE o] £-/9 Y2 casein FHF Y EY A
o2 ZrFEHm gl

Gauda cheese2 #Z3 & JFoME 2=
TEIFO AL o AU Aol BYoy o
ZFo]7F V& wlv|af| A sensory evaluation test®] 2
Holl & FFE vIAA £k o) AFEd A
B k-casein®] renneting®} curd synresisell 73}7
gasta dege #Eo) vk AFAAY A
Tl 98 bSTAHE 7 X 25 Teed 3L
FA ¥eog pugn Yk

6. 7IEt

(1) -/ e) bST} IGF19 =

bSTel &3l =92 2 9 AF =95E Ao
hormone?] $-5-3 X7} F 71 0] o] A o] Q1A 9
UE Q38e ZX 5 Za20E golth. guvry o
2 bSTE A=A ¥ 2N E $545 Zol
Aiee 4o dadzde 293 £48 AA
AAste A2ETE bSTY 57} B0} bSTE
T3 o= A bSTHE7}F 271t Bonezek
5, 1988 ; Lukes %, 1988 ; Sartin 5, 1988). bSTE
HejatA & it Aatsle $4FdAM A2 H
< natural bSTY &%7} .30~.5ng / m ¢ ©]t}
bSTE T & of AR FRME /52
bST®] F=oll 432 Fx| gUrHHard 5, 1988;
Heeschen 5, 1988 Schams &, 1989 Torkelson
T, 1988). 221} o} & £ bST & AT
Aol AS A3 9F9 v Mg YE
AT, 1988 ; %,1989) 3 3ttt

bSTE A& g AN Aise $H49
IGF-I°]Y} bST9] FX+ bSTS A3 ¢ 3
&27F B3 R/ IGF-Ioly bSTHE Qo
A Collier 5, 1989 ; Prosser 5, 1989)& A o] o}
7R 9] ARrAEQ Asjolny.  F(1991)e] AT

U 3 5(1991) QFANME bSTY IGF18) 9/
9 FEE 2L FEE YehiY, ol dF9
bST$} IGF-19] Tt 4317 ggkrh. Collier
5(1991)& Ak gikerl 59 IGFTF
=7 #HAT 777 IGF1Y FE = 48
A7 3 9971 A E oA & 8l
AR 15 ojllel] e BT WA SR749
IGF- 5% 233 bSTH g 249 /U
IGF19 25T ¢ Z=gou i Collier &,
1989).

bSTE A 2latd =7k A 3]l Fxe Hagt
o £7]+= X9 IGF-12} IGF-119] a4 59 5%
7t =7V8cH(Collier ¥, 1988 ; Prosser &, 1988,
1989 ; Torkelson &, 1988)31 g}, o)A L <Ql7te]
IGF 9} o} H]5:38}7](Francis &, 1986 ; Honegger
5, 1986) W-ol o] 9] Yol M= JES
ZA Aok 2ga olg g AAJAEY $RFe
g qisixe o B2 77 g E Foll sz
& GEol] glde ZEo] Yo Ao] M urg 3
atrh. 2} o] @l Ao 7] Wl Fej o] A o] 43}
7t B Q1] AU H oA AQH] By
w7t 2 B8 5] W] si7t gloke oA
o] Auj A ojr}. ©f Lpo}rbNE bSTE 72 A4
el o8 Egoldrt. 18U IGFIL 184
2 tH McBride %, 1989)3 &tk bSTE H7}lstd
A $-f71 Azbel mXE Gl di=
Bauman(1985) 5°] bSTE #H7}siA AAE &4
< 4 7 F A, 73 T, D> o] Ao)
7 vka R sk 28 AL 7HE e A3t
A AG7) s H 27 27] 9 Fo bST7
QA A= B&Ado] vt ItHHayashindad
Li, 1959 ; Knobil® Greep, 1959; Walls, 1975). =
g3 A, EYAL, chymotrypsin® 2-& endopep-
tidaseol 93N B4 e =89 U
(Wilhelmi, 1974 ; Martindale, 1982).

(2) M2 2 A% v e G

A F7HA] Zell Qo)A bST7F M4 8o u]
A& JFol B E bST7F 2Ae WA 2 A%
off ojw g JFE XA kvt B 1 (McBride
%> 1988 ; Phipps, 1989 ; Vandaele, 1989 : Burton
%, 1990 ; Rajamahendran %, 1991)¢} %77k bST
€ Axd B4 dole 7159 A7 2339
FE%g vFthe B Uth(Mickschs} Kelly,
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1991). &, <, ketosis, T4 &<k, vzt 44
& A3, #E Zd 2 Ve Ay B o] =71
o= 217t oH(Kronfeld, 1982 ; Kronfeld 9}
Chalupa, 1986). 28} 2 u]=S Aoz &
ATARHE Edz oW s}Ee) ol WA
A glo] FAANFE F7INZtia Bay
X Burton %5, 1988 ; Eppard 5, 1987 ; Huber &
1988 ; Lamb &, 1988 ; Palmquist, 1988 : White 5,
1988). & 5(1991)9) AT M= tjatAd el Aol
HEEA] i

MacDaniel 5(1989)2 Hansen 5(1989)& bST
Feizk FH7IZMe A3 o 438,
$4 D $olx] BE A, FY NAE SolE
FEe FA vty RustYoh. E£3 Anderson
£(1989)& bST7} Q41717 Solx o) FaA
A% 2 AT TS FA Fon, ST &
A71F AN ESF(SSC)AN = FFL 2] = A
o2 AL (Rock 5, 1989). Hl§ Hu7|U F
3L B {710 747k A7)0 bSTE Ae & A28t
AY bSTAH Q] Zx=rt Fo Fae] A9 $o}
A19] E23tF o] AojAth= a7}t Y vH(Chalupa
S, 1987 ; Phipps, 1988). ]2 £qztA e 1A
& bSTE A2 AAAZIE Q7o T2
4* 3tH(Chalupa %, 1987). &3] xal¢] x27]d &
Ao YFAE FYA = Aol Tk bSTAH
ARAY A1 v F7)dl Ae 259 energy T
S A3 M L AUAARE FA5AY
B A F WA Z by-pass fats)& H7beld £
@717k Aol A sha) Aol d7be pbST
o] Edd o} FH A& 314 v AR o
AH(Lough 5, 1988). Phips(1988)& 43 & &}7]
bSTE st dele] &&o] Frigda o
(4.8vs12.2% : NETF vs 2 FT). o= Am-
strong (personal communication ; J. T. Huber, Per-
sonal communication) %-°] ¥]s=3% 328 3 A3
bST= A L& 71goz d4he 75 ¥zl
Fo 3 = R B oshE o 7R &
W A L5 A coliformsoll thate] who] A9l
& A3ty 2 o3 o (Burvenich F, 1990).
skarda%-(1992)& bST7} AWHAQ A%, 49 7
AAH, S-S LAY WA nxE ol g 1A
HQ 8= 2AHA gt Rasoh Pell
5(1992)2 47717 FA RE Z49) Autka
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A AR F3aHey bST AEd Hie =z
T ZaR e 2] FUtEUTG L B
39tk E3 Zhao 5(1992)& bST= A4 E W4
off #AE W o](Variables)w X 2] 77kl 2kl 7 g1
QAo 5ok F7da) o] LAY 3 Feet 2 leg A
7h 27 Rk bSTAHEE Aol glolA 40F F
Y71t B FokAlE BEE vebdotz 23s
Aok

(3) FHAFRA vlA= Y

Skarda 5(1992)2 bST A & 3.F, 44E, A
2, gAYy, AP, JrI 2R Y 9§
MtEAEX = TS HA gor 2, F
ALY FFE, 249 I, A Alanine
aminotransferase ¥ Asparate aminotransferasex®

bST X8 2 Q%S &2 I Bussh
2 o

bSToll thgh kAol ojsl] B} Lv|dA 7t
A & e Axe 794 2vA FRIS
o] 7}s}5|o]Z ok Fr}. bSTY AHEL E Ao AE
Az, Az, #E, 29, 9884, i 59
B2e A g F/MAAG T FF3e SAE
(Bines %, 1982;Kronfeld, 1982 ; Epstein, 1989 ;
Fox, 1989;Kronfeld, 1987 ; Rifkin, 1986 ; Rifkin,
1987 ; Rifkin, 1989 ; Kronfeld, 1990)% 3121} o] 5
9] F3L AAAG AR AE FAHG]
Hole o288 ulgog gt 49 Zol7] i &
ol A58o] oFsthal & 4= 1t (Bauman, 1992).

HZ NIH(ZHMAT4)E= bSTAHE AL £
F, 2719 AA A 2322 F4H FLLbSTH A
29§, 2719 FY e AL g 2
Ex928 FDA(1991)9} Juskevich(1990)& bST
9] ALg-2 AH|Abe] AR E S FHAIIA FEY
I AEAUY. o] AL bSTE FHH 559 A%
APe FYAIA = AL JeEhle ZEe 5
A7t B2 9o} (Sejrsen, 1989) 18] A 0] o
A2 7] 7tA = A8 A Eo] Foldnh. webA
249 bST A« AAEEE Folv A3 Q
7led®olg} Avaht g B E ZFA 1%
A3 7t dodA Ev 7lez A3t o7}
i ItH Etherton, 1991).

Rk o 2 bSTE AHE-3HE 249 Aol &



AEtE Aol AAZRZY gAY F DAl o AR ) AFRA 2 AH RS A 1Y E B
A AT YA ohA = AF- EAH ] A7 =3 = Aol zastthe AL AR WUA
Hi e 9 o] 58 A3 7 st bSTY ¢ RaE v}

|
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o2 g31me] 2P 45709 BE X 815H Y HF Aga A 71Ee Ao B 27 A4
€ 353 FEAY HT 4 HHo).

TUAL g8 AIE £ 500-757, BFA £8F 300MA, Adeodd ¥eld w4 TEL(062)
520-65322 £ XA 29,0008 R $HFE 5712 RURANAY, FHTF 618-109906° 4 =
W &3 73} 551-24-0082-0052 $33HA1H |

293



