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z|4l 27 |s8E

FRAAANZAE JRAAAA ST EEZ(GPST) 9
i A

M =

FHZ FEEoPNA FEo] He S -89
2 XA g mE S22 A/ ok
A £d7 48E gL 978 2Y U4
A4 35 2 2(Exogenous pGH)-2 A &3 A=
FHOoZ A9 4FA5E S FINALYE A&
¢ 4 UK (Boyd 5, 1988 ; Boyd 5, 1986 ; Cam-
bell 5, 1988 ; Chung %, 1985 ; Etherton 5, 1986 ;
Etherton 5-, 1987 ; Evock 5 , 1988)

AF7A FYPd AdFNA JdERG AL EE
289 BMsATE AFAY(H A =HAY
AF, N@2L, FF, 44, AH8E pGHY Fo
Fat Atz zte])uEel <t hFEAl el
At

A AdEet A3 Adat ol dg ol
Foe LEA ASHALY AEHQ At
BAF FFE 7tAG o8 F8F AR (lea-
ner pigs)2] 53L& ojE0] AAFoE FH|F=
32#92 Somatotropin(EE 4RFs=E GH)Y
F&Eo] Bt sov Aotk BF Ad HAdFS
HANZZEL(PST)E FH3L I ZHFEE
(Tissue extracts)& S{ANA FA: A& &4
£l oM &z A5A 9 Frte} ALR-2(adi-
pose accretion) 8] ZAE oF7|AIZIg= Feol B
HojAa et

PSTE 49BZAZ(ADG)S < 10~20% F7t
A7 AIRAE S 15~835% FAAAE Aoz
vehta ok =23 Az & (adipose tssue
mass) T X HHE A & (lipid accretion rates)-S 50~80

%L} 74 A1 7] 31wl A 2 A (protein depostition) &
50% U F7HA7e Aeg HIHL Jou A+
Aol WebA) thagbol 3ol S LRI QUTH(Hen-
ricson#} ollberg, 1960 ; Machlin, 1972). pGH7}
Aol v A TS =3 189 13 2o

A3 8 (Biotechnology) o] #A-& AA F49H
Q FEZ PSTE AT F Je £EE ATt
ov Ee AAE TN A3 f3
Az2 FY8 PSTE Wd EE FUd IHY
Zashe Ro] B840l Yok AL 44T A7)
gE& AER 71FAMAESIE7EL -

Iy} PSTE 53 H A9 7ol PSTFA
S ug, T we 4FEAAN obueas)
ARl 9EE Folx god d4u] Rl of
g9la) 2712 St WALREA 5 A5 o)Ak
T HAT] ol Wol o] WAE A7/ A%
A9 Qo T FRAAE Y% ATFAEo]
S0dTERE PSTO) Y ATl FIaT 3]
& gozo] AxARRrst ZdEa ot

mehd B e B4 445 EEE g
HA dF=E ARE FYste FAAENA A
Faas g

. NyBERe BEy 55

ARz 22L& H3eA A BHEY F
sheh kel ol AW oF 1907]9) ofulxat
A7)2 FAS ) Y < 21~22K dolon?] Single-
chained polypeptidee] T}(Phillips, 1987). o] & A&
F2 R FZE FFE Zrit} 1 Fo|Ao] YA

EATEY AYREE FERES ZETHCam-
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Effects of pGH in Pigs

{ FIG

4 Protein accretion
| Fat accretdon

| Feed intake

1 IGF-binding protein

ADG=average daily gain ; F/G=feed/gain ;
BUN=blood urea nitrogen ;
TNF=tumor necrosis factor alpha

T8 1. psTe] FE71-) g =3,

1 GH receptor number( ?)

i 3 () 3
(oo Peformanee]  Somaimgenic Eifcs] |
+ ADG 4 IGF-1 J BUN - In. vitro augments

+ Plasma glucose TNF, production
Impairs glucose cearance — In viro augments
Impairs insulin sensitivity : 0:

In adipose tissue

— | Lipogenesis

— | Glucose oxidation
— | Glucose transport
— | Insulin sensitivity
— { Lipogenic enzymes
— Insulin binding normal
— Ins. receptor tyrosine

Kinase unaffected

In liver

— 1 Hepatic gtucose output
— Impairs insulin sensitivity

In muscle

— 1 Protein synthesis( ?)
— | Protein degradation( ?)

pion &, 1989).

A3 22 Somatotrophs#t EE$E M3}
FAAEY SolAHEAAN FAH BuH= EF
oty ol ARIT=2E9 ofujit AREA
(Amino acid Sequence)oll thgk Hxeo BiuE Li
5(1966)) ¥ 1 FFEz=E AFPEAHH
710]% Recombiant DNA 71 % AEH9l whld
AfeA dA7ES o439 FHox 2059 4
g 7 oinit AREAN FIHAGD
o7ldle 229 AR FS 9% HIF ERFE,
2% 7%, 159 FAF 2 739 oF7t 2F
P r}(Wallis, 1989).

24333528 BST)L 191719 ofu|ito g of
FoQ g9l de A AJPYFI2E(PSDH 2
FAEE Yen gtk F, 2433223 o
AQRZZ 2L 1824 oyt A7t Az o
2 HAARZE2EN QAR Z2E(hST)L 59
29 opulxA 77 N2 th2rha wusgc
(Seeburg, 1983).

AR 2E8L JIEF0] dRFALR glojA

218

B0l Holn AXEY 2NN HRZEE 2
F5do| zolE Roj: U7] WEA ZFEFI
2Hog ARZeEL T4 Fyde & 7HF
2Fe] AFZ RS T ol Fhri(Wallis, 1989).
EREo A3 E S UE FdA FA3E F
dute 71&L Rog AFsagg olEFR F
39 7IEAUA FAYE oA JERE
el 9@4e] il wiel sA A= HA
AR5 EL 2dAE 2333 =EBST)E F
o} &lejol gc}h(Meisinger, 1989).

AAF2Re Edasd U A7 AR
] o] Fo}A $tth(Giles, 1942). 28U FET ¥
&5 AR32EY FFo] oYL £ 4%
FEEL EAH] wj$ AA 38F o2 FA3e
EAS B7158917] wiol 715 A AgFez
28 83 9F) J4As282S FRE
golN e AF ATl o E-o] JAAJTHHof F,
1991). 28y AAE 1~288 4 ojm| x4t 318
Ao s A 24~191¥A opr|xeir2
AFAH/YL ol &3t HIeLA MEU




mRNAZ fAZAE &3 FAAANZZHS
©]-8-3}o] Plasmid(PBRsyy) & VectorZ ©o]-8-3}1 A
JALE o]§ HAFIT=E FAANE AYsA A
ZYFAAE AUAE H ol AZY +H4E E
coli(K;sRVsg) ol transformation3}ad Recombinant
DNAE tZ48kA = 2 th(Keith 1990 ; Bauman
%, 1985 ; Hutchinosn %, 1986).

AR 2EL olvxito g FHY dAsE
€0]7] W&o HAAES olE T=EL I
71t F3AEE FHE PSTE 23U
S A Eafase] ot 4A BiA® F opvx
Aoz Aud F5H0 Wy W Y3s=
29 718 Az 23R A Dot wabs
A€ BSTE FAHAZ gHEo] uld & 14~28
Lt Y FARE Wguto] o] &5 Qlth(Wi-
lliam, 1989 ; Hartmell =, 1991)

2. 4¥S=2o| 2H|7|1H % =

(1) Y714

ARE2EL H35A AYY AFEEE By
A ¥ (somatorophs) ol A FA R U Hed Hu]o =

2 F32 AR e AZ-§7(mediabn emina-
nce)dfl A Bus AFAEANA HEHE F 2y
23 3289 93 dojdr):. F, YAz =E9
£48]& #A 3= Growth hormone releasing hor-
mone(GHRH) 9} A 3= Somatotropin releasing
inhibiting factor(SRIF) 9] &g 9j5to F3)
Z7Zd @i (Tannenbaum¥} Ling, 1985)(F 1).

EZ 1. GH¥E & 2A3E 26 O3 =3

GHRHE 4471¢] otmx=ft 7|2 FA4€ HEl
o= o] EHte AEE AR ol
OE YoMz LAHIE AT F2 FF4
A ¥AFHo| EEIH 53 T Bol
A3 ot

°] GHRHE AF§7] 457 TdoA £
o] EHIFA N E0jt FH HIFAAGA &
gt 9 SRIFE 14709) ofm|it Ar)g 3
4¥ Heto]=o|al, SRIF ¥H|H ¥ GHRH 3¢
st g8 v He EXE Jehjo] AAdsR
ol9el = WHAEEY o] SRIFE AV7|5d% 4
FS v

FH AF 87 A FEANA BF3=
2 4 93l B factors F, Thyrotropin-
releasing hormone(TRH), Pombesin, Motlin, Cho-
lecystokinin(CCK), Vasoactive intestinal peptide
(VIP), Vasopressin®} 2173 A<&EZ¢] Dopamine
(DA), Epinephrine3} Acetylcholine o] it} 1
gy olE8 AYF FoAY BEF 7Tl
A= obF EEHE e o]t} (Rawling9} Ma-
son, 1989).

AR5l BHle 35T 93T oz ¥
MsE Aol T AEH (pulstlc) 2.2 u1=E
d] GHRH$} SPIF7} o]o] 3} catecholamine
ojuf ABAM T X E F3E ¥wetH(Tannen-
baum} Ling, 1985). o] HEHEN Y Bl
o FEo AAZTIE swessE 7] YHME
A A AE AF s o FFri(Althen

3 z 9q |
Hormones GHRH Somatostatin
Glucagon Somatomedins
Pentagastrin Cortcosteroid excess
Enkephalin Hypothyroidism

Biogenic amines

B-Adrenergic antagonists(propranolol)
Dopamine agonists(L-dopa, bromocriptine)

Others Hypoglycemia

Fall in free fatty acids
Amino acids(arginine)
Sleep

Stress(emotional), exercise

a-Adrenergic agonists(clonidine, xylzine)

a-Adrenergic antagonists
a-Adrencrgic agonists

Serotonin antagonists(Cyproheptadine)
Hyperglycemia

Rise in free fatty acids
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%, 1988).

GHRH: AZ3 28 Eu|AXe dis] Axu
FAA 98L& 8= 8, 5-cydic AMP(cAMP)E A
A3 2 E adenylate cyclaseE @A 72N 1
4FS vAh. &, GHRHO| 9§ cAMP &3
7H& cAMP-dependent protein kinase$} Z-& Eo]
GAELE AU MEGAY N FFE vAE
A7} e, o] cAMP EH|F7HiE8-2 Cattoj
o3t 18y ARz =2E Ba2g AF3)E
GHRH$| 28] cAMPS} Cat*ol 93] wfj7i €t
A NFAAY A7FEAHRE /AL B 9
Cas% Z717} 3528 4% e 2
RAez AA Foste AL ohvith 18y cAMP
FEF/HE ABI2E §AA9 AAH(wanscrip-
ton) & WIAIF|=H FE3 signalz X g3t

¥, SRIF 849 #4381+ adenylate cych-
lasedl] 2}t cAMP A4H& A 3= G-proeing
AFAGS T2 §A, FuE A=l
SRIFE GHRHe}= ©E] H3eAe o8 328
W&o dis]l %S v A H(Rawlings®} Mason,
1989).

(2) 833 =289 F&

A3328(GH)E Hlf9 FA 714 =
2ot vl {4t A3 E A A v {71
AAHA 2FE(PRL), APV E2E, gluco-
coricoid 3287 7 GHE Fo93d {FFL
AARY sFo2 3B

T 7159 HAL §3, 9% &4 59 A
2237 3 2+E T2 R Lol A 2HHL
Aot A7 - B3e I2ELEA GH
o] 2] 9] Somatomedin, T+ A& 2 &, glucocortcoid,
<14, Androgen, Estrogen 50| $124} o]F ol A
GHE A4%& AMsle 7Pg $a4% 5280t

A3 289 8L AHZEIA FE somato-
meding 53 HZAE] dot JPREL &
&AL Yehlls Aoz A AAdAtdAe
AR e} 3, FrjAt A= 832 A2
Az Ao} AFZ2ZEE FIHEA W gsHE A
2 2 ZEFAEY Al BA &k

8o 433 2EE R4 dFY FHAAY
o] F7HE I MM o Atestzt 443
"ol AF32E Fod o3 TxzH =Y
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o] &-o] A= 3L +39] G414 (gluconeogenesis) )
g7 =7 dEo ol Fsdch ol A
ad@ o= cortzole] EAE "WeE 3Jr}.

AAde AXe F4 2 vl 5& 2Hs=
QAL B R7HA Y T2 80| EAF}
E Ao) ¢3A ¢t} Somatomedin A L C, ¢l
€U AU 1 2 HIGF-1 2 1), S84
ZZ 2 MSA)E-0] HEZAQ T2 E0|IL somato-
medin C&} IGF-12 FUEZQ 2ol A
At

ARF 28 F2 HF 25 E somatomedin-
CWag 2380 Ay 2 @Ayl n)e
Az =R A3+ somatomeding 3= 24
Aoz 3HHL Yot H3FAE A AT Rarol
somatomedin-CE& FoJ31'd JFI 2L Fojs v}
A7tA 9] 43& vehdt) 837159 somatome-
din-Col} &3 A= A9 PAAR YA gt

3. PSTOll 2i8t X|=x==|n} 2K EXHs}

PSTR A9 714 & B¥F9 shie EAAE
Zo|i Z8L F7MAFE Rolth 7747 PSTH
qg SAALL 68% ZAHUDL GNde 37
%} Z718l9cH(Evock 5, 1988). 12|31 AWz
A7} 289 ¥x ¥ JFE B3kt Camp-
bell 5-(1989)2 3197} PSTR G A3} =X AL
34% FAFHUT @NAe 19% F/HEIEYS B
a3}

Boyd(1988a, b)= @3 1g& 5337 siA
£ 11.5Kcal?] a7 275 A 1ge
Z22317] YAAME 12.8Kcale] AEATL a7
dct. gl A 1ge 5.7Kcald] YA 7S YER
A 1g& 9.5Kcale] A 7HE VeRASI A
WE JUAESS o 74%0]L GNAZA o
URAZEE 51% AZE, ALzHL 9 5~10
%7} ROl 2LRAL & 5% 7t §250]7)
ol Az 1ggde HAAe 282 1
#4e ARG s~49] F=7} o B oY
A7h Fg=jojof gt B3¢t

wEhA AWzEd 285230 ¢ Bol| &3
HE& dd duxo]gag&s FANE + A
g Pt 2y FAFOE o] FHFHoR
ZEA X9 ZUe PSTE 9%tz s



T A7 dg F Wl oz B ady oh(Stelle
%, 1989). 18\ pPSTY PSTR Ao = B8
Al g A o] ZAgo] F713l7|HEo PSTH
Al Al @R EAIFFE FUAAFT ¢
th(Campbell 5, 19882, b, ¢, 1989a, b 1990,

71&9 ANEAYAF L I 5dUd 23R
quAFeE d F&3d I o)lf= AA, A
ZAL AFT Bt g2 duAE 8737 o
Fojth. A, AT FWL 2§ % (Manual La-
bour) @ AFURe] g Be A a9 FE
AR & AH, AN 438 E A (Car-
diovascurar disease) 9} A]7]4¢Z 9] Z-8-(premature
death)¥} 2] #AS A7 Bt} AL &) &
ojth. AA, AW BE Il Ay ALE
¥ 718 (Waste product) 24 WA BZa3 v &
< Y3 oY QAEL 53 EASHo
MBAoZ AAS g7 E0 2 717 0] WA
A EAAEe] g FoH HF S Fe AUl A=
540 AP A FHo] Jrh(Peters 1990).

Z=A A (carcass fa) S EolBe HIH AF9
e HAe &2u|2} 71% (Consumer preference)
2 A8 7] (leaner meat)?] HIHE ARsI=
olg A9l Z3 (medical advice) 5 & Ao} Y=
al ok

deko| HL HA T AHAZ HEE 7] W
&l PST7F HAAZZEZIAZ o] 88 AgS W

E 2 3% 3289 gAFgdl B8 29

A 2tk 2y A= GFES THE 24
u]X)& PSTY| Qo] Hrixjole} gt 53] v
Ao g3 e 230 1 o] f+ PST7 287
ke AN 7Hsd 0l 171 d#olth Beerman
2(1988)& 19 AAAFT kg7 60pge) PSTE ¥
AA e HAZEY dELe] FAHUTGE B
. a8y &R, 30ug E 0pg FATFlAE
ol -8 7+A7} gtk k. 3+ Evock 5(1988)
PSTS Eoute A a77F gz vjs o
A, A5 2 A o} Fd po] 7k A THL Frt.

N o

4, PSTSl =&27|H

(1) PST7} thAbRgo) ulx= 4&

2R Y 93 FYL ol W
312 7HA @ = tAME ol Beigti 23 A A
(8 2). PSTRYE Az o] &3 TFEA]
Z7tske AL o] &S yehdta & F 3tk
ol A& Tl AR A o] F7tetil AEEH o] L)
PSTol| 23] GF¥Aa9] AEujztgo] Lok
AHEE A9E 4 Aok
kAol Fujatgy #AIA At A
STQ] ZH-g-o] v $- S 23lh A2H e F3
A ArEef el AdiA vlgd o8 2
A pSTE Az AEA L A3 o717
o iAol E2AEAY ALES I S/t AY
TE T Zgo] g7 dojutot gt} Etherton 5

Mo

S
g of i i

=

T == z} £ Z 2
Insulin Increased uptake of glucose Adipose tissue, muscle

Increased uptake of amino acids

Increased activity of pyruvate dehydrogenase,

glycogen synthetase

Decreased activity of hormone-sensitive lipase
Increased concentration of glycolytic and

lipogenic enzymes

Muscle
Adipose tissue, liver

Adipose tissue

Adipose dssue, liver

Gluagon Increased activity of glycogen phosphorylase Adipose dssue, liver
Increased activity of hormone-sensitive lipase Adipose tssue
Decreased activity of glycogen synthetase, Liver
phosphofructokinase, pyruvatekinase
Prolactin Increased concentration of lactose synthetase Mammary gland
Glucocorticoids Increased concentration of gluconeogenic enzymes,  Liver

tyrosine aminotransferase

Decreased uptake of glucose

Adipose tissue
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(1989)2 AT FAE 24 PST7t HAS A%
ZAd nXe 9T APEHRYG WIS
dste Sz F3A PST7E AR
e 4% THIH7] A8 ARGA 19 AF
kgd 70ug PSTE 7¥%F¢ Fth(Walon F,
1987). £xg°] FXdoz Wy goz A A
W3t PSTE Foure gxoA HF gz
o] AHoA A3 ZFAHAD 2L o]RL
Aol RS BHA FLF 1L F, gl
cose-6-phosphate dehydrogenase, malic enzyme %
fatty acid synthase®] &4Jo] ZH4d AMIE R
A ¥ (Magri 5, 1990). Bornstein 5(1983)2 F 9]
A A L9} ZFHE 9] acetyl CoA carboxylase?] &
o] PSTTOIA 40~50% 1+ ZAHUTHT L5
.
PSTY AWFAAJAZEejolx Agdd %
EEGESY AYEAA 2AFE5 PSTY 23
AA BABHWalion S, 1987 ; Magri 5, 1990).
Basal 7123 insulin-stimulated ¥ £ 3443 A4
FAol 14 AF kg B 70uge] PSTE 74FS 7
% dn AU

PSTI| & A4 dA7F AHAHJAA £
ZHBAJAE 737 A AL2AEHE W
F3 o). 48ALFL G F AEr PSTE &
3 Az AW Fo] PST Fx=o H3
A BAHREH ED50E 0.5~1.0ng/mlo| o}
(Walton 5, 1986 ; Evock 5, 1989). %3} 49 X
WzIHME vl FAgo] Yelxti(Vernon,
1982 ; Etherton %, 1987b). $]¢] A3+ A4
of D)X= PSTE 248 ZF3 0|3 insulin-like
growth factoroll 93+ 7Hg2H4-0] obd-& YErdT

ARGz A PSTS] AR AA 2HE&L
olgfi 9] 37}A] HellA F a3tk (1) ExF2 =
Ao A AT F daFFHol, (2) A
Wz A o] RN ARigAe] dojue F 7]
#Fo]31(0’ Hea and Leveille, 1969), (3) A1 9
qA7F HAAANY PST FRoA%E Yeidte
A o|tH(Evock %, 1988).

5. PST2| HEAEZTIEE
Aol T HAEHENE2E(A Single growth
promoting hormone) o] 9)&j4 zddcta Y23

¥ 3. pST E5A7l U d72A9 8 ek(PigsA oA 23)

Study No.  Feeding treat- traject daily gain feed/intake feed/ lean backfat loin eye
no pigs ment gr. % kg/d % gan% % % %
EC studies :
2 34 ad ib control 40— 90 834 2.21 2.69

34 ad ib PST 40— 90 952 +14% 217 —2% 228 —15% +11%
38 88 ad lib control 60—100 859 2.86 3.37

88 ad lib PST 60—100 964 +13% 273 —5% 287 —15% + 4%
1 20 restr. . conirol  50—100 845 1.91 2.67

20 restr.  PST 50—100 827 — 2% 1.76 —8% 247 — 8% +13%
1 24 ad lib control 100—140 710 3.16 4.52

- 24 ad ib PST 100—140 851 +19% 327 +3% 389 —14% + 8%

US studies :
4 70 ad lib control 55—105 821 3.55

70 ad lib PST 55—105 886+ 7% 294 —18% + 7%
2 24 ad lib control 45— 80 3.38

24 ad lib PST 45— 80 +19% 271 —20% —17% +25%
Chinese studies :
1 47 ad lib control 30— 64 444 4.03

44 ad lib PST 30— 69 508 +13% 3.44 —15% +12% —15%
1 48 ad ib conwol 67— 91 846 4.23

48 ad ib PST 67— 95 1001 +18%

346 —19% + 9% — 6%




I 4. PST ALFAIEo] tE 2 F(Feedstuffsxlol 41 L)

Feeding Feed- Feed-
Dose Weight Gain Gain intake intake Feed/ Feed/ Lean Backfat Loin 10-rib
Breed mg/d range(kg) gr/day % kg (%) gan gain(%) % % eye(%) fa(%)
European experiments :
Ellendorff et al. Large White/ restr. 0 50—100 845 1.91 2.67
Pletrain 5 827 98 1.76 92 2.47 92 113 N.R. N.R. N.R.
Fabry et al. Beigian ad lib 0 60— 95 760 2.92 3.85
Landrace 3 953 125 2.60 96 3.04 79 103 89 N.R. N.R.
Fowier el al. Large White ad lib © 30— 95 871 2.16 2.51
X Landrace 3.5 966 110 2.17 100 2.25 89 113 N.R. N.R. N.R.
Hanrahan et al. Large White ad lib 0 48— 84 792 2.26 2.89
X Landrace 3 939 119 2.17 96 2.32 80 109 N.R. N.R. N.R.
Hanrahan et al. Large White ad lib 0 65—102 801 2.52 3.21
X Landrace 3 966 121 2.37 94 248 77 108 N.R. N.R. N.R.
Kanis ef al. Duro¢/DY X >L ad ib 0 60—100 927 2.94 3.19
/ Pietrain 4 969 104 2.81 95 2.92 91 104 86 N.R. NR
Kanis ef al. Duroc¢/DY X >L ad lib 0 100— 140 710 3.16 4.52
/ Pietrain 5 851 119 3.27 103 3.89 86 108 77 N.R. N.R.
U.S. expertments :
Bechtet ¢t al. N.R. ad lib 0 64— 99 863 3.08 3.56
3 907 105 2.39 77 2.63 73 N.R. N.R. 111 61
Ivy et al. Large white ad lib 0 50— 85 820 3.15 3.85
4 990 121 2.99 94 3.02 78 N.R. 78 127 88
Knight ef al. crossbed adlib 0 70—105 820 3.49 4.25
2 960 117 3.14 89 3.29 717 N.R. N.R. N.R. N.R.
MclLaren et al. crossbed ad lib 0 57—1038 774 2.93 3.79
3 -885 111 2.50 85 2.89 76 N.R. N.R. 113 52
Chinese experiments :
Fung et al. Chinese Black & adlib 0 30— 64 444 1.81 4.07
White X Landrace 4 512 115 1.78 96 3.48 88 110 89 N.R. N.R.
McLaughlin ¢f al.  Beijing Black ad lib 0 67— 95 846 3.58 423
2 1,001 118  3.46 97 3.46 81 109 94 NR. NR
SRF analog :
Dubreull ¢f al. crossbred NR. C 49—106 1,070 8.30 8.17
6.7u/kg 1,120 105 2.57 78 238 75 N.R. 71 111 N.R.

pY=Duich Yorkshire ; DL=Dutch Landrace ; N.R.=not reported
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€ A& dol 7hsdtA 4e Aog AdHa
AT A AEA7I F7) AEFY S R
A E 2] 5 (deposition)o] AAEHE BJ§
Fiolth. o) F FZAAE HHo) 27 A&
AxE 873, %4 o188, 588 38R £
£A) (hormone receptors) 9422 9 Q17te) mmE 3
I ¥ (intricate balance)ol] 2j&&t 3 9t} ojse
FHEoz A%, A8, 433U 2HU Y o9
oA gL Lo

FH(skeletal) I somatic growthol] §2A Qe
FFE TAE Aoz ¢#) 2 EL Growth ho-
rmone, Thyroid hormones, Glucocorticoids, Sex ste-
rodis, Insulin®} 4F Q024 7+E AFHo A=
AH7HA FF9 pepiidesE T I} oA 3
B2 O ¢85 2 E(drculating hormones) 2} 4
#3289 78 (receptors)7te] F5FE7 @
IEEY FzdA M z=Ee g¥ge
LA S gl A& 2717 AHGEL 42
Hoz 8% Aoz dFH1 Yok

dE9 Aol B33 = 4Fs28 (PSS
Fore HFAE AAT A A -8
FHSAJL PST AV A=A E AAG e
39 JAME FAHA gt ALo) Awp
Evd 7448 &9 3 f1oh(Salmon and Dayhday,
1957). ST7F €% AvlEFQIGH Y 558 37}
AAA PAez AT FAe EINAYGE
A¢ Sulsich e IGFI Ay Faslges
delA gk HTe) AAT o3 STE B9
AYREANN AGHLZE IGF18) Vg 27
ATk Aol WA oA ReREE A=
HeprAE AAS A HBARR STE T
9% A3 wgze] A= Ach(Russel and Spen-
cer, 1985).

THAEY F4e A Z8AHEY A4 (hyperp-
lasia)o]u} o] wrEolF MEW Afze AE7}
&%= o] (hypertorphy) goldt). gloj ¥ e F&
THAE] M2 o - YH Eo|THAL
len &, 1979 ; Campion, 1984). ST B 2 A A
X9 FAH o] R oM X §FE F/MNTE
488 e Aozgeid Qo sTY TKAE
4283} A3 A Forini(1985)= o3 F9] o
AT SAZZRE dod ZARE 2P =8
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dFEC] ST7F FAIZKAEY 3 44 F
A FFE FA %o Pt sTY ojoe
Zg3 YR F IGF-IE FAZSAEY 94
ME Z2& 2AXAHDodson 5, 1985 ; Flo-
rini, 1987). Kotts 5(1987) & 3UE9t PSTE B3
A7 six9 EF IGFsE7t 7159, PSTR
ol g YL L6 MEY FAE S
Res U

ST9] 4% 80] IGF-19] 93] o]HAr}=
A& STU Al IGF-1E Foste Ax HA 9
AEERDE F2E ¢ AA 487 e M E
A3 HAJqh FANA IGF-1E T3 A3 A4
ol ZAHJAT 1 55 STFRA| vz} g
Fol A} (Schoenle 5, 1985 ; Skottner %, 1987).
AN IGF-1547} PSTRo] H|& A H o]
"old Aol d&Hed 1 ofe Usd 2.
(1) pST7F Az A o] gAlEo) vl 9 F,
ALFAAAE IGF-1o] 93 L5 geve
AHdot}. Etherton $-(1989)2 PST7} t)A}2Hg o))
fiAE g APRA FAE 2Fde T
AE 313 o] Ffo] EAZAN ARES FIS
tALgGn FEPD (2) IGF-1 AgdnAde
PSTo| 93] F71¥A] gethe AMdo|th(Walton
and Etherton, 1989). s A} A IGF-1& £33
oA we AtekA Haggolz o 68)
(Walion %5, 1989). 0|24 #a] AlFAE olf&
IGF-1 AggMdo] YA IGF-19) 93] A ¢
A3l dgso] YoM A IGF-19] FZd $71
171 W&ol Walton, 1988).

6. PSTS| FoiEn}

PSTo| dis] 25<¢t RHAY zAEFTAAN &
FHA AEE W 28] =8 &9 A (Pigss}
feed internationalx)) e A 23 &led AA3A ¥ 3,
¥ 49} £

e o

AE7A AAYFZ2E(PST)Y HZ ATF
Foll sl AFE T FEF XD it
ol JHAYE ML EF 2o WA
AAAE 04 A7HAAT Qo). o] SFFEL



$HA9 A 259 wgd FHQ AHE U
el o] 8FEF 9] st AL F T2 E(Por-
cine somatotropin, PST)o|t}.

ARz 2o 7tE At WA e G 50d0]
A5t BAS Bolith AR 2R YAFES
Fd33 =& AR F4E dULE
A= QoM Fod I9FE @F3ve=
AT A2 Y} (Bauman %, 1982 ; Ether-
ton¥} kensigner, 1982).

A3 F 8H(Biotechnology) & &gl W o
FS v Ao 2 daEojx grh A A
AANAE FAAA N A2 F9E 75T A
AENES A8 AGA, N, FRrHe] 4
HZre PEx=gol BARAL glon FuUddAx
H}E o] 3of) vj3) v F3L7]= 3FA) R o)y 3 g o]

BhtAE AFED slE Aol Wl

9% PSTE AX A o f WEo| o}d FDAY
H7b7t QAGA dEsr] YEL AFo) B
7170 7] W&o SRl AE Aste) A (UREHE
A oE, $EEA, AFRANENL, FRAAE
A, AFAGRA E AR NS g
AFAA PST) th3) 7)1 &ske Aol AEE 7ol
S4% ok

ey old] FUHE A9 PSTREA 7]
guisel 9= 2 FYJAS B AF2A 2
AFARE ANHT AolHEel o5 FFL
43 ANY S 9E 9ol et 0|59
FE4EE ATAHRA AL BT R
o WS & & vk
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