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8mm, HTBEERMENLIRRE, JUFRAXENAYET, BEATIAMTEER,
Wieghart 55 (1990) FH FF R 5% 53 1 A FRUBH A2 445 10 R B G2 P U 6 22 (K] ) 460bp 19 5 R JE 51, W8
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gicagonist) AbFH, B F R AR Z B E (TRH) A H, 74 bGH BrBo: AL, 580 71X — %MW
KRB0 T 54 R R 4 WIREA B A IE R BB A 1E A5 GH fl GHRH HH Y4 EK
BRAKTE IR, EAPEREIRBRINGE, 7 4 RIMEER N E LRI AR EE KA
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Fig. 8 The E. coli pathway for the synthesis of

threonine using aspartic acid as precursor
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Table 1. Endogenous milk proteins Table 2. Potential changes in milk through
of ruminants and rodents genetic engineering
MEECOR K #E A4k
Encoded protein Concentration(ug / ml) Gene Change
BEE(R a3 BELEE IR E &
aS1 10000 ~12000 TEBELEE MOEBE (8 I LA
aS2 3200~3800 X -p-ARELEE RORREARES
B 10000~ 16000
K 3900 ~ 4600 R - Z ¥ COA - B Kb & AR
FEAREAR(R 43 olbdadaia
- AWEH 800~ 1000 B-THE, W #
B-AMREH 2800~ 3000 g AEE LR
FURBIERC(WAP)(WstshY) 2000 % R % BB LR ¢

o 7E 35 3% A AN 54 22 (6 LR 48 PIESE . TV PEPCK i 3 FRER B MR H R IA T,

PEPCK ZES AR MR BE T2 B H R IR . Uil R & KB FRES, I
s PEPCK /K PR IR TR R4 sl 2h LB 3 B ORS00 IR, DU T 0K P8 LU o B
WA, s1 B S REE BE MR EEERAK R

2.1 PEPCK BEEFANEBHER

PEPCK HH I EHFETH. AR BHAR . ZHMAR EH 4 AL 5 mRNA
KTE-E LM%, i mRNA X2 EFEH#FM mRNA BE LM B LR GEY cAMP
e, FRBHME. BERKE. MERTHRSERNMNHER, MESETHHENER.
PEPCK.mRNA #72R 2 B4, HA 30 44, {H cAMP ] {# B 258 . PEPCK [ iy B[ i i 37
KU T cAMP F1BE By R B K, T8 (T X 2P R NERPERH R,

2.2 PEPCK R EBmHFEHThaes =

16 ARG o B4 35 R & PEPCK [, il T B/ B H#/F5. B PEPCK 331 T
BIF -460 F + 73 HBAL, BEESTASHALAHREMEEARBRBAEFLFOTH.
PEPCK H:[H % R E R Y 220, ©EPER ST LAEY /Y 500bp B )7 Bk, X4
05 3PMMER, & -KHEBEARS S AR, mE 4 R,

X, 1404 T &4 PEPCK EE#RNEMTHM cAMP X, BT PEPCK F3]
FRBBHERES KB 2 h— A EAS S AN, LB 54 & E K 1 LHH
FE T EARYE B RE PEPCK 3 H i B F. K& &b P3(1) MIRAE T3 PEPCK
R REERAEER Y, 35 PEPCK B3I TM cAMP W RAHER B LE . TRIREE
HAHMEMEX—BHTFE. KR 3 5HF —EFR0AETH, WITERERBE. R
EAE R EREMESEMERERAMH AR, KPRETMNR CRE(-37Z-74) M P3
(1)( - 248 E - 230),

2.3 cAMP X PEPCK ZERHERNHARREHERAHEFHRENFH
Roesler 2 (1988) {# A MEEBIR T cAMP B3 EFH HFHHLHE, KW HZAMP
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WG ERE, HERA TR EEFEBMEBENESR CREGC)H—HEARMIFAE. 14
m cAMP H¥ETHE A EAREHR (CREB) CRFMEMENRASMBER PN,
CREB U —E&HHFRNEER, REES T RN 43000, T _F/EAMERBEEEITIK
# cAMP W —FEAMBEABRBATMEBIEE. EZEARM N HA—PEAME A. EAH
B C MIBRE L8 I iRAI LR X, EE MBI F R S MHEER, LLAE CREB 1Y
R,

CREB RE#EFHFRETH—R, EEAR « - BRREFHALABRNENE _RE5H. X
MENEBREPEERMERRARERRA &, XMERFR_-REWEAIE—ZERE
RUTENEHERREAERER, CAAT /B TS EE B (C/EBP« # C/EBPR). &
# BE B (Fos 1 Jun) &% CRE - %4 E H(CREB #l ATF -1 % ATF - 8) #RE M E QK
5 DNA FHEEH . REENFKREAT, X8E QAN R R R % &, i, CREB
A5EHEFHSE ATF - 1 ER %K, (B85 ATF - 2, Fos.Jun 2 C / EBPa. B L3R
., R, ATF -2 AR5 5 CREB(‘5- TGACGTCA - 3°) M{tl#y DNA REFF, Ha5
JunERRR-_EA EFETHOHEER . ARBRA_ERKES CRESASHEEN, MAER
W A UEBAENETHRILOBRE, XREHT cAMP IR 2R F LR,

FEit e ir SR ETHEHWFE, ENSEE PEPCK B3 F -550E +73 T &
fs % T L. CREB %47 CRE -1 £;C / EBPa 1 C / EBPB 4 &4 7E CRE - 1 fl P3(1)
EoURBEATHEROXEEARAERFSANFBRE, X 44K 707 ¥ PEPCK 53
FHRFER. B, Jun B—F4 67 PEPCK B3iF -340 & - 280 Bt AP -1 K LRy HE#
EF, ERZP 0 N5E (PMA) M. 45 PEPCK - CAT ZEIF R E N4
Makt, AT PEPCK f9%5% R E A2 30 £ (28 Jun 5] &K # 2 4 A9 3845 XA R 5 Fos
HEBIE, B S Jun B RR ZEATIE#HIT S EEN TR c — Fos BETZF] cAMP.
B EMARI RS FE L, EHTLAY PEPCK £E MR, EIL, Fos fl Jun E&¥W
RER A MY PEPCK EFPRIZMTIEE. HAME R ME C 7T LLHER cAMP X PEPCK 831 T
HEHES

4 PEPCK Ba)FHRRAR
Fig. 4 Transcriptional regulation of the PEPCK promoter
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2.4 ¥REFIET PEPCK ZEX BRFBRESHRMMHEE

B 5 & PEPCK #HMAEHERNE, 8 - RKEFHXBTHEE CREMP-146%
H (CREB & C / EBP, Fos / Jun fl NF - 1), BEfiIf] 5 TATA A {EA M A PEPCK 2K
R XEMR cAMP IR B &, CRE f1 P -1 & PEPCK EHELR T L B:#T
REMBEZUEFRENEIEERE. ERITHEXBAFTIANEARDIER, ENTE
CRE fEH, {23 PEPCK ZEFFRMEEMNEEH. HPEEZENR P31, ESTHERY
JCf+ CRE thEIVEMA, BARIE PEPCK 831 T3 cAMP R4MHIR N o 164h, P3(11). P4 F1 R
BR B E W B ST (TRE) # %W PEPCK #F#7/K ¥ P3( 11 ) fl P4 #7455 Jun / Jun [T %
&M% &, W E PEPCK )3 3 FHEFF R 40 ML A 9 #5342 80 30 55124 5 Fos / Jun R K
HE G, MAE28 L HFOEFEM, L, FRIREE B HY PEPCK B3I T E
PP EIFRIERM,

FRUERETHUREERTERIMELEEGEEANME  ELEYRA, BEAXMNES
BRHPE T PEPCK Ja 3 FHOM RIS INH A B, Blan, Jun AHESEHIERE 1 w8
FFTEW] Fos BTN, B4R CHEB 5 CRE 1EHI Il 844 5%, (L EAER N TR
FX—-BEARABRLRE . BRI ZEME S, TS BCKW R T % HF, I CREB #1 EBP
AIThEETT I R SR, X—BAERT MBS ESENEN RS PEPCK R FHEE
gamsIRAERFYER.

Fober % (1993) # F1 B @A AR T PEPCK 331 7L CRE BH H4 & X —
I EMERREKN S #E. ATk, CRE BARELIAES 4 F CREBME5H#REM.
Quinn % (1990) tifif, CREB BfLRETRHME 5 CRE M4 &, (HEMFREERZ
cAMP W, i1k, X—ZE B 5 PEPCK i 3-F L#J CRE WS K FHE G, B, Chvivia
F(1993) s+ R —Fh CREB A A EH, RAEYEH#HMRILA A4S CREBHEAS . X—&H
A LI B: 4 CREB 45 PEPCK 31 F L# CRE 5 TATA BB &EH, EfiTis s
cAMP B T+ PEPCK B XMW H A EFEM, B EBAM PEPCK EEERHAE
fE Austin 4 (1994) 9 & PHIESE, BIRHRE LMY EH E1A, EAEES PEPCK |8
T4, (A BHZF PEPCK B FHIHF,

2.5 PEPCK BiFEHEENMRPHER

% PEPCK B3ITF (-490 E + 73) 5—AAIEEWEEMERE, HSAKERNBRHER
9, BREEARXR PEPCK EE WA B ThAETRIER. i, Ik &8 PEPCK / bGH(44E
K¥ME) ZETERY . B BUASNERP RS, 3HEH5HE PEPCK £ FE AL &
B Bl H R (L b s K P B 5 3 ) 77 R K UM & bGH /K, {4 WRARX — 48 4 Z |1
B 5%. MR, YHRPEREHERRMERZ A, bGH FEILIE P RBETTIRE 30 5. M
¥ T Bt cAMP(Bt2cAMP) HEFEASIWIAR, 7 90 4r w2z PV {EIMLTE bGH 125 2~3
£ o 5 388 PR AR sh i 5 B S R, T T R — B E 9 55 5% PEPCK B B F7E1R &Y — 470 B

+BRED, EPTXHERMEEAREER, AT~ RKEMERBEEXEE, EE8F
TR REMLETH,
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2.6 BRIEHXFELERRFRLNBEER

Douglas % (1994) AR T K E H B B xf
KR KRR LG RBIER, 2k Y
(NPY) B— 1 & 36 M EEMHULI, TE
FETFHRMEARZREE . BB
AREHRTER, UM RER.
Fid 2Rk HIAb 38 Sh 4, TS hn A g Ay R
R, AMALHERERSHBKER. Hitk
AT T REMHR, AXBURRAEAK
THEERKTHER, RNEEEARTE
B NPY Z2EHFEKT, SEAWEHH;
REKRBEI,

HRp SR S & B A 2Kt 7T
VA OB AS B RS R A K o Ricketts %
(1994) BF38 T F R ey 2 Y (40 76 W F0 3%

B5 PEPCK ZEHEFRWIAKAE
Fig. 5 Model for the regulation of transcription
from the PEPCK promoter
NF1—#BETF; B——CAAT / MR FLESEH

(C/EBP); C——Jun; D Fos; V AR EH T,
% C/ EBPq,C / EBRPB, FFos,Jun,cAMP Wi R 5i;
#44%EH (CREB); T, HARBMEZE
GRE—M LR MK Z ik AF—3 B E F

W) MER (508 / kg BA 174g / kg H
) X RIS IE Y mRNA KPR W, ERU TSRS BRE, §2 RIS
BRAY L0 1 v 4R RS AR L, ISR IS S B T 80 % 5 (A EMEAS /K T- i A NS 15 1, £ 4B i ZA
H R MR 50%
MR LA 58 B A 0T i R B v e, K BRUBERR B («PL - 3)mRNA K- HAK R B A #8458
i 163% 1 212 %, 768 R H 28R ASATAY rPL ~ 3 mRNA 7K¥-, WRLAZL 78 i 20 LW 5% b 41
%5 45% orPL - 3 mRNA /K5 LA 2R 1E 5L, (EiliE 28 P 3t & B2 KE W,
b, BERSEIVERFHNFEIENREEPELRE TERRZRETEFHE
BREKTFHRAFEMERAURZHARERNBAZEEAE TFADIE L, RSIAE BN ERE
T,CREB.C/EBPa f1 g B FHFEEE MM EERERY EEREF Ao, BREICHFMKE
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BT R, FE R 2 E R AL,
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USE OF TRANSGENIC ANIMALS
IN ANIMAL NUTRITION

Li Jianfan
( Institute of Animal Science. CAAS , Beijing , 100094)

ABSTRACT

This paper reviewed the use of transgenic animal in animal nutrition. As a model,
transgenic animal can be used to investigate the promotional acting of 'growth and
metabolism of foreign gene to the animal. The gene can promote the growth rate, efficiency
of feed utilization and the composition of the animal carcass, another way is to introduce a
new metabolic pathways, by this way new substance can be biosynthesized so that the ani-
mal performance can be improved. In another respect, nutrients also regulate the expression

of some genes which can affect animal growth.
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