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KBS ELBHBH g 478 oE o
Hok2| od 7ol wal whol Fdelx A=k, PR
e Fafifgeel AWM A FHELE o
< Hpsiele AR 98 A U RES milE
1 Atel o] F o AW EREHE HMA A
9 @5t (Pearce, 1977)0)l Al =}a] 3] chslz] oo o
7214 £ 1% FrkRlel AR Aqat zicksl dFAA
et

A2, BRE HADmA v MR BER
(glucose) 8] HaFo] FAlu) HE oo, oSS
2 i (plasma)ell 2t olelztel mEES F

£7F 2 (10~15mm) ol frv oty ¢# A dA Yk

ob= ATHEET AR BEv iRJjol % Folok
8ked, 2 of-FulFol] MIKAIAL B o) §F o)
WS ojoksle, weld H{LBEduel ol it H
FEel A A meEe] vE-F okl eslele ZHelvh

(Krebs, 1972).
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S F8% zelv EFAAE A1 |/
&R {EA (lipogenesis) o] FFiEdl 4 dojudeles Aol
t}, O’ Hea 2} Leveille (1969)-& = o}2loll A RghhEE
RS 90~95%7F FFel4  deldelm stgod,
ol s}7re A4 Eo| uiE>] (Goodridge & Ball, 1967)
2} ©2} (Evans, 1972)ol % B3 = gich, ofjal
AEL BHEE Bt BERES EM]
A Fa, VA (adipose tissue)dl A= Erohe
2 3% 3 —FHioh (Goodridge, 1968 &, b : Goodridge
& Ball,1966) k=il ek, F L AgoldAAe
gl BB ARl Fol o RERSEMS) A
4 o v} (Jansen et al., 1966), Akt 4= & 31
Bl ¥l s=3tc} (Shrago et al., 1971), =teb4 BgWi
Bl A9 HEEe BHddar T AL ohvin,
oleidt Aol Mol MASEMIFAE ZH sk 4R
Moz Fagk BWoH dEA 2A Lok

ol M3 N KEAA=Z FEE FA M
B 2 BRIEALE GCLF FLKSZ )]l I
e &ES wAd sl JF A Lot T



ol f-& o] fEHE WKWt MBMFY  RBEA
thooel kA Y JEEEHIQL AR AAHH, =
T ool EEN UAFY HAEFHAoE s w4y
T 4 gle d "4 & o EF Flol ] =iEo]
ot

FLKS?2| Fsay 3 SRPY ER

FLKS+ Laursen—Jones(1971)¢l] &l&l »§=atx
o2 Rasul o o FHAY WA ERE E
o] gt AAY AL 29 BERNS Fud}r) 9}
gk, o & BEislAtd, 3~5iEEhel A AR 9ol
7t A= 2 ERAHMAH, EHE debdA A=
24BN FA ", RRERT AT B
FHE 2 Fe, o714 o] F4le] o] & (FLKS)
o] izks st

o] figikell ¥ AR MEFESLY ATAs
(Hemsley,1965; Riddle et al., 1971 : Siller & Wight,
1976 ; Wight, 1975a; Wight &Siller, 1975) ¥
TR, R, OB ¥ e, AT, A
Farel wEs, PHEAZA FL& T HlnE
BEEANA B 2UNL 2EE 225kt ol
E At oA AHE (LiBHo] AV BTl
sle oz gigk, oiul EIFFHEE N A 3} catechol-
aminee| 4= %l oF (Wight, 1975b).

el o}A o] fEAAY ma¥N EEN HFd o
< Ahgho] pHLg RYleos Wrieluel FLKS =
3 A%t dEAe2E Fuide "Adelodd, ol
A HEe gt A7 AFsYgn, 2 Az @
< AL ¢A Hode A7 M dAlelA H8
(Blair et al., 1969 5 Ridale et al., 1971) FLKS ¢}
Fa% HR MU ¢A Hdou, a9
ZackAl+= Whitehead& Blair (1974a)o] 2 wt
A At ol B B gge] Fun, HYES H
BEY %ol F& AHE ALt o) kel o
i T Ee] 20%HER A velgS Eg oo,
ol2qldl w24 R AHY fiiEst HeAS
Ak, Emebd &2 A7l Stress, 53 AR
o] giftel FLKSE £AA0cte: Ag A g o
(Whitehead et al ., 1975), ol &4 A &o] t|L 4]
HAL, 2 FHRE BREL 5 dAl sl o714
=g oA 2] 2 87t o] F i3 =, Hemsley (1973) 7
frkell BEE Hrbske o] Aol o M P

A, ole 2 AKAY BAEH dFo] ol
ghe S 23 kel 28y FoRoE of okt
A Bl Ay F8% TabTE 4LEol biotn g H
7b8le] FLKSol 9§ FIFEE MY k¥ + o
o} w7 ol ol el (Payne etal., 1974 3 White head -
& Blair, 1974t ; Whitehead etal., 1976b).

FLKS 2} EZEHa L 1A (gluconeogenesis)

FLKSoll 4% 48 1aHsee] fmiHsksAidl 4 o]
"] el Al e M ZEgte GHol ¢ e

. ol& olvtx AFell A o] BEMIK{EMol AR o)
——‘?*'-0*]2]2] o] sf-Folele Aolr}, (Bannister etal.,
1975a) .

BBl v 32 mEERe] &Kt fd3ar
& ofvl A Ak, shute] EHe 2 AlAS T e}
o] VL RBEMAAL (invitro) 4 A3t odof
2] Aol foll (2° —H) glucose & AFE7 AN
(in vivo) 4 Hell = x| k=t M FH
2251 2t4s A o] el 5] of o} (Balnave et al. , 1977¢)

Bannister (1976a)% FLKS o] Aal #o}elol
biotingd Fo 3l lactate & K] 2] i e S
B HAH o, EFT ABENL 4dal4xE 22
23 A 5 A&E 2geh, 2 F T ol
Bannister (1976b) & [F UJH- (liver slice) &1 &M 4%
fE7ikel 2 8t el &t 3| H-o|Pyruvate carboxylase
(EC6.4.1.1) iG%S S71et datdes ERHES
hESE EHTS Bdch 2lel JEiEE REY
F 4 (apoprotein) o] E=| 5t=], biotine] Pyruvate -
carboxylase @] EhEE#ql AL Bo} el A Al
A 3t biotine] AL HF= Helch,  =HezhA
o] o} 78 E{bEpYE A FLKS7E o] wElRle] A
HE A4 EaiRebe SR80 A &
—ES I Ak ey obA X o) o Fdd 3
obeloll A biotin®] —iiy AWFA, &= SR K
Esl BEWS, WA Bk (Perosis) ol v
Elviz] ¢d o= b(iﬁld\ FLKSS fEgsrt vy F3
£ %A ‘45}"4 %o A9yl g8t

alzl4] o]l A& FLKS7} st43%F biotin®] AL

el Hatgr 7‘°]"“] o] fEke HBldle o8 H
Ky wREo] BKkatE HE Sacok & BHA
o3k o] ol g Wolele il Fshsl
e He BB ol AARoel glod, oA

0

N
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o] fE¥te] A=k AHE o] ofsh M Al (L
o] =rje] 3~5EKITl Vel BEIKE  fEY
7} o] fRe mickAlele Aoldh o Mg HW
3} 3l 2= A+ Bannister (1976b) ol 2}& =~ 4= gl
8, 2= biotinzke MEHSHXIRE FE G EIEAA
of st e &% #, Sglucose —6— phosphatase
(EC3.1.3.9) 2} phosphoenolpyruvate carboxykinase
(EC4.1.1.32)2] Eg#(ERo]l o] Kol A al ¥ otz
A ol e AE WA s o] R, wE
H4ATL] iFite]l BIKMFAel vebd LUfked] ETF
2 Al FAa gaq, EEY ¥ KT
of - LR AUL Kie} R AR FAE
WM B K&E  (Hood etal., 1976 5 Pearson etal .,
1976)oh of#f M Alsjsiel, 'l HET FRILK
1i! (hepatomegaly) 2| 73 BFfl#kNe] Pyruvate —
carboxylase 2] i&Fftol Aek=glz, ubwol] Acetyl-
CoA Carboxylase (EC6.4.1.2)¢} malate dehydro
genase (EC1.1.1.40)¢] ¥4 &7} 819 2 long-
Chain I5HAfES]l ASSEFIEE Eobxlch o1& RAELR
Holl A o sl Bt

ol olol] gA¥HINS ctEERHE] Juxe Ure
Hol obF X HE A A" A2 ool Whitehead etal
(1976a) o] A€ Ay Holch, LEL biotin®] &
gko] o faA¥olA meaaBs e kEE 97
AAA, F Fke, EREVARE 4984 FLKS
o] wradgof w2y k= biotine] —Axfyl A
ZAlE o f e el steos, W E EERA,
G855 AF8ol A= biotin®] Yubx AP FA+= <F
7t vebba, 23le) FLKSel 9§ FiEdo] o ¢
FolA g Mt olebyo] Fag 48 4ES] B
ftyel 37l biotin AY 5o gl FHY FFgE
ol 4 glohe FEL o] wlelule] HfbHla M2
ol HHIFE ¥fE AAlstd el 28 biotin& ¥
F3ln A EHE kool o sjelnl g Ewirt of
g olfA T Al obdl ¥ REm gloh

KGRV 7 REAA T BYHERIERE
Zl gepi= A 3 (Leveilleet al., 1975), FLKS 7}
biotinel] < nl &l KEEREE RE=, o) Kol
B o) 709 B¥F (acetyl CoA carboxylase &}
Pyruvate carboxylase) Zk8] biotinell o] §F 73 =8 of] 4
He" o UdSE Bt

Acetyl CoA Carboxylase 7} Cytoplasmic f 4 0]

7] wfFol] Mitochondria’ Nol] 2l Pyruvate carbox
ylase B} o] wjelulg o £44 45 ¢ + o
r} F3to] glt}(Balnave et al., 1977b 5 Bannister
& Ewvans, 1974 ; Whitehead et al., 1976a), Biotin ]
—#zp9e]l A Sl A ] A7 7534'"&-% o]
d Fg3 —Fgd, F v gereldl 4 Y
acetyl CoA Carboxylaset Pyruvate Carboxylase
N} biotin®] Al wial o A AF Iz U=t
(Achuta munth & Mistry, 1972).

Fux2 neslek ¥ AL FLKS d4by 4
ot 2 LTS AHE Ne ogAl 2eizbe] iz}
7 Jebd = vk sk Aolel, Hood % (1976)
2 BFP3e} biotingr# =t Pyruvate carboxylase 2] ¥
Aol wolAal olfFe] FAl2t AElE= o]ufoll oF
7+8} stressqt 1ol X Pyruvate®] RBEIEBY o
g kAl Eol s1%5& als A4dA Hetn FF35
g}, (A Aol A= Pyruvatex= Pyruvate -
carboxylase & %3l =zxgoez A=), 2E
£ =3 el Ad s Wetelald Jdebvte FEX
fE2 ERK SA19 LEigA«d A vdebde Ggoz,
o]+ Pyruvate® £ 54|77 8ty fg B & RUF
ol 7=l ojok st7] dlEoll Y Aetzn Fage

2k o} FERe ARt ssel Al 4
A el ol BAEAl dFEka aglch
#Zell oA o] A= o§ Hal e Lol
£ EESTFY mEd Z2ade AR Hoteldl 4
Pyruvate carboxylase 2] #4je] FLKSo] A3 o
ofelol 4 ukz] W&ol WAS gl =-Eelct,
(Whitehead et al., 1978), ¢] 7A€ X, Hood
% (1976) ® ©}aks}xl 2, Pyruvate carboxylase 9}
% B oldo] BFel wAldl e AL Rud
ek, 2=z FLKSS EERSA olawtAlel ¥
o}2] & Pyruvate carboxylaseol] ¥ X Egte]

Fgol BATTNE T TEFY HATHE

4+l (homeostasis) & A 5 U Aoz 3o
o, 2l o] EAY VAL oK ALATNE R
pistel of s ch@adel wAdstwd ol=ell, w24 o
A4 2451 JeRdsl Az dee A el
QAEA Y Eae FAY el A A
R7bx o, 2Eo] Lol debds]l HE £
A Zkuks] ABazxt b, 29 4SS @
FactAE Aty &R Wolele 2o MmBEFE
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€ =2 371 S8k BFoll A 2" glycogendll F 2
ol 2314 sl FLKSo| oinlsiAl sl vold
il o] Wole] &L vz {EKHL glycogen$
ztA 5]l (Pearce & Brown, 1971), =2t §F ¥
o] & Pyruvate® FEAWK=Y sy £2E8 %
st 224 Yool YA, =Y 2o RAY
Al glycogen2] A ABL FrA7IHE =Fol o gt
HEegs velve Ao £ Ak, KAY
A Aol e HZo o]t FAL o Fslrl A3t
gz, 291, 2 AAH Hetelaly w7k
HEifroll ol glycogen?® £ %7} dup W] Lol
V=t E A 8o Fro} (D. W, Bannister, M.E.
Cleland and C.C. Whitehead, K¥%&S ZAa). =
gl wivl RaAzboletE B4Rl Yolale S
Azl 2x vk A SA S Bt A TR
2l F5& fAgH 3, 28 Pyruvate-
carboxylase 2] #4o] g R & Wolel= YA
¢ 5 do] gl7] =}Fodl FLKS7} vebdoh,  ofm}
o] £}2+2. stressol] o7 EHMPEE F2 Arsjuiz)
(Catecholamine 2] X 49]) v E& A Az &7
JE=1 2 glycogen2] 45§ 4£3e 71QEAE ZE
t}. Bannister 2} Cleland (1977)¢ll 2j&f 23 g c}
Eihve Al sepeiel HUKE ALY 4€d
4] Pyruvate carboxylase2] 283} o}F 2 =lwde]
de  GiEANEZ Yo 229 F45HEE 9
o1zl

glyceraldehyde 2 ¥-©el¢| 2 5w} o] A wo}
2l9] 40-50%¢°l Ext3t AL LAY T, o4L
glucose — 6 — Phosphatase 2] &4jo] [F#< 792}
ok 0% Zoll Estsly] fEoletm it TE
% YA Al N K ESEE 24 3 (rate-limiting)
gde] TLF HAY FAdss =8 FLKS 9
F4FT Ao et AR Al AW 4=
Peh. 2 EEAWes Mol R4o) o B
Hij (i el glycerol & *}»-8—‘}“—%“4] AR ER & oA
7b & A (RS 4%), ol AL glycerol-
Kinase &} gl)cerol—3-phosphate dehydrogenase (EC
L11.8)2 TR &t o Fo2 498 5+ g+
A AZeh ol=l B PRIRBHWES lactate sl T
ol Eetd o, olv Azxdow i VEL WHe
(NAD') /(NADH)®| w1 §¢ 74412 RHolth, =
et WA el ol JERH (reducing power) 2]

b= #olel, 2E-L fructose, mannose I D-

Z7he 8o MERE 1&g A93% a4y
glycerol® H-e{o] BEAM(FAE oS AAata o
Zl o} c} : glycerol-3 -phosphate +NAD" —dihydroxy
acetone Phosphate + NADH +H*

14'\\‘ A

400
Y

200
100

O 1. od4deshaSet sR4AIR] Yotz (4~5F3)
ol mEA ZT St IR glycogen2 &R

A :biotine] HrFsl (C.7mg/kg) FLKS -5 1%
34 (Whitehead & Blair, 1974). B : FLKS -4 |fa)¥}
T, Frige Aclko)l thES 4 %LUTa- RS 49
g $1gAde] e wolel), C:ETLH FLKS -5
IS Fo4. TR MEe) $hmEe 4% Likdl
AL AYT (P B Fotrl). |re BA
"} A F FAA gegm, 2 tgel meEsr  HFe
glycogeno] & =|gig. &% MEE 5~684
siF=xlole mean+S.E.M. 24 EAIES.
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BROlA e Z=E 5.

FLKS® &7t Fel2gade B Txg &
WIERIl w8t Fedejel, Afzle dHEH o8, ztdd
5 ujoleld] HHEA Yk A Hole]o A B
o} o 243t e wa o olv pEY RS
BANE FAgHE &EUAR 7ol (Bannister et
al., 19758). 4A4F A7 viebdrl LIFTS Aol A
= B A 25 d45de] Folzl FA
ol e} (Bannister & Cleland, 1978), -8 3lAx wlo}
2ol A Mg F=EE f=lsk?l $iT FEzA e
FTaAgde sl d2 el wlsb glod, oleiz
o] FLKSeol A=l wetelol 4 K] 4ol Frt
Hcobe Apdol o] {52 Helf W EFE oy
ot AE¥ 4+ A& A 2ot (Whitehead, 1975). o
FE Zhol] o] #EAME FLKSe| o’ Hikit olsk
ol 4 Za] TN AT Z Aol AR E B

At

FLKS2} fERCH

FLKSl 4%k g7 od Pl 4+ oli8S HWHR
#Hepe] s AR 7 e AR, et
A q F5 AN BERES] BRI 24k
slgl ot ol Fw RBEE AES 9o (Blairet al,
1973 ; Pearce, 1975).

ol Br} Foll Evans % (1975)-2 s #ofeldl
A dARN FeEVREES] k] ¥3, Very low-
lensity lipoproteins #Fel] & f-% triglyceride &] ¥k
= AGE uEE FoldA S22 migd 43
o s € A=ty 2astdst 28 BHE
#P32l lipoprotein lipase®] EE-& zt4As 94 O
Bz AL Skt B, LR { BRxAo
AEZ Al A 9 FgR5RE (Palmitie acid ) 3+ Succinic
acid®] EE{LEEx A4olgd ot o4 2=
2 Helo BEHARERL Z4=glct. o’ Ast
€ BRAZE ol FUT "oy Fdx
FFdol Rl A fehicz 274 RS oo
sl 2 FES oS AR Ao Y Hods 4
o AFAEL Fb HEERDHMY 5 X9 Very-
low density lipoprotein 2] triglyceride 7} X3 ol
S xupel HFes dzaa, a8y ol

JFIERRIQl RBI7 BIES] dalolelx RAE 4%
o}, 2319 ol oiskxl RBERE A A
EX EARMERAY AKE AT F kY TA=
AL -

Whitehead (1975)% o Ad A7t velnd  slo}
2l §Fsk iRl A X9 g=r) ol AE B
netg 3, Wl TR EKER A 3LE LB
Hro2 el el olE =AW Ayt
%7+ triglyceride 8} &3 of-Folglm, Wak ok
gt 2o Ml A= F X5 Aub4le] w)-fo] =%

Fotd A, =l g-& HetelY 9.1% uls) 7
4% AdAE 17.8%7 A, ol ® Sk F
2 Stearic acid & M A5l o] FoiA A pdd
otzl o] Hfell4 3.9% 2 24 dbd 2¥=x gL
Aol A 13.7% 4. 28y Hades dzdoe,
RS A EES T T F72 Hoteldl 4 v
8t ok A=A 2 YoleldAe HEEe
Palmitoleic acid 7} 15.7%, Stearic acid 7} 2.5%
don o] @A A HotulelAd  viebd B
triglyceride &] 24 3} FAbsich, of= HF ¥ o8
ZA o) FAH8 A4 EHASAA f 2 Aol
o darFal el MAl o) Fo] 2 FAHo] Yot AL
F i

22 ol { Aol AAE F& Aol
' AE% FA AAs

Hood % (1976)& FLKS] o] &Zal7b 4 ts) s
LB S ol A= xlufale] @Kol JEIEERIAL
2ol AS-E uA YUk 2T AN AT
< JaAFH e AEd =} FHER Aol oba ¥
9 @rlel =tel B slgleng 0 Fedve AT
RAEE 25 AdSell EEs.

o] WAL BHEEsIAR, o vobst ol 4 #A
He Aoe® vlejxle MH#EA lipoproteindl 4 E
triglyceride®] Kol E# 3 o}& ZA-& =l 3
glth (Whitehead et al., 1978) . A A2  m¥EMel
Palmitoleic acid /Stearicacid®] »]-8-o] T2 L &
faRde] Aifol M &= ol yolels} FLKS ¥
veld AA7E AFAos BRY + A

Triglyceride®] JEIE®E Aol g AAH
qle 24 B9 desaturase B4 9 kol Folal A
o] X1 =gk (Hood et al., 1976 ; Pearson et al.,
1976). =1/ bioting] Uizl AP FAlCAE o]

X



o} §-AH&E sl A & Palmitoleic acid & vl-§ol &7t
5 ol B3 SlﬁiQ(Roland & Edward, 1971). o]
g A EL biotin®] AH o2 g KBrEAY A
stoll 3l REMIE A 7IA] q e}

Qo HE ol F s ube} 7ol biotin?] AY-L, v
E JpiEtEikES] B4 Sl Y 4AH FE22 £
st ets, o ®lEbl§ WEEHE 8T o=
a2 a4l
71t} (Achuta murthy & Mistry, 1972) . 28s] o] u]
ebvl- bioting FH3 $L UL ELEo HaA
£ 332 v A, | 5 Dakshinamurti & Chegh-
Tan (1968)%-& o Ml 4 glcokinase (EC2,7,
1,2) &4 o dXg A7 axE 23 ks

ol a3 P+ biotine]l AU R Fpl A & oF
veb £5% 24 skl g dasn de FFel
AE 29 Jebubedl, ol HAESY SR
ofsted 2g=idceh

Boecks &} Dakshinamurti (1974) © =% o] ]
ebnio} AR Hol 4, Akl T PR K
o] 4 bioting F4% A odg FF A4
HOHEYAE £AsMgz, olsh #4E AsEo]
Bhagavan 3t Coursin {1974) ol 9|3 # o} e} BF
dAE B3 =Yk Felgles A2 Boecks £h
Dakshinamurti (1974)ell &3t =t 49 =
A Zabot A #@4do] oo, ofd wAe
GRS T =2t 2 Uk 30 Sded HERE
< A FYgLE ¥A ?%3’&‘41: R olct. Biotin A3
Efoll &= ribonucleic acid o RS 4= glcl
(Boecks & Dakshinamurti, 1975)  v}-& &4 8ol o
3t biotin A Y HRE whesl HAHAKN Hag
AP ES 4L AF 22 (4, Oxaloacetate 2]
FL)Xole TRsicl, dvkdtd o HAE-S o
ERE Heb i@ &g ] AfFolch, 44
el A odF gt desaturased] Eit-E F7) slglod
ol sl 2497t obvic}, 1 o]-fE Balnave
2} Jackson (1974) %-o] biotino] A% ¥ otz 9

Carboxylating A4 TolA Y %9

1i%EFoll A aspartate aminotransferase (EC2.6.0.1)
o 4ol 7 AL 297 =mFolct, Biotin A
o] E{eAy sdabe] olsi =y fildE o™ o
2} 7ka] #Abell ol %F of B EiFkel % .8 3sicoh

FLKSel cish obx k4 Ad2 2t o Fa
sreFeae] st BRI AIXIFRBY dgolcl. Hood
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% (1976)-& s EErpo
2 A% ¥ 4 ¢+ Pyruvate (2= lactate) & 4
BAAHk & Wao oA IHEW Tl ForRctn
sloict. ol F HwAlshrl el 2L AWY4
o] sl F4< acetyl CoA Carboxylase 2}
malate dehydrogenase®| #Ado] kAl S FE Al
A shedch, Lok Fol Whitehead T (1978) &
FLKS® Z47F vdebtr] olal el abAlel4 g
AxE QA XHUT ¥ab obulet
Pearce (1976) =, @& H-& @x}2| Jotelell 4 3
a5l zlo]7 3+, acetyl CoA carboxylase®} ATP
citrate lyase(EC 4.1.3.8)2] 4ol

a4

Pyruvate carboxylaseoi]

Balnave ¢}

14 Ato} ST g

malate dehydrogenase 2| 432 4 B4}

2l 2 32 4 el 4 Balnave %(1977b)2 FLKS-
HoiAR (BN obd)E FARY Hebeldl A4

L

ATP Citrate lyase 2] o) Fobad & 23 319
Al

b ol wobelE-e 18MIE] Mifrol & RFShR 4
zaelonz ool 4M FLKSE ehgichm 7]
Qg

T Akl EobslE ] £ obylxiel W&
Z 7S] ML{Hcli zted, ol Ze] bioting ®+-%3}
T ool BrHe REmrAEel fi/HE Eel biotind

=3z 42 A9RckE BEY Fa4E F4A
2= ot old A& ofvtE WHIRE biotin

o) . SR MRsSAY Sfsle S5, e
o) Apabeg 2A A Aol A o] wlEbale
AEge E2dste o kme HTE Fo H8a

Qo] whel 22" Aelrh

oroll 4 o3 F = wkel zre] (Whitehead et al.,1976
a), AbEp skl Aol AubA RS skt biotin2|
AE2E, & Aol AAFL A2 FLKSel
olgt B& FHIEE Fol d3E FU vi$7] Blair
% (1975)-2 FLKS - #3514k &l sbaf Aol vk x4l
g Z7hAA FLKSel o3 Hids 2ei=2
2 glgith, Whitehead % (1978) a4 wl w#¥
e dA HPed, 2EL 4R biotinES F
b Al7lAl RnE gt A <o) $RE Lo
24 JFe] pyruvate carboxylased] iEtES &al A3
+ Addeh ek o] F 452 biotine] Pyruvate
carboxylase o] M E@xlE AP Z=F-2 Fol,0] &
49 iEffel AvkAlA Webda vehis FLKSE

s A At



lhel A # Astoll o 5l Balnave % (1977a,b)
o] Z4Fgt uidl] ofst= S4B¥RIL| L sizlel] 4LE
ol &1 (tallow) & Hstsle] FLKS 2 It 4burg
& ¥ x5 LA FH el x1u}o] acetyl CoA carboxylase
o] #=%F& = 5kA] A o] 2.l Pyruvate carboxylase
& %1%} biotin®} FFeo] HsH 2 Hoz MMds
et #He BHell 42 acetyl CoA carboxylase & /2
WAL 48Rl 2 & 3 = gl o (Majerus & Kilburn
1969), =k Holeloal 4 E F 3totd, o FH4 o
WEIEIC T oAE ¢ gl A"t &2l biotin &
WEEEA D o~ 9l }$7] acetyl CoA carboxvlase
ol ifitkel 4N AL 28 AR FE7F BoixA
U & O 540 S LR ol AL I
ch ool ¥ sbdel EuEg Asles, vtY 2 549
2ol 2lsf wleivle] RejEH I ol  AF 2o
R R 4 ek, of welgle| HRikel ZA
FotxiAl "eb, dARAE 22 gk BH
o] wloleloll Al acetyl CoA carboxylase & 42| [014H
4% (turnover rate) Y} =¥ FA4ot4 KElH %
el biotin 2| Hifyell ofd J3& Fex 22D 9
o}, dl=iih fEFIHIS = Aol sbsstel™ biotin 2
n# R (sparing) 7} A& sbeAd el e, ol &=
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