Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

Lipid Metabolism agadll bt

“ -

dadda

1000 udsi o) Ao 808 g 1) (amy o)) AaaDle Sy ¢« Dia ol ie 3jagl) Halad Hlaill die
Lodie lgibat (Kay Janl) 138 Jia jlady APl &lall o) A lull A D 25 Aepuny g 50 e
B P (Say Alall AY) agall (ARl gay cpagSlall Wl L ol oo padiidd) AUl jaae s
Bl Ghagul Ao AN Jlag o alie) 2aS 50als Ao lu pla3n B 66 ATP . (e 40Ky EBLa)
) LD Dl dnis 48Ul 35 il Sl Cilblansy dal) 5yms Sllin Jaall CRESH laiy
Lot A8l yojail o gl Lgidanslsy Sl A @Y (@yhall dulys i Juadll 138 A . J g punlal
il COELY il ) Adlaal L lalaa) Caagr asadll sda g aihhiat Al @GN Gyl
. Js sl Sl lipid signal molecules  3,L3Y) 4 sailly LS

Al Glaalll ag cauall (B asalll alaea (AU asadll) AN lay el 5

sadl) aladally sl ol A4S Yo oy L JRI8 Cua canall (& duaal) Gileca il
&) Cua (ol lealing Al Adlaal¥) Gl e % £0 J jrase D) Al wd)l)
@l sl oda Gl RS VY J Aglue AN aadl) culS 1Y) JUlly gy llS S 4T oy
ALY o aladall Jolin (90 el ¥ e wisad ball e Jaliall 248 a5 ¢g)sll€ LS VY o0
O LS LAY Az dgglall Aie N At )l Gl Sal) ald aag JSE ) A shun bl o gl

s legSHX g Lgelibial e gl cpda O Y &l Gl
. A3l agadd) anan—
sases A ety o Adall Gl s A dawdyl) Geaall oo Jg el Jawl SO @lSHya o

naly (gpadl) Ll iy Lol 8 ilian &l o3¢l 3anall aiagll itny g paealall g Biuge damd
e Fanadl) i sanl Agualn Juindi ciillll o35 . il e 3anal) 85 (Lalll 3350 3 WIS 8 e



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

ALy Al Sy ol Jid 05 G (50 D o B ) )Y ezl ALLud) Sk Aansias
DB s e L 5508 Gl Gl Gaapdy Gl Jleall JakaYly cpadlll 3 dllad fS) o8

ALl Aavsia 5 Byl ) (i geal) e dlle Fawd (55a3 A Clapale e ggiay 535
: Agghial) £ Jab —

(S Lasl) b gpia cliaS Gl) Cus A3 claeY) Jisis sand) AaD) Geaal) al
2l Fmall il Sl (e SIS (sin) Ailasia) LS Ha & Dyghiaall ZY LA shieall #SleY) ddaudsy
Sl Slap¥) LA 5 5hal) alii Lelaa¥) daal Eshall e i 5 2SI 8 aidaaig (s Lall
Clgine Jax Laxie Aygnadl WIAN (e 5yt (sll5 iS5 JsSsa (g5me Gsap JB (e Ollassd
gl cdlaall (Asall) Lnaaill A A Lovie ga ¢ sbatilly i shiaall ZOY) Jai s lae¥) ) 3axal
gV U8 (e Rulaisall e (g 5aall e djlia Leadas Aalios 3y il Rlainel) o gal) arings Gy
. Al (e dacalel)

D ASall SLull) Jad —

Sl oa ASa) e il Slalll s )3l 8 aalgiall sl alesy @A) iyl a3 o
aip barall (e Ui asingall eldal) pe Jax ) diagead) Jaxd lly lisySall a)lsds Sinl)
JS Jand Jia¥l sa5 Ly 6=PH Jaes ) xal) Grdd 3 Bagasall cilyginall PH dad @il Sl
A Sl gepn Ji e Aad) e GlisySall SIA (s — eladl) A dacaledl il
(e V) maall I el Jay Lavie claaYl e

pdl) (aeall g i Calidyg L aayl) Jladal 4pdaa) pudi)l) Haaal) JS5 (oA culal) Al sl zan
dandll agesd) Gld Jls 4 Je . A3l GV alail Wy A & ) e dalgial) GlaY] sl
RpaS L oy Ll Gmens AN Gaan — JAT (mes dualiy A o Alul) Al
Rnssiay Symd Ao mpen (g5ing Sl s i) Gl e L) Culal) b 55msall (50
e g L) 3aae Al (ageally cAlulull Algha dend pages e (gnn Yy SS) AL
cgleall odail dalag dnyg pum ag Glad¥) Culs



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

OB s JlD elaa) daal 3 dmidie 4shiall #OY)s Jed) Sllll 3815 o) a2y
Loy QU die ity samally (soaill Slalll Y rmac 1385 A pgs Ay (il GladV) Cuds (580
20 L) die Al aall b SIS, L Kied) 5Ll e dumidial) gl Ui 180805 (s
Ll piall ZOY) (e dimiiia il ginse callaty 5311 5 ilall) 030 aay L culal) Jax 3 el Laay

c el saal slaal 3 Calla gl 5 sanall Amseny (AT Y JISEaall 5Ll

e e 3l gilsall 8 sasmad) (Alalidl Jgba 8 U ) Lewall mgeal) el Slalll alesy
@ 1y Jopmle el galal = 2 5 5a daws Gases ladie cJgpmalall Jaul (SO0 g punlal
Oo Aamsall G gaall dhat il Ly GulySadl mis o (2) adsall (B jise auwd e g Jypule
Aamd Gagan () 4y shussill o sandll dlasy oAl A2 Slidsiunsdll 5 (Jg i oSl il Jie) LSl
»Apsiu gl ol 5hlga

: Ay sl agadd) Lalalial

bl e DUjall 8 el e Aaill) Jy el Jand (s2la) = 2 a5 Ranadll iagaal e
isalial] ¢ Jg find oI Jia (521 20380 o gntl pant IS Ay ghdiall YL Nt Bysiam dyjene

LA oa 8 yaaall 8 Al

Al WA mhan o (Rpeaadl bl ) cluesl I eld) e Bida JUS (e <DL alis

OS5 A sl e bty Jg el Jid) (5282 CliSpa 5 Aanaall mganl) (i i A gaal
Josi Latic s 3l o sl #OeY) abisial alay .o lae¥) daal 8 dyshieall 251 is
e Ay lgihsn alay Ayghiall Y e % 90 o SSls o aal) e aY) adl) alal) )
5150 DA el Aadd ) Ly syal) 3 Leayail o hiuall 8 5 (530 A I 52l (g5mall (5l

(A aaa

MJbM CL\ (12 GJ\ 4 e UJ-IJSM L_\b.l e ) Al Z\L.a.n):m JE)MEWJM ua‘}q;j\ k_\LE:uy
3Ly i) (e and Y Aalay canad 1 L Ayged) Aleall WOAN ) 8)50a aital Lol Lpaalisita
deadl Cpnasdl pn Adnipe a0 ) i (caalll e Sad ) S al) I Jasis LiDla



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

dadle a5 Cpmsaiill e dladll e JC3I BA2 Sl gingd GulSal 8 SEIY) dssla WA 6
le ISl Sl 5y Cpann i Aad gy Ao ) Jailly Ly pnall Analll 8 i) Juiy A2 5Ll siu b
iy Vled ooy (18350 5 Lo pe Jadiyg (Y Jah o inyy Jladl) 415 s &)

rclpall) die agail) £ agius adipocytes ddaall LYAY -

Dle 8 3agasall dylal) COaall Ay g B15ally dapad sl (e By Bkl e dpaall Al (gean

Shasall 5 Jomule Jal QUG JKG o WAl o (8 danal) (agead) A sl (0 (38,
DY) Aalall o aldie) JAS ) Leudll (msenl) 4By, aT 33 I adal Fiad Asisasel
il pnad¥) (g 90pa Aanl gy lipoOlysis  caslll Jadll o) Jg punlall Jasd U dgals Jelés Jadiny L Aaa))l)
lipolysis  (saullly Jlaall Jalistyg . anll & Gplguat¥) 585 padddy ladie  ceall) il Jaza dlayag
Lt blds o) Lagall Ju ) ageall die Gaaay WS Qa8 epinephrine (pjann¥) (g oy Lic
eVl 8 s ydisall dgeall e pe)l) e ol JS aseie pae Cpl i) Aaudsy desall (asasll ) i
B-adrenergic ¢l — B Jéidl (ks oaly,aY)) epinephrine gpa V) Lasiy
s adenylate cyclase NSy el ayl i ) o @Alls Apeadll 4800 & receptor
o)) A8 3 CAMP (g5ie ¢ 1)) (505 - CAMP ol (golal (55uY) ila (S e il ay

-.hormone-sensitive lipase lisayell uluall jlulll 35608 aplins I a5

Jomle ded galals Gpa (e Gpdana (A Jppalad) el (SO0 dgals 5Saal lalll Ly
OV ad paeag Jgle (D Jgpmndall Jual (galal) GlSa aoliiug a3V 138 o) e a2l e g
Sl Jorle dand galal s Qleld Sl Lamads S ol e ggiad Sl 4A)

: Monoacylglycerol lipase



Olads Al 3 P EA| R W Yag gaal) pliassl) e

andd) A 8 aadd) JIail) cilay 3 (A ga ) aulaidl)

b s pelall O 2y a2l S I A DU LY e 5l awsal) im panlly g plall i
.gluconeogenesis juia)sisSelall cleld 8 eSsle ) Jgath 4iasS e haS leja b lle . as)
Jean el go ddaiye pall 8 Jiisig 4Ll Lalug¥) 3 Dad¥) dien a5 dadll (aseall Wl
LS Caai L ax8 Jeaall lisegll = Juaall @il e dsdill Slisig ) G 3aaly (a5 al
el D Umally ) g Ly cmatl (g 32 ) aall LS b Al (gl Ji55 L Jumal) i
Mg 5yaal) A8lall ) e asil) Gl LDIA (4500 S e 3uSO mil) 038 & (e a2l

 Fadl) Laganl) $aus) -
:Knoop oxidation g€ sausi gl B— 3ausY)

JalSl 580 ) ) lly Sl AlaSoull 4plad shals 1904 ale (s il Gaall) 8
o st dand Gasen cilfide OIS bkl Ciald) 138 6 38 L Aesal) (i senll SSE cdle il
L O o3 Jr b Al Ssal) S ol 5 LDl 3 Bl (5 e iaise Rl )
Al LSl sty 4l et () Aanal) (ageal) ) Al Sadll i€ ALl e Cangl) IS



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a
oda CwilS Mg 42_});:\&\ Gl gas s L':A &"_11.15)43\ sda Ll Cua y2 ‘z;ﬂ\ Yl C._\\}.a oaldng) xe

SR ad aea and) eIl QY e g8 e o dasal) (a geall Zolindl) liiiall Giga Lavie
Crralil) e g ) Tl ) (e sl hippuric acid) cliysugll (ass aagll azy Jac ) 43l (4ol

=(

u,‘,"‘” > ."9)&“‘ HLE)""'

<aso 3.‘3;'-1-3-'
o | é

0O

' IR

R el

e / \_C-NH-CH 7
; ATT 000 / C =D CH-~-C¢

/ \ CHQ“CHQ’—L'H:‘ CH2=CC _— \—_/ | : 1-CO0
e = 4l 28

23 i PO el =S
£
0
7\ i
\ AT, p -
g ——— T { »-CH; -C-NH-CH,-C00

\ _.” '1, A ! &
— v 4 Gl ) A VQA
44

oo Ul ¢ dlyg Cuul Jid aes e Jall (B el O 288 (mes File aas & Ladicg
asaal) (e ¢l S 8 Y1y By IS (Sl sala) JS IS o ALY AL o) el (e
e gana JS8 G Llae caai 1305 LAY 038 3 olijsuel (man o Aasdly B3al) — Aanal
lae o) Aol l@idie e Jgeaadl iy o) Alaiall e 43 ¢S ()0 e JIS) Lgia 3aalgl) (goas
Lt e Jgeanll
sl Gasenl) G (alabisin) daca e dey Lad SE 2 Cus) e IS5 QS i) 13,

Gl L sy . B opsSl 52V Ao olSa dglee JS o) cigl) Ll 3 (508 S el
. ( B-oxidation pathway, B— 51.<Y) 4.le



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a
Jiy aily jualall cigll 8 oS 5 8 sl (aeadl B- 50uSY1 e g ) Sl S 23all )
A= ailsS i) SHhe S A sl )
tdale G L) LAY 8 acal) Glaeal) Gl laal) Jo U ad ¢Say
s Jsdsisall A anall Gaeal) s —A
- usSsindl ) Jusy) -B
A€ Glld JE e sausll) il - C

3 Axpiall Al i gend) 3] e Vb 58 wig Juadilly dadyall o3 Gy L Lad s
Dl aaall 13 danall i gandl 50uSY Ay puall Talal) eBle bl 5 oysSll Gl e 28l dael)
ol s (8 L Gapill dw daliad)l je Gaseadl 5 (gsSl Qb (e
Activation of fatty acid awall (aeal) boiii . A

ai) adadsy sdlly . (COA- Jand ) A= il QU il ) adsatly Jghsinad) (A sl (meal) ol
: acyl ~-CoA-synthetase jliin. CoA-

0
I
R—CO0® + HS-CoA + ATP —— R—C—5-CoA + AMP R

synthetase

i A dalanial

13%a 5 inorganic pyrophosphatase (gsac Ul blaud gy ail Aanlsr G Gliud g ynll aleaty
o pndl) Gaeally A= il oSl c sl JSEAT (leala AUl Sille ()58 8 Giidaly ()b
PR A lgle e St COA Jaul ajil (e Adlida & 193l day)l llia

oS @by T e i e dgslall el iagenlly acadie JsY)

C0sS9 12 (S 6 (e dudlidly panasny SE

0S8 16 Lag 13 e dudllly anads, Gl



Olads Al 3 P EA| R W Y4 gal) cliaxlf ) jia

. UJ".)S 73)-3 16 o) d}jﬂ‘)“ JJJ.MJL\ uam;:\..g@b.“

: (3-6 JSall) ATP ga ansall (manll Jelii sie oy cdlind) Jaud JS5 Tapil) 2) (pauias

il CoA- ol aa 3 Jas 4l (3-6) Jsidl

bﬂ\ﬁ@\w%%ﬁ}‘)ﬁ@

ml) CSall g S S a A Sl 3 ) 5030 Jeli(2)

- COA- Juul al5 AMP Jlaiil &l a1iy(3)



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

sl ALY il (b DSl S e LS55 psmes A a6 Sl 555 05

: gigSsiall (Sl LY COA — Jua) Jli — B

S eliall P gl Jgjguall & Ja) (acyl-CoA) CoA - Ju) aplaisy ¥
. CoA ) e it ) coatl (gad (g S sisall Gl ) Jsally (g0 € sisall

S (56 sl Gl (1 Fanal) iagandl (e COA= Uil JSE S 2Dl (pe 43 s Lias
3auSY) e Guadaiil) §laudly prans (S5l 2)la COA= Ul JS5 ¢Sy ¢ Jysiandl b LS (e
C oS sl oLl e RS andl Gmenll e J) dlee sl @lly; B-

O8s allls acyltransferase  Hhudwil i Jan¥) goag B (45 p Aol 4SS Jal) Alee o3

- usSiall Al e Liall 8 (uexie Trans-locase

abdy Jeld pe oili- Lo sl COA- Jawd (& Ll 5yl Ji0 Lenie JalI Jgliany
OIS Jan) 88 Eua (CAT 1) carnitine acyltransferase—ld— )yl i Jal ()< o)
JLi CAT | e dpadanil) glascd) 0555 (g3 S sinall sl e Laall Jals acagis CAT | () saus
e ol A a2 gl (IS Jaul) Jay Aenal) (i geal) CDIELY (538 5all andail)
OIS Jau) OialSH sy Skl L IS inlS el inlSH lenls sall (il
CAT | adaiy o)) Jelall GSlaal) Jelitll lapiiiy CATE J aryilssa sa5 « CAT IHI )pasls
oS5l IS Balels U sl (s COA= Jauld JU) s 4SSl 4000 leil) Aandll (555

- NS sl



Olads Al 3 P EA| R W Y4 gal) cliaxlf ) jia

a_a'azﬂ.) o
3l 3l 95 el
o coo®™

co0>
'I'E'.‘Hi (|§) (E:Hz
HO—C—H R“«-.C——-.O-—v——cl""—l“}
.:l:!—!2 CH,
@IEI(CH-.;).: DNUCH 3,

Dol GLS et

<

-_)!"‘?“Jl-c"_ L

o
i .
> h-'ﬁ
ALl D s oat l =T
5 IS =1z :_).a..‘.-.)\s (bt e
: o
9] u_;;‘)l_;——‘_
i - Sl padeaasl 5 g:;-_uwlh-\\
eSS G =S oA II HS-CoA

Fanty acyl CoA
SeSall Il alas (4-6 Jsal)
SsSal iyl LU ((4-6 Jal) )
OflS ) il CoASH 5 (yi)lS ) JStl ) \SI ae COA= Juad Ligia Jelim o
- el (gu Sl o Laall g Al dga e il w0 s 1= Sl o
il IS Jaal S Laadtie ¢ Jalal) gy S all eWiall e oin)lS Jul Jiiy @
Sl e antiport (Sladll 351l 4dasgy carnitine: acylcarnitine translocase \S gl
- oSHl (e
CoA- Ju¥) J<i sale) ¢ ¢Laally Jasiyal) 1= 3haanalys Jaal i)\ Jadisy (puSplal) & @
. COASH (4 len



Olads Al 3 P EA| R W Y4 gal) cliaxlf ) jia

Saturated fatty acid oxidation dsuial) dawall (agead) 5aus) . C

Dadls 3001 &5 AaleY) 3200 Jadis Jabw a)) e ¢ Acetyl —CoA CoA-  Ju¥) Jsad o
t (5-6 JLal) («ikal) thiolysis A gall Jlasl)

Fantiall anal) iageal) 30uS) Jali (5-6 JSl)



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

Juis acyl — CoA dehydrogenase  jluag na (63 A= aadl o€ Jawd il Jadisy V) Al jall 3
COA= Jsil - AY = (330 ¢ S y0 Ao AduV) desanall L3 B 5@ = (gl (s Angape Aba)y
leie JSoda (Js¥) syl Jadins dalide ilayys i) 4yl lpdil) die 2y . ( trans— A2 enol-CoA)

» o dlyshag A giag Byual f(pme Jsha b iy (aidy
Je¥) (e Slig fSN) Ja5 Cua L (6—6 ) daig SSIY) V) (e Ao sana (JoY) Alspall (3815
& FAD ¢g3m — Sluagyna 53 COA— Juul a3l A prosthetic group  duazll 300 ) CoA-
o ASBU JBU (50 @Al canwy sl Jaie g n ae dadie @A) e ) by Jom

- ( ETF) 4 a5 3 Electroc— transferring flavoprotein
OBSs0) OsusS ) — ETF (cany e Liall Jasiye J5S — (s (g 5058008 I Wbamy g S a0
(Q) GssS 2s) g o) Ladiy A5
paliy oo Wiall Jadiyal) anii¥) ae Jelés FAD (e 3aaly Ao sana (gsing uilatia e 2a AU ETF
Q g Jlall s LS ETF (3 13S0 chamsall (mgonll (Dl go ddaipe e i 0l e sana
- Axa el LS Jatie J8L IS5

( ETF FAD - » Fe-S (
R—Cl oA
. CoA Jiv D58 2 ¥-FTF |
\ o |
| s g pa 5 234 I
[ FAD
1 :
R —Ct ( & A
. \DH Fe-S QH,
Oe a1 % ET1

g aud 50 A- 23l S Jaanl Jelas gLl oilignSI¥1 JLAZSS (6-6 J_S._u.ll)

Slunsns 53 Am ailsS Jead Jeli o) il 5N Qi (6-6- Jsall)

Sleall JS B 5200SY1 (g 5V Al yall e 3l COA=Usiy) (S e 4naly Al Alapal) 3 @
.(L=3-hydroxyacyl CoA) COA- (il S5 0a=3 Syal L—

Jeles 4 ey (L-3-hydroxyacyl CoA) COA- Juul auSsma=3 = LSy asly o
. COA- Juul 5 3 (S50 (K0 NAD+ 355 e ding



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

A= a3l & nucleophilic sulfhydryl group  4.léslS ol adyynedludl Glé )yl e
CoA- duu) 58 -3 (8 LisnSI C3 (50l 50 e LdnlSsh agag a8l ( COASH )
. thiolase j¥sill syl adadsy (53l Cleavage reaction SSa Jelss

paall CoA- Jau¥l 138 5Sas .S (Y sl COA- Jan) S50 COA- i) Jlassl &l iy
G Bl Ll Jeati ga s Al clyeall sda codle! 35S0l cle ) (e basas By sal Bl gu
2 COA- V) (e ddlide Gilaghgin) QU awall (meal)l Jood Alidi Giyad WSy .COA- il
s Alyshally Aas giallg 8yl — Judlull Adbidall Jlsh¥) ae Auadi JC0 el Al ell) Sliag yus

cedlelal) 8 agad Caga (las Ayl
AN Jaball e LikasS (6168 amall aeal) 30080 (e Jo¥) AN cBle @l o) Aaadlall il o4
cOleld o LS dila Gl Bosans¥) ol K3l aw oKy cJanS g8 D Gaeall Al 854
spiral  dng3lall 4yl S Gkl ge Yhe o &y (JuSpSl SO el Al

. metabolic pathway



Olads Al 3 P EA| R W Yag gaal) pliassl) e

Jaball e LilasS (5355 anall Gomeal) 3008 (e Jg¥) ADEN e el o 40\ (I-6-6— JSall
& )1 9H & )
eSSl D aeal) dils 8 101 2D
p amidl) Glaand) Bacs) (ha by adal) A8kl -

CoA-5 HQ2 s NADH Jiu¥ ciliia 43S (o pmsdll menl 500S) (o Anilill A8l ayl oSy
palmitoyl-CoA Jisiallll (1 3aaly i 3auS) die &0 Al 4l oda lualy o A1)
423l CoA- Jiwy) (e e Ald Jla :B- 32.8¥) Giyb (e ( C15H31-CO~S-CoA)

e o Lgadad iy ¢ adad (ol ) Al gl i) S o) B5ausY) (00 Clys gans e

:‘;“IJLD [ (.Lgﬂ



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

LT X
CoA-JSs=v + 7C 0ASH + 7Q + TNAD + Hey Oiinrms

SCH,CO~8 CoA +7QH, + NADI SN

J<i a5 Lglh JuS g &l D aeall dils cBlelis ) COA- Jaunl) clia Jas Laieg
B— 320u8Y) eyl JanS <l S (asal) dala e dailill el QH2 s NADH  cliia s uie
Lyl o Ll ety LS L Apanslil) 3yl dags ATP Gl gl i pSV) Jis Alades ) Jas gald
s il . piADP (ilSs xie ATP Jnl ol o) Jas dlul & edlelll dags
iy Jun€ gy I D Gmeall Qg B 3008V cdlelis e COA- i siallill GlSal 4,00 Aalaall

D U< e clig SN Jis

CoA- J2s>v + 230, + 10SADP + 108 Pi —>
CoASH + 16CO, + 123H,0 + 108 ATP

S oy - ATPsgia 2.5 oy NADH cgia JS (o Jlie¥) ges Y1 & cllall ¢l dic)
s AATP e ciligia 10 8 CoA- Jiwd e gia IS ols ATP sigia 1.5 Jalay QH2 (1 ¢ 55a
O COA- Jaud ) algad o) (4 ind il Aila Jolas 48Ua cllgind 8 anal) (mesll 52080 )
A3)laallyy . lipalldl Apiad ALK 5208Y) Jilie ATP (e iligia 106 Lisbue oS Sleill 235l
N blis egin 36 ) daai ASEAATP 408 oa H20 5 CO2 1) 5585l dija aush s
4aS Clung ol ehal a3l 488 CH3 6 (gsm g9ma Y 3sSslally (5508 850 16 (e 43586 il
Lyia 85=32% 6+16 Jall o clly (&g . 56Sslall (e 5500833 16 2T 5l Lo A3 ATP
oo B Sy 58 lally anall Gmeal) (e IS 0SB Jla 8 o) ATP 5 45 )laeys . ATP

) A8l Aansl) (i genll i Lol (aaal) dgdany Las %A e B 3sSl Alla 8 4 o2a )
dind haasyS Y Dl (3aslsl) (sl )3 Al L guaa) sl vie cilhan s <) 4sis Lea
Daas dawall Gageall 5sal daly (ald IS agal) (ay cAansall Gaseall g 43)lhe Lija 3auSlis
2l pSe o lg hadine ele s (090 BSOSy Lylaaly mand ills o Lll LS sa 48l
Lag) (sl Bans (& A8lal) e S CleS (il e Alalll Vs L ha sy KU Al 285



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

Ll Gl o Sl e awall Roald Amundsen Jis caasl) | g0iSia Juad 13lal agl A g (S
Daas Gaall aadind ladie g . o giadl cuadll Joa Sl 1500 25050 Wgal agaiSla Jany 1gali g 2 A3l
e e 2aldl) e giall aush i ele o gia 1232800 (e 5508 LS a2iy aneal) () A3l
et Ally lallg oWl lgadl o Ally adll (e aldia) Jeal) alis 3 . COA- Ji i)

celally gl (g0 dlygha liliss dayy o)) Jaadll

sSd) Gld a jdal) adad) Cld dawall (lagand) 5aus)-
B- Oxidation of odd-chain fatty acids

ALlul) 33580 Lansdl) Giaganll (815 gy SI i (e lagid haze (g5int Lyl 4pne¥) (i genll alana
Aaludl 33jhe Gaseal) auSh 2y LRUMIinants sl sasall 3 LSl dauly aidaas of (Ko
thiolytic 1sall clil il (&ls cAludud) dpmid (msenl) 2S5 ) Dlelilll depone el e
Sl A e Glpdil) a8 6525 .COA- Jiu¥) (e Y COA- Jiignnll (S 5e (55 cleavage

: COA= UrianSsue I COA= Uisaell Jsoalty o

% ADP H,C 0
2 I AlProd !’: o | “
HCO:® + H,C-CH,~C-$-CoA 00C-C-C=S=Col

i ¢ ~ . A
~_-_‘:L"C.-= V--"-- COR -

H

CoA- Jai e Gl

N
b Wk @ R

B b o e 1

LOA o gle Jaas
A
0 S e )

‘;"
|

5 B Ho O

©00C~CH,~CH,~C~S-CoA & -l

Cooc—Cc—Cc—s=in
CHE

A N N .
raf
CORA = oS diae L

™ { { 1 7 | < i
p'._'."ﬁ.‘ St Gt § St e (/'6 _,.A_A..._)

PS5 COA— daismg ) dee 4



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

biotin (55l Je adiaall propionyl-CoA carboxylase DS 58 COA— Juigupll anyil ladiy
.CoA- Jodle Jii = D €0 J&&55 COA— Juigunll 4 HCO3 clig Sl A6 7 lev) Jela
& Ay A methylmalonyl-CoA racemase jlaulyll aiyil ddladl dW) Sl ety
methylmalonyl-CoA  ;isall il ikl COA- Jiiglle s — L oS ya (myty adls L= Sladll
JOlEN Gl (e aaly s s COA- Jiiglle diive ayil o)) LCOA- S sl aaid mutase
aciall Jalall 553 asid el JUsS JsaV) Gidie -B-12 (paelill 35 Lelee b cllans
Jaid dua Jall il adaiill sale] guel JUsS daysiad¥) e sadinall culayiy) Janiss cofactor
COA- Ui sudl Jsady . ( oo 58] Asladll 3 imial) gl 359) slae (0508 Cim el 553
i pes 58 Sl IS Y)Y g L iland 5l e Slige COA= Uiglle Jsinall iy (Ctial
Alg o st ALl 5350 Lewadll mganll e Aa3U sy ll 8305 (& ¢ piamssi Solall Dlelis
OSay LS plall CBle s ladie aaad V) elal) A oas) SEN caay L sSsle ) cilladl)
iy i g€ O Il gd (S Y Aowsdl sl (S0 cansd Gmsen ) Joati o oyt S

c el e T i) COA= Uil (o ey 35S slall ¢ lidaual sale ) il

Oxidation of unsaturated fatty acids dsuiall & dawdl) (o gaad) 5aus)

Al gl man aladin) sy ¢ Agpdal) jabiadl 4 LY daly desdall e dewdll ageal)
o Al pageall oSl Gkl e Y (C18,cis,cis—A9,12) ( linoleate <zl
G Aasaial gl sS5 p LiY) axe sanie dewall (amseall dulle die Jall s LS Ldxuie
(A e Aasie Lol ) Dndial) Hedll Al lean (e Aliaiio SULsul
& i) Cile sane gt Dol Jpas i B 5008 cilegyil Aoy cldsull) e 1
laye M COA= gl Jumy B= 328V (10 Clsa SO0 amy. Ansdyall Al i ASShial) ALl
dasaye ddaly o dgsall oda (geai ¢ | Aajall) COA- Jsu) Sli (C12:cis,CiSA3,6) dapal)



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

52V (po Alajal) i & JSES Sl Bt (G goke -Aalall Ansapall Aall) e Yar Y ¢ B s sie -
. J5has COA= U5l ai¥ Wiiessn Y ¢ B (as e -Ans2iall Alall oSy ¥ Sl dnisy B -



P EA| R W Y4 gall pleal | j8a

COA- Jisiy) B 32uSY) (b (laguusy Chuludal (g 3i) lin ¢ B- 5] (33 sk ey 33Y A8l , COA- Jsi g3l sl Bacus)
. JUS 4, CoA- Jaighl (AU — 42 9 Jlags)




Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

sale) 4 (2 s yall) enoyl-CoA isomerase )y s COA— Jiigul syl iy i Jelis A

) « CoOA= digyl Al — (gshe c@asiar S ellae (AY) (A (AY) Ga Ansll Aal)ll ansi

. (trans,cis— A*® —dienoyl CoA

S 13 (3 Alajall) JaiSs o) cOle i) oda e g 8y5al Sy B 52O il (S yall iy
e i) (3s agal Aagadall Adal)ll 038 ae Jaleil) &3 28 (8 G gahall Adall golal 2uSEall (aeal)
C10 bl Syl (b cldgull) Jial) 3 Wl . gole (S5 B 52uSY) Dol st Cagusg ole |
18 Gayias 5 «Cis —(Ad)-acyl CoA — Ul (A%) Osjiaid= GsosSl 8 dagaiall Aall 5omy
: C10 sgind) DS B 5008 & V) iV Slimg a3 COA= Juul apyil ylladl (Sl
Culs Aagapall Al S Gl o3 Y blaig . COA- Jignl S (A™) (gie ¢ Byiie
oSe o daldl Dl e Uljgw 0S8 dasajall Ayl oli ¢ resonance Stabilize (yilally
- Al yrall dagaiall dday)ll
Ly alaail laniiy 4.2 dlenoy-CoA-redoctase gy COA- Jigul AU —42 il a5y
) bl sl Jany o3 Sl M psig e ALy (s0ll) Llad gsatiall sl ) 2y
— Gssie —C10 Spall I ) a5 oW o il ¢ (9-6 JSa) dapdal) JIKEY) as) b (s
:CoA- Jssul (&)



Olads Al 3 agadl) D) Y4 gall pluassl) ) jia

O
Shsas) COA=Uisil apt¥ Lidle Bljiysms (2 Aspall & (5 ial) cSleall 58 LS ) ailil) (S5l
B 32 Bk 35 alelin oy 3 COA- Uisi) LA (3550e iSpe I alsay A

Ketone Bodies 4.igisli aluay)

o aeall dila EBleld ) st denall (agead) 32uS) e gl COA- Jiul) alaas Jsaly
ARG ¢ pauSyh () Adlal) oda aE o Sy Lo e SHall 13a ApeS a3 Ladie oSy L JanS g0 S))
Glilsinls ¢ B — hydroxybutyrate cuyiig oS5 me — B 2 Al alual) g llaal 8 3243

. acetone (sl 5 acetoacetate




Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

The Ketone bodles 4. a<l) alual!

AN LS pall a5 - An S GlSie ge Hlie LAl sl e Gl faall e maly s WS
JS 68 AL (0 g ilpeS Lal © 400 dpaa) Dl gl iyl S g 3] (555 o3le )
o Ol g e iU JuS oSl e Jeld (e sale
Lavdll mgeall (e 8 4Dl Hila 0365 Ll (g a2l cfuel 3585 e Akl Hlual) e
D) Aoy 2l o) Ky 5 " L) 8 Alsie asad " yen agud ) (S A clgie il Al
o€l g QNS s Lae ) e 230 (e dandll iageal) (ga

ot Lome oot il ol L A5y ol e S0 S Sy Ll ) S
Lol DA 8 ALl jaas Sl

(ketogenasis juiagil) 4300 alua¥) ¢ Lkl -
LAY A & axsiaal Jiig a0 8 sl e 355l el gilas
& Slls ‘ketogenasis aia Sl vy Lo o) 40 gkl alaal) ¢ llaaY 43EWN) Gkl o
5% S sl (S Ll

bty Jel b COASH ) jaiyy COA— Jiulsind Aiya JSial COA- Jiid i Yyl (il
IS CoA— i) I COA- Jiull (ye Rl Aiyja Ailal elld aiy .thiolase ¥sall asi
CoA — HMG a5l adadsy Jelss 8 (HMGCoA) CoA- Jylisle i3-Sy mm —3 Sy
.HMG — CoA synthase“ jlin. —
Gl JVHMG-CoA il Lyisiy HMG-CoA-lyase L1 COA-HMG apil Waxs a5ty

el Al agay il Je s 8 it s s —B ) Sl ) & sl 2t COA- Jiiulg
B- hdroxybutyrate dehydrogenase jluasus 53 Gy S5 8 —Baryl adalisy g NADH



Olads Al 3 agadl) D) Y4 gall pluassl) ) jia

ssiand s Lially ()08 inall ¢ Lial) yie JEY) Clytisy a5 —B 5 il 5] (0 IS (S
A A el LR 5 Len " 10y " Lot ol aall (gyma 1 JWEYT, ) A8 3
- s I el Algae i s (e Bag0na ApeS] JS Sl g5 e (5585 a2l




Olais AUl 2 agadl) D) Yag gaal) pliassl) e

@digSsinall B Axighsl) alual) Baus) -

A OSall Jay g 08 Clilgn) 5 Gbis Sne — B aadi Al LKl 4
— B Joad . gsalll Gmes dils b sl & ey COA= Jind ) (Vsals Cam ¢ (55358 sl
Cfigr (onSgyme —B ail adadsy ¢ Jaladl) (e ¢ Jeld A cliwlganl) ) Gy ouSg e

- Ol (63

COA- Ui g syl plens COA-  Jitsgisud JS5 COA= (Jiin pul) ae cltisu it o liy
Jul Sl S meall dala 4 COA- JuiuS gl dila (e loda cllging Jelal) 13a ol .« ) pbualys
S s apyil adaidiy 53y sy sl (suse e $jindll Jelis — GTP g lilaal & aaiis il
ot Laniwl Syal) 13 ddlh caX dus ¢ succinyl-CoA-synthetase jliin. CoA-

. COA ga sl I cibisad i)

ai) Ll a3 COA= i) (e (piigia ) oDl Jelill 8 J<iiall COA- iltipul sV Jgaly
- ¥l




Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

Lipids Bisoynthesis agaill 4gall glha) -
ol asanll ggall ¢ L) —1-7-6

s «adiocytes  asill muall Ay Al G Qllad) e clpal) die dawall ageall ¢ llaal
g lilaial oy o Liay¥) o L) Zonlll 20all LA 8 LS ¢ Aima Jag yd (8 danadie DA 8 0 J8l Y
- ofilendl Cy Bl (Jpaall) adlys . LIS e iy play LSS 5 danal) (22 ganll

g LhaaY) 3y
ool | (5058 sisal g sall
ACP JuN) J8lll (gl CoA Jau) s
C2 C2 A XU Cilas gl
OsN) miar aalay) CoA Jugdl|  (c2) CoA il [ Jaidl
(CO2 &ul
NADPH | NAD * EtF | S)all culiy pSIy) 8
caldagl) 3anete Cilaai) | 3280400 Chlay ) ey ) ey

Lol cBle iy davall (i seall gl ¢ Llual) cBle s G (354

OS5 - Jadsiead) i g Ulaal) sy Wiy ¢ (508 sisal) 3 Gty IS sl imsenl 5080 5
glibal ddee 4 J@Y) (Spall hasiy L CO-A Gila ga 320SY) Jel@ & Jladl)l jindenl)
<4l ey sy Acyl Carrier Protein JudU Jdalall (gl ae jialedt JS& e Aol (i geall

. ( ACP)

eilidi (e (5% Aida gl aawie (g ash Lein ¢ e eyl Aanlss 50SY) Ol Lo
A A g LY 2 . gl tie (gl g llaaY) CDLelis e Jankity (igLiie Ay aaa
CoA- Jaul Ay sSl) Al S pa i SEl eDlelis (Kl ¢ ¢yl Al ol ae Jabaill
ALLL ) A8 clang Ji o3 ¢ COA-Jsllall sag ¢ (0l A ¢ lya) by ¢ Ll L

el 18 CO2 yjad e ¢ Aalil



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

ol SE DLl aaiad Laiy ¢ g lihaa¥) EOLe il dela,¥) 48Ul NADPH il e 1kl
(Q ) iy SN Jis ETF adandy o) ETF JNADPH

e COA- Jau) Jawl V) . D Jabye e gl cilisia tie dawall asenl) g lilaial adiay
Sl i g S5 (35 ¢ COA— Jaigllall ¢ llaia¥COA— Jiu) ALK &5 ¢ Jghsinadl A (g0 8 sinall
Jiuy) ALK e et L aclilaal (ghan (s anall Gmeall Al Qi Al 5 AWY) edlels
dandsy g i) Gillee Jalie S Algll 3 5. awall (aeal) ¢ lidaal 8 dpelati dls 30 COA-
. fatty acid sybthase dcuall (aseall lin

CoA- Jiiud iSpan Jgjsimmad) g3 Craly (o) Jadl) Al i)

G (535S gl G ) 138 Jpas pali (sl Cliia Jgjsim (b andl) pasal) ¢ lilal Gl
i) aUai " (6508 oS gnall (WCOA- Il Jiny o g8 Al A0S and o A8 jalias (e 4aali)
lghdll (e degaaa llalyy Jile e JS4 S 1 citrate transport Ll



Olads Al 3 agadl) D) Yag gaal) pliassl) e

aady Jeliy il palead) s ae L) (g)nisS sl COA- (i) (il I3V dlayall b
ba) JauS g KU 23 (meal) Adls 8 Jg¥) Jel&s g Ay ¢ Citrate synthase i culjin aiil
¢ JaS ol i (meall = Cppalll (men ¢ JE ddandsy (0 S i) z)la il jpe 5 A
S Galeall aea  aatl sl anitt Jgjgind) By . JuuS K0 AU ) JU) ae LaSlaia
. Citrate lyase ;U i syl adadiyg ATP aled (illaiy Je iy COA- Jiils

s e3all ase el Adlial Alape (a3 o) oy ¢ el 3 COA- Jaw) Gali aey

Glayg il ) Jgisiall Hliag s o aVll JSG . (o) S gl ) elSaiall il e il
e il cYLe I cli) LS Joad Jelii ladsy sas ¢ (guisSsiall Sliag ) o O
Dby gy I Vsaie e 5S¢ 5 delinl ol VLl ayeiy & . NAD+ ) NADH (a3
Gl Jaill aUss o 68 13885 « NADPH ) NADP+ ¢ sl 3855l g malic enzyme  clildl oyl



Olads Al 3 A gad) Gdlai) Yag gaal) pliassl) e

sisimadl NADPH _Lilgia) ypaaiy Ledbgisad) ) 652858 sinall (e COA — Jiia) alis ) il
Gy Jiil) ol Adled Gpb e el dawall (i ganl) g ilaa 4a3PU NADPH 43S caai ol
- Bhudall Bpuledl) SISl cdle s Al (e SL Cauailly 0530 S Lty ¢

. Pyruvate translocase \Ss1 (il cligynll e (gyasSsiall ) Guas 4K Cld gyl Jax

ATP alea) callay Jeliy it SISyl U alpaia AlSU LG gy oS ginall b iy pull oY ki,
Al 0oy 138 ol ¢ Slimgnam 52 @yl sina Ll COA- il I Jad o) el (S 5l ¢
C gl gl AAS aant ) g Gl da g ydls L eDle il

dalital) Aajall — COA- Jiisihe 3 COA- Jiuud sl

Spa ISy U35l 3 COA= Jin) Al Jeldi ol a gesll g Llaal (e Zlil) Al pall o
o Jelil 13 o) ol o adiadll PSS COA- Jald s aladiy Jeliss CoA— il
(Y s LeS) ¢ Ransll agasll g lilaal - dal) dpaplail) Al sl

Pl < Gaililly Plans < il Slayiils « biotin carbxyl crrier protein « ( BCCP) Jsull
cafil) 3aaata Baaly Alubi 8 Agadia llladll 38 aaen (oS8 laAll 5 Glilgal) die Wl .

laall 5 il gaal) E. coll




Olads Al 3 P EA| R W Y4 gal) cliaxlf ) jia

OSL aaly afy o e Ol | sy Gdisnl)l oaSs0)S JBLN (il
dddagl) Aledll JWlS | penll L I8 22.500=M

290 =M E) all 230 =M C)ﬁshj BJAJ 2 )M}.DS
all saay JSI Gl 51 M

il 580-460 IS il o

Gl 30= M 3aa5 2 PSS il
daaly J<
sasly JSI all 30 =M 32842

Gl 277 JSI el o350

COA- Jiu) Al S (Jsanll )

cilpatl) vieg E. coli tie davdll Gaganl) ¢ Uy adiall Jalgal)



Olads Al 3 P EA| R W Yag gaal) pliassl) e

& 3agasall 33l uds a9 « phosphopantetheine  dieall il gaudll 50y A daigllall ya)g
: ACP JudU J8U (5 pall aa 330l 028 Jasii E. cOli 8 A= o33l <1

dandll [ geall g lilaial 23l @iy ACP JudU J8U (g 5ally layyi) Aasw jig3 EL Ol nie cany

3paills ¢ & lilaaY APl hninll llledl) ases @lla adial) saaaia saals Alul ol Sl 3 L
S e ple il S5 O il ddagl) aaie i) 13 e Aaedie (55 dpenll
die COle Wl e d)lal) 43 A5 EL Ol vie andll (aeal) g libial e Yol Capatll 2y «dimmer

. Gl



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

Aanl] (2 ganl) g likal (Ja)sa

rliaiie Jalye gaed ) destl) (i senl) @ lilaal Jalie ardi (Say
. Sl

camdl) Gameall Alide Jal€ JRE a4 s Jadadal) 138 8 83AY) AW Jabiall ((alay o)) S
o D eV il s clinddldl oY @l il g ilaal Wl auall Gacall ¢ llaial o
(ALY cDlels ) Lalal cdle iy (IS5 L8 aseall 48 Ly oDleli oda

loading sl 5 i) s ye —1

il ACP 2 CoA- Jugdle 5 Bl (il ACP : CoA— Jind @ cppanyV) s jall 038 3 sy
- ACP Joudd 8l syl ) CoA- Jugdldl s CoA— Jan) (e JS Jlaml oy Cus Pl
condensation &\l dls o —2

Jusiuly condensing enzyme &lKall ayil Loayl o s 5 ¢ bt ACP— Jand i€ aniil a5y
. ACP-SH S jaiy ACP— it (pe bt 353l

Jady CO2Z )y ymas ACP— Jugllall I Jus¥) 850y J& laamy 5l ACP— Jaul S ol oy
ATP ellgins aL S Jelis

g lilaa¥) Jelii b axdived) (Sl JuSsiS g3 & es Jo¥) ALK Jelis 3 dadl i) o)
2l ASlgisl) ATP il Glua e g lidaal cdlelsn JaY spall dlall 8 dadle clyss oy
AL S A e



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

CpasSilall g lidaal sale) ol C3 0 cligpll LS se doaad dglie dagliul olla
JuuSsa Sl o3l WY (aapeis All C4 Gl (LS g¥) Jiin g clpdill xie. gluconeogenesis

- C3 gy Jsil 5ol <

reduction gl )¥) sy 3

Jusfist o5 8 — DB (S50 MCe At 5305 M ACP— il ) 3 i il 5y03)) s
- 353 ACP— Jal i€ ayl alaiiy 531 5 NADPH e aciadl) Jeladl) & ¢ ACP-

Dehydration ¢l &3 als e — ¢
Aastpe Ay L0 o sLall £33 Shaw (g0 il iy
Reduction ¢ la)¥) il e —0

e Aesalal) Ayl 3 s sag ¢ ACP— Jsil i — Ggjhe abad) sl g38 Jolis il any
. NADPH s Gleiall 5 ¢ S 55) ACP— 5l agil ilauls

Jiislle ¢ shn aleashy Alulidl sai lpaind g KA Alaja o Do i) Sy o WanaY) Jelis iy
893 IS o Aaaldl) ALulid) ) 50 SN 23S Aulii) de gana plaaily ACP-



agadl) D)




Olais AUl 2 agadl) D) Yag gaal) pliassl) e

Bt s ACP— Ut sialls 50 (55535 (C16) ialldl Al g ksl oy n g L) cilypn e
:ACP-SH 5 cligalld) JSi5 Jaikiy (o3l Sl a3y

saill e CoA- Judladly CoA— Jiw) (el clitallll (aes di)a &L'\.Lu.a‘}( ALK Aaleall oy 6<ig
s Aul




Olais AUl 2 agadl) D) Yag gaal) pliassl) e

rlpall) Ao dawall Gagead) Ul

o) S Aslal E.coli die Juluall lglie Glpdil) e davall ageall g likaial aledl hbiall &
- 3y Alie e paldail) aded 4 gaial) aBlall

Cfiglitie afinll (gareie bl (e oS dimmer as Al o Slpall ve dewall (i geall L
ihlhiaall Lagie e o LS B L)y and Legany glias gl Ul aca gty .

s Ml ¢ atll Gmeal) g llaal Lol 3l cllladll JS e JalSl) i) (g i JS (s5in

LSl Gl mes JTia g Ul

it Ay (8 Dalpagdlal) 5ya3l () laawy Jau¥) 8y0) Jiiiy ACP g COA— o) Jeliy
Jsllall Jagys i ACP  asiys cdpapiiVl sasgll 4ag o sy 5 SEwACP— Jul s
&V dadi Al cdlelall 48, Pla @\l Ala e fas ¢ ACP ) zlil) alasail Jlas) xic CoA-
AU ALY lysa dal (s - ACP g Aiaile 415 KU Alulidl a0 ¢ 400 & Y 5 oWl g3y
COA- U slldl ACP iy . Jliis ACP— Juul 53l & SH— 5303 ae 5080 Loy Alulud) Lagi
- ALl 350 LS elelall ety L]

Desaturation dsuiall & gl Js&s Jelitg Elongaiton duaY Je i



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

glilaal iy . clilgall 5 cblal) ve dsed SV Jo¥) mll clidlll (ames i
Al 8 aa g Al Bpapl e gane d5as ¢ LIV Aauly dandll (mseall e (A Gile sandll
- @usSsiall g Adalall daydl)

Jsin hain Ally Desaturases sl (g0 byl (e 222 e doilgadl LIS (g4ia5 Dhad
Lol Jsi W) sl paeall AduaS )8l 4Ll e G5)S @ld ad 2 e dagaial) Lol )l
- ol Ll ey 5hsle g clayply aid iy o)) (Sad 5 (e 2] adlsall 3 Angaial

Gangrall je dawdll Gaseall e 18 Cis CisA9,12 (LSl aes) cldgid avall (aaall yiiay

Diindy o1l e adde Jpemnll iy 13gd (530 i Ll s gangs dc lidanal aaliivn Y Algaall LAY oY

PS5 SC0A — ol il Allad e aainy JUILGCOA — Jisignndl)) Gaead lile ciligll
Aeal) pasenll Sl 8 ol e Cahias il Ay i edleli) ALy ol

Jaud S JS& 4 CoA- Jiisinll V) (e @rachidonoyl L si sl ¥ eiall agen o) oSa
(L) Al Jli Gluludll e AEbel) SligndhY) 5 0 Glaliadll 4 o) Jgpele

. eicosanoids hla g1l SSU



agadl) D)




Olads Al 3 agadl) D) Yag gaal) pliassl) e

:Adalaial)l clannt il g Jgpmald Jawd clEDE g Lha

L O] jaaall e cladsiudll dygal) jalad) 5 WDIAY 8 dawdl) (ageal) Al aag
S Ut daaslivdy ol U Jadiland e (UadY) 4508) Alabeie g shui€ Ll Lgdiays
o) Joasilind s S5y i) Joalind Jie (denl) dacaen Cilannd siod ayiny




Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

Jsa¥) dasliuds Sl daslind) dlabeiall cladsdudlly Jgpulal) Jl UG g Llaal
s (S gpme (S CSpa apnty Ysld aia J¥) esall (YE—£ JSEN Gapmy . idia Gylay (el
ol adadyy Jelity clivd =¥ Jg puulall MSie ¢l Jelin I oSl sSalall o 181 (S o) clind
(Bl Al Je il JGell on alS80 2y landY Jgjuudall el L liagjuls (0 GlandY Jg e
- COA= Jpul Wi e i opliina Shpiasili Jnd syl el

Lodiy 4 cAapdial) e L) Judlal) olat 5, 48l 4l 3y A il Ju) Jeli oS,
LY Uy pealal) Jud golaY C2 sl 355N

Jadi) laplindl) 4t Juady 535 cJaplindll ages ¢gia JSE Gl cplelal) dluas
(el Al a3l Ay e Ao il Ll i Al LS el (e A sane lluadl)

Oo studll g3 Alalaial) il siudlly Jopule Jau) UG ¢ lilaial (e 4000 Alajal) Jods
bl clanlindl) a3 adadiyy o35 Culaglaudl)

saeY 5le daliy o) oSer sy cJppmile Jid SE1-2 Bigin JS Jelil) Alpas )5S

JCDP = oyl Wl s (slly — ulindll 5 pafand) ke o Jeliiy o 5l Jypmale Jd D05
copal Joiy) Jaaslid o) ol oSl Jiaiilins . oy sinedll ppancill 0l Lol ¢ UaeYCDP = (pual Jsilisy!
DS N Sl W) S o) cang oS Jiailid g sl 3 (16-25 J<al ) sl e

S oS il Al Jaiy (o3l s — il oI Bidia (e &l13,CDP -



Olads Al 3 agadl) D) Yag gaal) pliassl) e

CSall elaeY by diasin ol sSsind — CTP 43l LaalaCTP pe Jeliil) i€ oy o
Sl pdlide Shaduil apii) ledadsy COle ) e A)lse dcgene iy CDP — (< gl
- ol JoEN) Jhaslind ¢ llaiaY aNICDP — (el Jaly|



Olais AUl 2 agadl) D) Yag gaal) pliassl) e

: acidic phosphplipids duaeal) claulsiudll ggal) £ likayl

Calidl) o3¢ April Tadlal (655 . AunslapdllpH a8 Al Adla Rind Luimenll o giudl
il 4clilaal Bl e o3 5 ladlivdl) e

o) JIid s SCDP = Jypele Jondd 8 JSEICTP e cilaslindl il Encoli 3
CMP ially Jsiysidd) Jlaiied o Lavie el - cpppund) iaslind (€30 301 (S5l SCMP 3l
Jaaliud (Sye (JaxnlCDP- Jgpunle Jaul Al 0ld (g5il) Dila die ) (55l limalla die ¢ 5m

Jsiysia)



agadl) D)




Olads Al 3 agadl) D) Yag gaal) pliassl) e

PIP) ciliudd— Jsiy) ol Joailieadl) ci$pe Ao Jpuand] ¢Sy Adlaial) 5hudl) <ol JMA (g
:(PIP) clid (uns — 4-5- Joiishy Joatliudl) Sy (




Olads Al 3 agadl) D) Yag gaal) pliassl) e

enzyme base (5ol Jalill ay il Adlad Aais JSEL Cppaead) Jaasiliad o)l cilyall) die L)
Cal JoiU) Jaailiad G Cal J oSl Ao ganal dpugSal) dafY) haidy oY)y " —exchange
(28-6 Js&l) el Aauilgy

Gaclivd e JaSs Sl g5 e iy 4l ol Jli¥) Jaslivd A e deasilidl) Joas Ll
Ll A%l A bl Jotal Jeli L DS S (63 G deaslind il Adlads ()
LSe (g8 gaall (& JauS 508l 5 Jelii oy Latae (g5l iliiia die (ApapDlysaill 40801 ) dulalal

.E.coli me Laayl cuasy
JRUIB 8 Ay Ao geaaS agen o) A1) Glid =3 Jgpealall oSy (g0 Sl g ELcOli
e o pmulall Juaiilind ) Yeatia landll g3l G paty (sllg lid Jg punle



Olads Al 3 agadl) D) Yag gaal) pliassl) e

Janlind CBISY (g Sonall 48 E.coli & aie gymSguall die @yl ey Als jall s38 2ic
te Jgpmnlal) Jaailend (0 S0 e Ay ELcOll 8 L (CDP= Jgpunle A e Jg plal)
s S Cagpmally Jypmalall Jpaling S Sl Gab JS8 Gallal) 8 Al §sS55 . JL5Y)

.cardiolipin 134 ,K1)

Gl ghudl) B Jaul) Cilegana Jabs

Sl S ol Jgpuale Jod 5 e colailindl] Dliie ) JCE5 daeally Aaleiall Gyl odl) o)
C s U s il il e a8 ALY Judlull Jalss (Sl .CDP — Jg e



Olalis Al 2 a gl i) Vg gal) pliassl) | 8a

Sl il U Ledgns ol il b ALY denal) (mgend) Alla (S o oS Y 1
J5ay) dnanlind 3 oKly camliadl) b Gui )l oSl cad il V) Mad . gl il
Esane (e %40 Y @lsnihY) da duai of S livd Gan = 54— Jsyad) daslad
. Ll i geall

glihal Ja¥ llaal &5 8 @bl 4l Slawliudll g Ll g1 o maalsd (e
s OlSle U3 Jead Jsiysn¥) daaslivd cliia o Jall (Sa @l e Yaus «JsiysidV) Jasilind
ALY g5 Al ddanlsy Jaad) 138 Jie i) 2 LgilSa cilisandh¥) Plaly 2- agall e il 35
ansdll Gaeall dabl A2 DU)siudl) Al L asty Alls "dencylation/reacylation «alu) sale) /
(sl sid —3= gyule Jig e —1 ACha 2= adsdl) G LY

WAl 8 Adle 3Sh sasas oY &llyy )lysophospholipid aulsiud 55zl Syall any
Jocl sl s AL 5ole] ol ) ) Jislicdgsll et (el ) s of o
Aallaall Clalgindll (Sa o) 3300 il COA= Uiisisnalh¥) S0 aadiiny (535 )pubonil i
Jatien of 1= gsall (8 sl Gmeall (s ¢ ) Gty T Lty ol ompas of (9 AY) Boaa
CALY) ey Alage B AT Plysll ik cas T4



agadl) D)




Olalis Al 2 a gl i) Vi gal) pliassl) | jda

Jda b o) < dEi)
D dadia

o haiine ol a J o€ I8 o L) LoDl dpenl) il g anil) (A Jg fid sSU 3asn
i COA Jiind (e T ay a0 dpall 6 48las 55 Jg i KU il ALudill Jygla 80 (iaes
Agghitea #Ol 5f JasiadsS JSE e ehiall b anall e die paladl) 4l &

Apnial) il gayells Al iy piiaad) i anend) 8 (6583 g pind) JSE dagllall ga g sind U
as sed Y Cllgall die Gl e @il adsa sad o gy D Gxelidlly dpghicall GaleaYls
- Laally Ay aallly () Hlaas Jie  Jlgad) Landd) <3 43690 4

LUl 8 Gaaatl sl e Lnylal) Andally Gase ) 8 Llad Loy U Jg il QI ey
Sy all g i QI Tl Unpess LDL 3 sagy cpal) (8 all g s o) Byl i) i
&) Jiy Gun HDL 3 Gyl e Aaa¥) (30 oall g sind Q3 41D g e Aol ) g find )
Sl gy s dnys - sSinal) g sind S ity e Alae b s aben] ) alysal ag)
Ll Lse Zgust )l Colplly (gananl) bl 585 8 0350 o V) W Apghinall Clpanll Y|
o HDL (Y LDL g 5ind S G g iyl ol alal) Blatys Alama Ale 5 Ll A Les Ao
Ll

Caai e iy ST Ly Cam el BRI ey o130 (e L slutie (S5 Jg sl KU (B
I52) Gl Gl e pusnll Jj il S

e %) lile AN ety Lcanliial) 13l Gyl e AW Guli gy o(Je) v faaY e J
die Aapdially Aglolmll 2ol WA 58 Ly . al %) s eleally QL) xie SN sl
& Joiud SN 3alas e 306 ofsiall LAY IS Hitad L Jg il K1) 8L JuSS5, Li)ii Wa,y Jelal

o Ll 20350 sl A g Lol sisad

slils a0 dua g HE Wl adsall) Jlad) sl s adl 53 J il &I ey
AsSerm Al u 5C6 505 ndteliacdhayly 503 aic 4L uSy)0m 350y 5 4SBTV



Olalis Al 2 a gl i) Vi gal) pliassl) | jda

Lin (V4 0ol as) Jfie degenas « D A8l VY Sl ) oy ) Al (e A35Sa
s Y Ll Yol J s (VA sl cag) Al Jiise desanas ¢ V0 Sl )
: el
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Fig. 34.9. The reaction catalyzed by 7a-hydroxylase. An a-hydroxyl group is formed at posi-
tion 7 of cholesterol. This reaction, which is inhibited by bile salts, is the rate-limiting step
in bile salt synthesis.

AL Sy i ad Lagyge(B) Ailall b Al cad) ALl aa i A iad) eyl
Ll 5 L ey eaall o al el €Al il ey ane pi Ty (Al )
LSHS“ :\_GJA;AS\ l_nj 6&4553\04_4\;‘35_14:33&;)3‘5 ‘(\*‘V‘V)HM\HL&—“‘S}J%‘A

«.ﬂ:\.‘)s;.\..)s um‘_gaﬂ} (VGV)‘SQMMSJJJ:}GJ\ ‘)A‘)X\M




Olads Al 3 A gad) Gdlai) Yag gaal) pliassl) e

Primary bile salts

Chenocholic acid

p AdeY) Lghiaall (agan) g lkal Jaids

e Sl Al ALl 5 S e A lal) AL bl (e Sl DSl

FEIR) C._.Aﬁ ‘;_N\J:L;A\ . :\M}.\JSE)A).: G@_“uﬁj u}.})s deo

Liver

Cholesterol

7 a—hydroxylase | (= Bile acids
v
7 o.—Hydroxycholesterol

Reduction, hydroxylation, and

conversion of hydroxyls to «
v

30, 7a-Diol ———» 3«, 70, 120,—Triol

Oxidation of
side chain

v
CcoOo™ HO coo~
HO" CCS “OH HO" ':IS “OH

Chenocholic acid

Cholic acid
Fig. 34.10. Synthesis of bile salts. Two sets of bile salts are generated: one with a-hydroxyl

groups at positions 3 and 7 (the chenocholate series), and the other with a-hydroxyls at posi-
tions 3. 7 and 12 (the cholate series).
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- microscope after negative staining. Clockwise from top left: chylomi-
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[ & 11 nm; and LDL, 20 to 25 nm. For properties of lipoproteins, see Table
n 21-2.
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Figure 18.16

Metabolism of chylomicrons. CM = chylomicron; TAG = triacylglycerol; C = cholesterol; CE = cholesteryl esters.
Apo B-48, apo C-Il, and apo E are apolipoproteins found as specific components of plasma lipoproteins.

The lipoproteins are not drawn to scale (see Figure 18.13 for details of the size and density of lipoproteins).
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Figure 18.17

Metabolism of VLDL and LDL. TAG = triacylglycerol; VLDL = very-low-density lipoprotein;

LDL = low-density-lipoprotein; IDL = intermediate-density lipoprotein; C = cholesterol; CE = cholesteryl esters.
Apo B-100, apo C-Il, and apo E are apolipoproteins found as specific components of plasma lipoproteins.
Lipoproteins are not drawn to scale (see Figure 18.13 for details of the size and density of lipoproteins).
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Figure 18.20
Cellular untake and dearadation of LDL. ACAT = acvl CoA:cholesternl acvltransferase.
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Fig. 34.16. Functions and fate of HDL. Nascent HDL is synthesized in liver and intestinal cells. It exchanges proteins with chylomicrons and
VLDL. HDL picks up cholesterol (C) from cell membranes. This cholesterol is converted to cholesterol ester (CE) by the LCAT reaction. HDL
transfers CE to VLDL in exchange for triacylglycerol (TG). The cholesterol ester transfer protein (CETP) mediates this exchange. PL =

phospholipids.
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Figure 18.23

Metabolism of HDL. PC = phosphatidylchaline; lyso-PC = lysophosphatidylcholine. LCAT = Lecithin
cholesterol transferase. CETP = cholesteryl ester transfer protein. ABCA1 = transport protein.

[Note: For convenience the size of VLDLs are shown smaller than HDL, whereas VLDLs are larger than HDL.]



