


Lo iUl 2analadl asgasdl sleosSHI

(Medical Biochemistry: Enzymes) JoVl s izl — 6 unlxall elaall Joblidl JuaJl

858 o b drols - calall &S rauds (3£ buso Sliwl) Olle Gan> xozo . t6oladl 3Ll

(Historical Perspective) asroauill J..oi_g auy Ll a=elll .1 I

(Eduard Buchner - 1897) ,isgs 5>,lg5] 9LuniS]

a3l 8 exl LY wlalsime ol cuwl bosic dele 8,95 5i59s 3,19k silol¥l SlosSIl waxl 1897 ol 8
ol e pi agdl oleladl ol ol SLassYl e cuwl . JsxS ] LSudl jex o gl LI o
ol Gl b Jaiue S Jasll Gl 6005 azslsn

touzlaie o S > cdeaill iy ,eYl aslll J] "Enzyme” dolS Lol gz i :(Etymology) aelSIl Lol
8 m03)l oz (9 oYl LesLiaiSY 6 ko 8 L] 59 o "8 mal” uisig) ZymMe o ("U>|5" (sixig) €N

(Key Properties) asgsall wliamall & ,n9all yailaxl .2 |

o> yoo> g asg S wlinig pu  wus,ull Biological) asga> wljfze o, nill
RNA Catalysts)

ay9,S wliwign b olaii¥l anlle ol oo pi ll Lle ol aanmxio awgr whiaxe oo ol
wlyj> x>9 «l Y|Glpbular Proteing JSuidl asilh wlo,n axll oIl > asbesSd] wile Laill
wlasligudb s RNA Jl (o 8jam0 il wily JSin WhasS usw ol Mgind ol 0o
.JRibozymes( Je Laill

7 o 1l axan cdall adS | wloy Yl — anlall a9zl slouSII



agundl e wliamall Llas los sVl rasjuamill soall ai,lis

(Extraordinary Catalytic Power) ad,LJl ajua=ill s6gall .1

6 Jelaill ailio 60 1072 (] 10° G Tolss alnie wYonar aslesSIl oMelaill as o wloyiiYl agjs
P |

335 a8y (CO, + H,0 = HCO,™ + HY) 051,501 auST (il 4=, )Carbonic Anhydrase) juargil daigalS ol ‘oub Jlio

6,40 107

(High Degree of Specificity) i.x? adladl auonazudl .2
ido o dantyjo wMelai jue (Substrates) aoldl b slS o 180 Slaul JShin wloy Y] Lo )5
JosSandl ol 5edlallS 5,51 sl el Sl e Jazy Vs Jais 5eiSWI ,Suw Jlx, )Lactase) jusSWI a5 :Jlis

(Mild Physiological Conditions) alaisoe axr>glgrud 99 1o 9 Joxll.3

aalelay ©loysiYl Joss ayed Lolasl ol bl lavio 551> wlz, callas il axsliall ol jazall puSs Gle
.alaizo (PH) dxzglgamsd aiogozg (C°37) punrll 8,1,> 42,5 sic asle Jdlxo (9 5008

(8.0~) ayllio &ioga> az 3 2is slea¥l (b ayle 6claSy Jasz; )Trypsin) guams il oyl :Jbo

(Ribozymes) sggill yaasdl wlaysil - wlaslsgnl 3 |

(RNA Catalysts) asggill ariooxdl <l ja=0ll

83070 axilasS Velei gt o giSes sle Yl &l aw dlias RNA @l j> JsRibozymes) wlosljgusJl
Jois wliigll 8 8 smame can apjuanill 6,08l Ol cuil las
)Methyltransferase Ribozyme) MTR1 ,s il tasdall alioVI ol

RNA Jl wliyjz ole )mlA) gumginsl Juiro-1 5950 m0Gro Juirall a8 gamo Jis juamiy puljon )l In poi
gl

(Cofactors & Coenzymes) xc bwoll wuS illg avos sVl wlasl ol 4 I

Sl s pamidl Llisdl ] Jguosll asision e <lisSo 3979 wlayidl oo xpasdl callas

7 o 2 axao cdall adS | wloy Yl — anlall a9zl slouSII



wialogll Caiuailly wlalloaoll

055l Dl Ly L e 0S5 iVl 0o palll oaisis pll sl ):Apoenzyme) sl jilsal .
.26 Lol

I3 baadl + oyl il o 09Si) f.:,Jy.ws Luuidly Jo Il oy jsYl oS 0l ):Holoenzyme) ouljilglon .
(5910l

oleia) (Mg?*, Zn?*, Fe? /Fe3) Jio aygins b aprze wligl ):Cofactor) (rismell sosjuVl 5910l .
Jeladl

wlegomal did50 WLS Joni djgas-dbano gl a5 wliyj> ):Coenzyme) sguasdl o iVl 2 luso .

. big,iS| ol axlioss

)Cofactors) asos jil wlesl oS Josi ill asgionll jut arsoll wlig.Vl:4.1 Jga>

) alawi yoll wlay iVl aliol

)Cytochrome oxidase) j,xuuSsl o9,Ssiuw )Cu2+) ovl=xdl

)Peroxidase) j;auuSs ! (Catalase) LIS oSl oo S gimw )Fe2+/Fe3+) ol
)Pyruvate kinase) juulS wlég b )K" pouwligdl

51lS @b liwgs-6-55S5l> (Hexokinase) xS suwsa YMg%") posmusitloll
3482 misdSousul, J(Arginase) juuzl )Mn®*) iziall

)Dinitrogenase) juiu>g i lul> )YMo) 94534 g0l

)Urease) ju 9 )Ni2+) JSll

A& B ot ounSo)lS abszgsnue Js=SIl Sopnsell duis)lS zn®?) Ll

7 o 3 axaw cdall adS | wloy Yl — anlall a9zl slouSII



Le) 62Jg0ll wlisolinallg calgtiall wlegamall (sl wlacluo 4.2 Jgaz

shaadl 9 irolinall aaodl  algiioll anbiosSI acgamnall

)B-, os0lind) ouisall )C0,) 09, saausST (il )Biocytin) uiswgsls

)Bg osolisd) liiwisiilll jas>  )Acyl groups) ¥l wlesane 1 eVl acbue
)Coenzyme A - CoA(

By osolid wlesozoy (uze el )3 02oVlsS Juwginl (ruuSgs-'5
BROY

)B,, croliss) oMssul I )Electrons) wlig uSIY! )FAD) suigalSgaisls paissl aols

Duao willai; V) panzdl S5 giay JuwYl wle gazmog wlig Syl )Lipoate) casgasV
(Llse

o0liz9) laisioSuill Gan> / oyuawluil] ):H) s,0ue)l sl 21igalSuisly Gaiesl arolinigSui
)B, JNAD™(

)Bg 0s0lisd) paSo il aisoY| ol gazoll )PLP) wlowgd JlwuSgs s
)JAmino groups(

)Bg oselisd) ilsall jan> [ cagal 0,8l apll wlegaxall )THF) card 999, 2ad | yini

)B; 0solisd) Gaoll] )Aldehydes) wlxnalYl )TPP) wlamg9g bl aalsli

82 Luwall SIS, Llbio attumilall legamall tan sVl wlasluo cipis 5 |

om) 0895 Wl ool g lelas Laais lebols)l 695 (e Eliy ayginsll py Yl @lasluso Chivd

aosl> aronluss alayl ol 83,040 634 lasiro (soyji] 26 lus ):Prosthetic Group) asailoll asgomall
Jeladd) slsl Y] aie Ladiy Vs «ouis b

oWl [FAD), Heme) asgll :aliol

Loy (rodlus juf) Curiog cadbo JSuin lowi ro (sayji] 26 lue ):Cosubstrate) sac lawadl 6545 ,J1
231 o] alawlgs o935 83le] pid iy o diliosS yuiny (Jeladdl bl oYL,

ATP asllall S ,0 .Coenzyme A, NAD? :alin

7 o 4 axao cdall adS | wloy Yl — anlall a9zl slouSII



Cosubstrates Julao Prosthetic Groups :aouwl> ai,)les

) 62 buuodl 6325 1

(odbas ju8) Cismiog wadso ol WL odlus) Ixz 589 Sus bl Ll VYl 695
Lz, Ll as ginuwsT oled) Jeladl asy Jheiawly Yl dlag po Jlas JlaaiVl all>

g iSIYI ol wlegomall "aysz JBU" ronss eIl IS po b ssai 52 azalgndl 9ol

NAD*, CoA, ATP Heme, FAD, Biotin alioVl i
(Active Site Dynamics) J< laiJl axSaoliso a.,JT_, losiudl g990ll .6 I

)Substrate Binding) &_5 JI lolu,l .2 )Active Site Structure) loxinidl g9g0dl axis .1

esall guaily 3l Jelaidll szl o 658! bin Yl glaw ol pols DbVl U cas
g JolSl ams Dz adle ady ol aid) aly y9 .as el alosll ad wanig 8550
iz g gl Lol I e lasy wlizidls il asle Jl&f (wlizig  dioge>  a2)0)

aliol )-Activation Energy(

tieSomSell ol aolll 6505, 95 joSolalle il Ioliss ar etz arisel golazl e soin
wola>l Gle ssixy )Lysozyme) asligsaMl or il * Loslg 1 asS5 sl S (58

azse a Sl oSl o iy amadl adlw
' ).Ser195, His57, Asp102(

(Cellular Distribution) wsla, ;M sslsdl &259:1 .7 |

LMl b9 J5bs (azglgamall S ol

M=l wloyji] Jio) LI 515 Tuw Josig ginal ):Intracellular Enzymes) asgls J>1s wlos il .
(LusSsulall (w8 oS 890 wlaysils (e iNusnludl (9 595512l

s Ladsg o5 L8] o SJg LR J>15 gual ):Extracellular Enzymes) asgls g s wloy sl .
(anouagll slisdl (8 ol Sadl uuMlg +und | Haa il Haoso L] wlay Y| Jio) adxll

(Types of Enzyme Specificity) wlos ji VI avosazi {-_I,Ji .8 I

tosiliasSIl Jelatll luso of i3S, olni ¥l L il aslandl az5 o dpaasdl

7 o 5 axan cdall adS | wloy Yl — anlall a9zl slouSII



)Optical | Stereo Specificity) augiall | axcl oll avosazxill .1

(L ol D L)) Lass s>y sel,8 JSui oo Jogy ca> agigiadl wMSuiniall u pyiid| juos
D loai sle il sl 095 1nisd L lasill o asiseYl olo>Yl xwSs, :L-amino acid oxidase o jsil*
.D-lactate ¢ =lu..a: Jos, :D-lactate dehydrogenase oajsile

)Group Specificity) ars gomoll amousazull .2
LS 5 aglisiall &US 1all o alile oo ainzo dlaul, ol 83330 axliosS dafgozo e oYl Joss
aliol

Ggiladl i pall 4598 olxdl) anwlowd]l Wl Siudl W] ATP o wlawgall Jai ):Hexokinase) juislS guuSglle
.(Og.?;ylg o) aaelall awinoY| u‘aLa_;)U 89 xall apauidl Loyl I sy ):Trypsin) Gaau yille

)Absolute Specificity) asllooll amosazull .3
Lilg 5T S ol g Jelan, Vo Lok 63,9 62>l 6548, e o)l Jos,

hais Uyoul) agloll jax, JUrease) jusyoall ol :Jlio
H,N-CO-NH, + 3H,0 — CO, + 2NH ,OH

)Relative Specificity) il amosozull .4
s Lsniod | 5leasSIl S il wls 515,01 o pawgl Bllai ol Tjuams Uoliw e )l sgla

(v il W] JgiliYl Jio) aygilily ado¥l wYsxSUl o dalie (lgil 3uuS5, JADH) juinzgyarge> JoxSIl o] raliol

)Reaction Specificity) Jelaill auosasi .5

Lolos calizo o il jexg lgio Jelos JS aalixe dapliosS wielai &;a.z:ul 82> lgdl & S Il Juaid Sy
) giaz Ol oSy 32lg)l oYl Jaemll Jlio

Jwisoluii i)l @layji| alawlg, JTransamination) ueV1 Jse

SVl wlayji| alawlg, JOxidative Deamination) saauSVI uoVI g e

.CO, 5 lisol 188 ulowSs, 00l wlayji] alawlss )Decarboxylation) JaauSgs,SI g jie

)Dual Specificity) a> g3 joll amosazill .6
ondlie puinlelas puislas sas ol puiliie gwi Sy e 3ols @] Joss

wle Joslly leo JuuSe Sl g5is 8awSYl Yleacitrate Dehydrogenage juixz o yongsd wasyinang_ el il Jlio
ccaninniSag) Ssl lamwgll Syl af ca yiswg 1Yl

7 o 6 axan cdall adS | wloy Yl — anlall a9zl slouSII



)Zymogens | Proenzymes) Jazaill adlg wlasjull wlalgo .9 I

asils o)l as> olgmall arenVls pogiall

Al oig el amdl LIl J3l gial wlosl aads s Mwl):Zymogend wlasudl wlilse
ax¥ ilall pingdl gio Jis) lelas el oy Jib lg) azimdll azu¥l sl adsll (olsl sorill gia) alolsl!
(owbSaull

alall £ 5201 all;Y 5l )Proteolytic Cleavage) same sisig s 0ad ut Mool lapinii piy :Joaiaiidl andl
o=z b S Lol gdgall Cainsy los (gl )all )Msl

alosisid] Lgilosjilg aswl,Sidly asamoll aros sVl wlalgall :9.1 Jgas

(RPN | [N | B W P

) Jolzdl algall eriaill OlSe

9]l
logiuis 1 (HCI) sosall diogo> )Pepsin) aaan )Pepsinogen) ¢u>giuy sliusdl) 6onoll
wild (lol=adl
ol dawlys padll AL pi goais A7 sk i g0 oSl
)Chymotrypsin( )Chymotrypsinogen(
i i] o] )Trypsin) aanas 5i )Trypsinogen) ;u=gisu i on bl
lois 1 (Enteropeptidase(
wild
ol dawlys pasll PYEVEIVINFVILY VRILy iy anSos) 5o 0 ool Sl
)Carboxypeptidase( )Procarboxypeptidase(
o il ddawlgs yasll )Elastase) i ] )Proelastase) juiwYlg 4 o LSl

(JaVI £ 5501) ansdall asgamdl sbosSI — b yuiolooll aso s

vy il paslasdl RNA Jls cisiopdl cuSoil o Wl lassYl e lay i) aloSUl e luwlw¥l slaall caloll I3n (lasgy
wzs)smwall laiiilly sl apaaxill oW Cosubstrates g Prosthetic groupsu @8l aygiaslly dxrzall wlisl all
).Zymogens) <lxgall

7 o 7 axano cdall adS | wloy Yl — anlall a9zl slouSII



Carbohydrate | cldgsliaoll 65le joxdo
Metabolism

(Glycolysis: Enzymes & Substrates) s Sul =l 3515 9 wlay il

Faculty of Medicine - Al-Azhar University) glle g doxo .3 6 uolxe e dnize )y jaunli @ garmiig dlac]
Gaza)
PFK-1 & PFK-2 auaiis «Hexokinase vs Glucokinase ai)lio «s Sl Jxill oy Y] pulaidd] : sl VI ggi09all

(Intracellular Trapping of Glucose) ad=dl =1 j9S9l=dl lausl .1 I

)« Cytoplasm ) o Mgl (J] ( Extracellular fluid ) >, LSl o ( Glucose ) jsSolxll Jg=5 >,z
Glucose-6-phosphate /) **& lawg9-6-j5Sol>** | alg=i & 99 ( Phosphorylation ) **s yauws** dlas] giaxy
). G-6-P

:(Biological Significance) & 92uwall jo n>glgadl 92gll

Plasma) o Ml sbiusdl jue o )l el o anioi daulad aizuiv jgSelxll gini wlawsall d&cgono a9lo]
ol ol asllall zli] (é aslaziwy adsdl U515 amuiz las «( membrane

Glucose + ATP - Glucose-6-Phosphate + ADP : J<clail

Glucokinase (GK) ¢ Hexokinase (HK) M).-i o abli ajylas .2 I

rixz o) ol allly mumil] £oi cuns ouilize Guan il dlawwlss JoVl & pamall Jelai juani aiy

: o r
Y Glucokinase - Gk JSWICAMNN ) suisS S o

JHK )
liy LMo ( Liver ) bl JSuiy 2SI All tissue) powl! dzxusl groz ) Site ) azlgill yISs
oSl )cells
sic bais Jas - ( Low affinity ) gaixio  Jas - ( High affinity ) 1> Ll ssSsl=ll oo ladll

L joSel=ll juS i glas)l aiasioll joSelmll wljuS i 9 i ) Affinity to Glucose (

) HighK ) gaiso ) LowK ) jaisio ) K ) pualiilSan culs
iay - ((High V) Taz andijo i - (LOW V) aimdnie Soaill as puull
JsSslAll po w8 wlias b aw ) Vimax



B Hexokinase ) JEPRRSRISPRRR aiLaoll
)| Glucokinase - GK )JFWRSR o4 BRI ) ks e =2 =9

JHK ) | Feature [

) Glucose only ) lnss ;9Sgl=ll JoiSY g eiS xall 95 ol aSlgimuall IS, J1
) Glucose, Fructose, Galactose ( ) Substrates (

Not inhibited) axiio alowlgs **layi, Y** Inhibited) axiio alowlgs ** Loy, ** ciiolb Lol
)by G-6-P )by G-6-P ) Feedback Inhibition (

Insulin induces its) assisai gl jan, ool & il il ¥ wigorgll uilidl
)synthesis ) No direct effect by Insulin ( ) Hormonal Control (

agrz9ig whizell oy X1 j9Sel=l olaiol awlw Y adosisW jgSolzll u..t.ob w=glgumall 9]l
) Glycogen synthesis ) (> ¢Szl guivail pluall bl i asas ) Role (

aoslaiig Phosphofructokinase-1 (PFK-1) os il .3 I

Jlute 9 ( Rate-limiting | Committed step ) ac_uul) s33xall s9lazlly > lisall oy Yl o0 ¥ PFK-1 ¥* s,

. Fructose-1,6-bisphosphate J| Fructose-6-phosphate Js= cu> s Sl =il

): Allosteric Regulation of PFK-1 ) euasMJ (s jxiangdVI eulaiill

« ADP g AMP ()0 a=ai o)l wlgimell dawlgs dadzl asllb jolexil i alauinii oy )i Activation ) lowsuisll
**_ Fructose 2,6-bisphosphate (F2,6BP) ** gng 558 lasiuiall J] aslioYL,

Sl PFF g % ATP % s i ol olgimall alamlys a8Uall 6,95 3is alawis px, )i Inhibition ) lawsiil]
S uslidl M agll iad *%( Citrate (

) PFK-2 | FBPase-2 Bifunctional Enzyme ) a.ﬂ.a]o_g" CS'))"‘" P..,.UI 4 I

tosoll s puis Gl puSlrio Gues il gablis o 085 209 s oF 8)ls

. Fructose 2,6-bisP — Fructose-6-P Jg= ): PFK-2 Kinase ) juwuaSIl lolowi

. Fructose-6-P — Fructose 2,6-bisP Jg=, ): FBPase-2 Phosphatase ) juilawgall loliu

:(Potent Activator) sg9Vl plaiall @
Jexo aiSlg i Sl M=l (9 T)..»Lm b o ** Fructose 2,6-bisphosphate (F2,6BP) ** _S 1
). Gluconeogenesis oSolxll guiai lasing s Sl Jxidl jazy) PFK-1 oY x> 598 (s mimsll

(Insulin vs Glucagon) s, ,Sudl =6l el (sigoell poxlaiidl .5 I



il Ay & pamall SN oo zoosall mi¥l blis wé 0s>Sslalls oalomid] oS
): Low Blood Glucose | Fasting ) ,Saudl jolasil ol pluall all> (a9 (I

odsmiYl paaxiug ¥*( Glucagon ) 09> elxll** g0, gain y

. CAMP sgiumo gaiué Adenylyl Cyclase ol o, .

F¥z 930l pu iVl b0md** L pgay s3J| ¥ Protein Kinase A (PKA) ** Lo, .

)**. Active )T.la.u.u FBPase-2 ** pua, Loiy **( Inactive ) loiiui ju¢ PFK-2 ** muay 16 oumell daxui J
losinisg **( Glycolysis Down ) s ,Soud| =il laio** = PFK-1 blis jaexiy, = F2,6BP  sgiwse jaaxiy J

). Gluconeogenesis ) ¢Sl giivai

): High Blood Glucose | Well-fed ) ,Sauadl glai,l ol assaidl all> (9 (o

092 8ol jaaxig *¥*( Insulin ) GdgusY** ygo b gai y .

). Dephosphorylation ) s ,awall allj| Jas) ¥¥ Phospho-protein phosphatase ** o, il Lo, .

)**, Inactive ) laiu ,u& FBPase-2 ** quay laiy **( Active ) lais PFK-2 ** quay 6 paudll alj] ans .
)**. Glycolysis Up ) s Sudl =il losiuis** = s9lias, PFK-1 HJ-JT losivi, » F2,6BP  (sgimo gaiy .

¢, g Dihydroxyacetone Phosphate (DHAP) J _uilzdl Jg=ull .6
w9l
): Excessive Glucose Intake ) jgSolxll o 8 1S aaild wleS Jolv xic

Glycerol-3-phosphate a il dlowlss (inall guuilly uSIl (6 ¥ DHAP ** s ,Suudl Ll @il o 52 Jomiy .
**_ Glycerol-3-phosphate ** _J| dehydrogenase

&rivai aulocg (** TAGs | Triacylglycerols **) aiMil gl bl &.y.uhui 84S ;S Glycerol-3-P  pazxiawg J
). Fatty Acid Synthesis - FAS ) aiaxJ| jolo>Yl



STUDY NOTES « METABOLIC COURSE

Glycolysis: Enzymes & Substrates

o)l paidlly Sl Lrill o 155 lorssY JolSio wsbiol panlo

($Medical\ Biochemistry$) aulall ay9:l slosSIl 183Ladl | s il calall 4263 pSilio j olxc] 1 palaiig slas]

(Intracellular Trapping of Glucose) ad=Jl J=1s j9Sgl=xdl s Q

giaxy « Cytoplasm e Mgl J] (Extracellular fluid o &l Lluwdl oo (Glucose gSol=xdl Jg=o 5> %
). Glucose-6-phosphate | G-6-P ) **&lawg9-6-5Sol>** (J| alg=i) ( Phosphorylation ) **s yauwd** adosl TJS_‘;

:(Biological Significance) a.>glgrmuell aronVl

218 oSl jouall (o axini daplad dizi jsSolall 52 oSS wlamgall dcgazo aslo)
aslall c[b‘! 9 anlaziwy ad=ll U1 T.ol.cu aumuizy loo «( Plasma membrane ) WJ')L,.” s L] |
ozl gl

Glucose-6-Phosphate + ADP =>  Glucose + ATP

Medical Biochemistry — Study Notes * 4 o 1 axaw



Glucokinase (GK) g Hexokinase (HK) (s afinds9 aloliv ai)las @)

s powal) a2 ) grmall Al guidl Lle Ely oralize Gron il dlawlsy JoVl & rimall Jelos juami piy

Glucokinase (GK)

ool,Sadl o b L) ( Liver ) asII

xie laad Jazy — ( Low affinity ) jaaxio
el Sw glas)l

) HighK_ ) géise
iy — ( High V) Taz asés e
x> 6,05 wlaS

) Glucose only ) las9 ;4Sol>

(laui, ¥)  Not inhibited by G-6-P

Insulin induces) asivai gl jaxy
)synthesis

agezsis whzgll am 11 jeSslxll olaisl

Hexokinase (HK) aiylaoll a>g

) Alltissue cells ) pwzll dzuil plaze  azlgall Hlse

) Site (

9 Joz; — ( High affinity ) Tx> Jle
aiaisioll joSslall wljS 5

) Affinity ) wLaxll

) LowK ) jasxis oo euls
) K, (
Ly ity — (LOWV, ) diaiio Sosaddl as puull
) Vo (
Galactose , &  Fructose , Glucose sl

) Substrates (

(aziioy louiy) Inhibited by G-6-P giiol louisdl
oYl 6 il il wisesell suilill

) No direct effect (
sl iz aygunll alaisW j5Sslall eols -z slsumall ;9

pluall

N

SrsimglVl asylaiis Phosphofructokinase-1 (PFK-1) ou il €

Jl=il s (Rate-limiting / Committed step s lail ac ) 833mall 8olaxlly (olivall oy iVl o ¥PFK-1 ¥ s,

Fructose-1,6-bisP  _J| Fructose-6-P Jo=i cuu> o5 Sl

): Allosteric Regulation ) s_uia gV eulaiill

wle o ss_éﬁjl Lol . ADP g AMP wlgiws glas)b adzdl asll jolaxil aic lasinis )i Activation ) logguadl
**_ Fructose 2,6-bisphosphate (F2,6BP) ** S 0 g $§Nb)I

U cuzd ¥ Citrate ) ol [¥* o ¥ ATP ** o lgimso gla,b aslall 8,99 aic laiiy )i Inhibition ) lawisdl
Laslall

Medical Biochemistry — Study Notes * 4 )5 2 daxew



Simy ¥z 598 s miwell alaio®* aiSly s, Sudl il [ las (s8 Luislio Lol Tl G

(PFK-2 / FBPase-2 Bifunctional Enzyme) ag.logll z93all oY1 @

ool sz puai e praSlaio Gueu il palolin Alios 93509 29 g0
. Fructose 2,6-bisP — Fructose-6-P Jg= )i PFK-2 Kinase ) Sl loliwi

. Fructose-6-P — Fructose 2,6-bisP Js= ): FBPase-2 Phosphatase ) juilewgell lolis

:Fructose 2,6-bisphosphate (F2,6BP) .S ,o @

).  Gluconeogenesis ))353.1._2.” ua Ja.wg (§M| =il ).o.ms) PFK-1 ,o..u.-i

(Insulin vs Glucagon) Sl M=l (sigorgll palaiidl @)
(6 ptannal| &y & ammall) SlosSIl dpaadl s 2950l @iVl bolisi (38 0927 Sslally lsaudl @S,

:(Low Blood Glucose / Fasting) Sl golasil / pluall all> @
odsmidl Jaszis ¥ Glucagon ) gs>Sslal** (oo n gai
. CAMP | ssimo giiy — Adenylyl Cyclase oyl Laiiu
Frz o3 sall oy iVl b 0umé** L poiy s3Jl ¥* Protein Kinase A (PKA) ** Lo,
**, FBPase-2 ** lau laiy ¥* PFK-2 lowiwi jat ** puay 16 pdandl] daxi

*_(Glycolysis Down) Saadl Ml dasiis = ** PFK-1 blis Ji, > F2,6BP | sgiuio (mikis
). Gluconeogenesis ) jsSolxll griai lasiuig

@ <.l glei,l / a5l aJl> (High Blood Glucose / Well-fed):
057 skl Gadsis **( Insulin ) oalsasid % 0500 giis
). Dephosphorylation ) & sawall all;] Jes) ** Phosphoprotein phosphatase ** o, sl Lo,
** FBPase-2 lowiti jat ** muay loiw ** PFK-2 ** losiwiy 1o amsll allj] axw

Glycolysis) s Saall Mol lasiais®™* > 654; PFK-1 o5l lasiniy = | F2,6BP | sgio iy
** Up)

Medical Biochemistry — Study Notes * 4 (o 3 axawo

g Wy E

= W N E



(Lipogenesis) ysaall sliug DHAP J (aul=ll Jo=ill @

):  Excessive Glucose Intake ) jgSolx)l o aiasld wlaS Jgliv xic

Glycerol-3- oy il alawles vl muuidly Il (8 (s Sadl Lzl o @lidl) ¥* DHAP ** (S 10 (o €52 Joxiy
**_ Glycerol-3-phosphate ** _J| phosphate dehydrogenase

eivai luo lauiiig (¥ TAGs | Triacylglycerols **) agMiJl ¢gal guivail bl 645 S Glycerol-3-P  poxiug
). Fatty Acid Synthesis - FAS ) auinoJl u‘aLo..;yI

Slagsddl) o)l 381 gy

Medical Biochemistry — Study Notes * 4 )0 4 éxewo


فريق أفق الطبي للتلخيصات 


