Samarra J. Pure Appl. Sci., 2021; 3 (2): 34-44 Abbas M. et al.

IRRAQI Samarra Journal of Pure and Applied Science
Academic Scientific Journals

SJPAS

ISSN:2663-7405

www.s!pas.com
Ombiaal) 580 gl A gua panll pulaall (lamy g Cfnsna 1) 9 CimaSanal) (o gma 2 il
Gladl/s) sl Ayaa b A8l () paYL
) eld) tae dea axidl e Fgan I s e Gae (e

(abassmaan2@gmail.com) l_all csl el daala A yill A0S (o Lol and
Js¥ alill jiiale Alla ) (e Jiae Casdd)

sduadAl) suanl) Cila glaa
02l 3L Cmbaan () sSA e | 53S agrian ) Liay 3o 60 sl all Caiaal 2020/11/11 ;) &,
b e a LA a8 200 (179-37) O e pd s gl g Al 2021/01/07 :J s—all &)l
&\52019/10/1u-03).\9” w\yh@@m@&z\mﬂ\a@ﬁy&u@ﬁ i}
O e 30 Citaad S 5 plasd e gane g L lia o35, 2019/12/29 sdalidall cilalgl)
G sinna s Juaall (8 (ol () 50 g (5 ste il o3 elaaY) Gala Y
S Uy i (S BBl 5 Juaall 6 ) gaall il sisa s ¢t ) () 50 58 , SN G2l ) | CaSand)
Adle Apaall i 5 ) o 38U Akl o Agaall g gyl g AN ) sanll O )

(o8 Ol (s siasa (B (p < 0.05) L sine sl il & yelal 5, 23U
A genay i e d—/ al )t 5%1(6.82£1.07) 2l d—ae
Lo sima Oiasny ) 58 e léi ) U/l 12 554 (88.9411.0) 3kl
el eVl A5 Jie Ja / a2 6L (161.5£12.4) (2 el i (p<0.05 )
(p< 0.05) Lisina Lelii)) bl < yelal 5 Ja/ ol se 5l (66.4+11.6)
—a )l 3 (LDL-C, TG, Js_i—ud &) e J—< 31 5i 4
4 jlie J«100/axs (47.946.71) <(185.9+16.3) <(222.0+66.7)
(123.848.2) «(117.6%22.7) «(111.4%33.2) 3 ksl i sena;
HDL-C s siss o4 (p<0.05) Lisine Lialias) | N sill e Ja100 /pale
oL A i (11.0143.21mg\d]) el a3 Jsaal (&

(37.3+16.7mg\dl)

dadialf

3 sall 5 CppmnsS N1 adll g5 ¢y saall dge Y1 IR (e anall o) 8S ) aall oa e J sl suanl) Heart Gl
Gl ) g s il al el e il el el 5 [1] G @5 (e gl e Wacluy g LAY D5l
LAl Gl el mlhas Jadys ([4] Gsb Lad din 40 o pb slesl 75l i Gl Gl e dala g ([263] alladl eladl Calida
Myocardial (MI) 48l ilasll ¢Lia) Angina Pectoris (AP) 4>l a3 [schemic heart disease (IHD)
Coronary Artery (CAD) 4aldl Gu yall ()l casaals ([5] Sudden Death 3¢laill <ises infraction
e Ay alla 5l 17.3 a3 La b ghe o 48 3 Clai¥) A 3¢5 Al A )l ) 1Y) (e 82a) 5 Disease
6] A sl daall dakiia Cava allall ol

Of i adg callall S e i Al A Hl) A seal) dge Y15 i) (ol yal aal s aliil) gl yil) i ya
i) Jal gall g 8Lpadl ol aih JS 5 A salill g A adiial) Gla il (e JS 35850 Lt 3 W o) 5 (m y ) 3a
[7] seall Ao W15 Q) (yml b shail ylad Jal e A1) 5l Jal sall 5

34



aen A3l Ly LAY ol s 4 5« 54 Heart Failure (HF) il Joié a sy Gl () sucd) jac
e HF s dbaagsaaidl ¥ ol 6 4y jall clsainal o 1508 Galail s Uielaial Use g allall cLad]
gLl e i Al (il oY) (e saal s il il 30 Qlai [8] Lile 20 2 ams (s 52k 6.5
(LDL) 486l A skl gl A i gyl (y g2t agoad cpd 1) pald 391 2 e ad YLy Jeaall (8 J i KUl i
9] el 1313 3 Tadl) Jal gadl aal aad ol sd e 380 i J5 55 S Low  density lipoprotein
(e dg2ia e dihia & Necrosis 3342l e Myocardial Infarction MI dmldl) il casll olitial o yny
G e hd sy all Aadll Giad [10] cadill Aliae Ailaial (o3 aall Gl -l sl i) A 4 lall ALl LS
Jmn g il Al e 43388 Sl ad) (e ALSH 2 Sl e Jyamnll ol AL e i Y Leie VLA
Ipas pad il e i aie (%70-50) oo ST Jad A iy Aaalill oyl 58 3a et leaie 4y jaall A3
) ) ey s sgall celdll (A caikll e ) A N a Y aiay s 31 ol paall b e sl lalie) sl b
J11] 32nall 358 L

Aile sbaall 48 sl IS e gl psall (35 e Y e pan ot a s (o2 O 5a b 58 (peSandl ()50
26 all (83 e J5Y Al 2y A ilia ol A8 Hlallyoa U aaf ¢ 88 oS Jla 23 gai e Al A gl
8 116 e s «C120rF39 (pa Ao s 2 im0 I8 e sl spexin e ot o) 28l Banag
Grall a s tll 8 ([12] Aaall s & dall a8 YA Y s Spexin s a3l e
& dqntrons 5 s exons 6 G— SPX (i 0<% C1201f39 525 12 ps—sas S e SPX iy g3l
O SPX e galill 2 gl Jolasi (35S ([13] dise¥) palasY) (40 116 o~ prepropeptide i a &
Lgibal |yt oy jladl) 6 gy st (S Lgdada iy il 5 cdae ) AU ALl a8l gay dbalane Liinal Lines 14
[14] a5 A giia dun ol g il 5 8 SPX LS O a8 giall o g 531 e Allal)

S e dlle il siase ectlpadll 8 558 slall s e dlee alalys b ks (s 58 (s 1 (50 0
Jafiall Gial yal (e a2l (810 ) gma 1590 aly Guftaasnan 1) o u l iy i) T G et s ol pudY) A sl jéad
Ose b sy bl Al 451 3Y) sy sl e Alile () ety ([15] 4800 delial) Gl el 5 LY 5 J38))
([17] oY) (A dinal palaal 108 4dshas o5l s1S 12,5 (Audalladyy ([16] dbal) LA o 5 aiiu) e
e b il (B g0 ad Gl 2By 2001 ple (B sl 58l (85 e J Y LA 2 A ina sale ga (i )l 2ay
AN ) ey baall Al aaSandl () sasa ani ) A jall ciaa 131 ([16] el 5 (5 Sl G A8l 5 (5 Sl

Jand) 5k g 3 gal)
d ) e

37) o e el 5l Al (ml eV () sibias 5 SAI (e 1 5S agaian ol Jead die 90 (e And Ll 6l al g
30 5 ) all/ ) 7D ddailas & (LilasY) 5S pall Aliall Ban g / alal) o) jels ilse (30 agilise Cimed 5 i (79 -
ial5 2019/10/1 o 32all il wan Ty 79 - 37 o s sleel s ) i 3l de sanaS planal (alaSY die
Gles 10 el &y ¢ lal il (8 aall pa g5 Al dae Aol g3 g2 ) pdl) (00 Je 5 as i 2019/ 12/29
4385 5,50 3000 Ae s 3182 10 32aly 5 3Ssall 2,k e (8 daaall duad laany  Jiaid piaall 5] a s o
ibea saidll ol als alsll (pal o 20 - °C 3,0 s s die Laia

CpSad) () g0 Ry

Enzyme Linked Immune a0 i jall celall 31 5V aladialy adll Jeas (8 cpeSoudl (5 gina 5ai o
Jasy 5 ELISA CUSABIO 4S5 J8 (5o 3 jgaall dalad) 32a)) alasiul 33k o= «Sorbent Assay (ELISA)
. CSB-EL003071HU 4!

O ) (90 2 S

Enzyme Linked Immune a »YG Jasi ya) eliall ) 5ie¥) aladiuly adll Jeas (A Gaiva 1) (5 slon a8 o
Jexy 3l 5 ELISA shanghai 4S8 J8 (e 5 j¢aall dalall 322l alasiul 50,k e Sorbent Assay (ELISA)
.YHB3408Hu 4

35



e.ﬁ\&mgéd‘”msgﬂ\#m
soalall Jidadll ac alasiuly @llyy aall Jae &SI O il S (5 gt (ubl A gl Gy 35V 38 Hlall Chaaie
. [18] Biolabo - France 48 3l Jaé (a3 jeaal)

all Juaa B ASDEN G gadl) ppaE
3 el 3 alal) Julaill Bae aladtuly elld g caall Jiaa (8 SDEN G gaall (5 ghusa (ulal 43 1) T ¥ 4G Hlall Ciadiel
.[19] Biolabo - France 4S &l J&

adl) Jua b ABASH Alle Ajanl) Cilifig ) ok

Sl s il sl Azl @l 15 il Sl HSH (CM) 5 VLDL 5 LDL-C e J—S s 55 o
e Al g Jslaall Juat o3 3 «Magnesium chloride s sswixall 2 6 =la s (Phosphotungstic acid (PTA
Jlextiss HDL-C =S5 )3l o5 5 48500 48kl (j HDL-C 43Sl e Jaall oy pall (e J seanll s 538 all )kl
.[20] Biolabo - France 4S_all J& (e 3 jenall J 5 yiunl ¢SU 3 jalal) 3oal)

pdll Juaa (& LDL-C bus
LAY [21 ] e Slaie YU @l g aall s b LDL-C 48U (midia a5l 38 55 s
LDL-C conc.( mg/dl)= Total Cholesterol - ( HDL-C + VLDL-C)

() Julasil)
dis «( Mean * SD ) Jslaall 433 ga gall aidll Jiai g ¢(Anova)Sbasy) gl nll Jlaainly Lilias) zitill culls
(P< 0.05) (5 simas LAY Cian g colaially (o jall @il Jlail aaalaall (e 4381 (t-test) s alasiul

(2013) JusSi gali s aladiinly Al JISEY) auy i ¢(P< 0.01) 5

LBl g @UJ\

pll Juaa (8 CraaSamad) (1 90 R (5 glasa

(Mean + S.D) s bwmall il pai¥) ot Jaws siall & guiliil] iy

il o 8 ARl (ol 5V Gabadl i el a3 Juasl & da /8l e S (1.0746.82) &l CmSadl () 50 8 (5 siasal
OpmSanal) () 5 )38 (5 slusa b (5 sina i) Jgean il Helais slaia¥l ad Jhadl 3 Ja/ o2 Sa (11.0 £88.9)
1 JSa 8 LS5 daglin de sanaS elanall 4 e Aulal) Gial e YU (ubadl) (o sall dllaia) (5 ginse e

88.9
100
80
60
40
6.82
? ey

PATIENTS CONTROL

SPEXIN pg/ml

A ) a8 cilial) a3 Juaal (B CpmSad] ¢ ga b (5 gia 1 JSAN

oabaial g A8 (59 et @lld 8 Ley dgaall das) & clalasV) saxeie Ciillay 4l Cnaa adin Sl aey
Ly 3 «Galectin-1-GAL i (je due i g5 O Aas g a5 Llladl ()5 35S lall 0)3) 535 Aaall (aleal)

36



P gl ([22¢23] Al Wy Alle 5545 galanin receptor3 GALR3 s galanin receptor2 GALR2
a_all uﬁ CeSand) Gl gla GA EPACEG g PR VR ¢[24] «iclea s Porzionato al Ja gi e e agllall A Hall
othaall JLEY) 3 Sl e el 5005 151 el ciaduall e gamally 4 jlie Lulil) Almal) oLiialy (puliadl
ot il i dla I8 LA J203 o sise addil 3 oW1 58 Ll IS cppned) o ) s Laa asandl)

. HypoxiagsasSsY)

pall Juaa) (g Chfionny N1 (5 30 10

Jeadl (& /ol 2 535 (161.5212.4) &b (ot 1) (508 (5 el (5 bmall B ai¥) £ Jaws siall G i) iy
il Helaiy elaal¥l an Jlae) 8 dw/ a2 5 (66.4 + 11.6) &l on 8 4ldl) Ll 1YL Gabiadl) o sl 2
Cbad) (i el a3 Jladl (8 (P< 0.05) s5i20 (5 5ime 2o 5 (s )l O 5008 (5 lane (B (5 5ina W) J g
2 ISl 8 LSy Aaylin Ao sanaS elaall (alasL 4 )lie 4l il 5aY

161.5
200
€ 150
o
< 66.4
Z 100
-
(%]
el
e 50
0
PATIENTS CONTROL

A jal) a8 ciliall a3 Jluaal (B Cpfisn 11 348 (5 glana 2 JSEY)

K c[26] aiclaa g Lee c[25] «iclea s Montazerifa ch\).;i ‘;’\S\ QL».»\_)JS\ (e e pa (o4 :Lu\_)ﬂ\ XYY Cq\.u CilS
. Oboans 1) (5 5a 0 Gl sia G o sale gl ) & yelal il 5, [27] Hatice

) Jd 5 Aalil) ) 8 ) el Lia saad Aile 1) Al (yial yeW) ) sal (o e Jale 2ay Gy 1) Ol 23

LAl 8 Gty celiandl A piaall Aa il (e Al 8 sl OS5 (s Sl (re el 4y ([28629] AliiaY)

Dlladl & by A ) (250 Laa dpllad) LA Loyl 55k e Gl )l clalidglae (8 aalay S5 oy )l dpendl
Ol ) a3y 5a Baaate ) jlisa jadad Ul

e et g pal) slass sl i) Wil o bl 3 o rSas i 3l 5l _1d) Al cillaiu¥) & yia
o gD By sall Al Q8LE L5 (B -5 553l ualall il HLE) s Japdis 5y ke (e Wa (IL-6)6 S 515
Lol caida y e aglidl s of oSay celld e s dle 3,50 ) jEiul ane el L il dglag) Jadl) 050, JDA
.[30@32] endothelin-1 &) a3 JMa (e Agillad) LAY Loy 3y 3l 5 pilue <l 530 (a5 Al Sl
A Al @ clind) 2 Juaal & G gaal) Cily gl

Agaal) gyl ARSD Ale Agaall il sl SN il Sl JSI g i oKI) g gaall il ginsa ol

a8 (s all (o) GlaiY) £ s siall) IS5 elaral) g Al (al 5eYU Gubad) om el a0 Jlaal b (ALSD) 4l
1 Jsaall & LS Al

37



Al 4@ cilial) a3 Juaa) & ¢ gaall cil gial (5 baall Gl adY) £+ Jawgiall 1 Joa

Parameters Mean * S.D. Mean * S.D. P<
Control (G1) Patients (G2)
T.Cholesterol(mg/dl) 111.4 +33.2 222 £ 66.7 0.05
HDL-C (mg/dl) 37.3 £16.7 11.01+ 3.21 0.05
Triglycerides(mg/dl) 117.6+£22.7 239.6x13.7 0.05
LDL-C(mg/dl) 123.8+ 8.2 185.9+ 16.3 0.05
A 3 s 581 (5 g

Jeaal 8 32u100/ pale (222 + 66.7) OIS S s il 5SU (5 siosal (g jlmal) ol iV o o gial) G gmilisl) iy

LS glaa¥l (alaiV) oo Juaal 3 320100/ aike (111.4 + 33.2 — &5l i) () 3L Gulia) palas) o

Al a3 Jiadl 3 (p < 0.05) ddbaial (5 sina die 5 U gine a5l Iyl 5SU (5 ginne Of i) ity 1 Jsaall
3 KAl LSy elanal) (alas A e 4l Gl eVl cbiadll

222

250

200

111.4

150

100

50

CHOLESTROL mg/dl

PATIENTS CONTROL

Al 38 i) as Juaal B Jg il <) 5 giaa 3 JSA)

sac A Jsiad S (5 siue B3 3l 028 (5 3aa s <[336¢34] osialall 4l (s 5 e pee Allad) Al all il 5
o ol COLELwe 3L aae da 5l Low density lipoprotein (LDL) 43Ul L 5 aad) oy syl Jla Lt o
Acyl Cholesterol a3 bl ) SaSiawll & Low density lipoprotein (LDL) — 4aalall i )
Slllgind ) Aalayl Llah aspiaisaly § ) Al elaa¥) 8 J g yiand &I paliaial (pe J 55l transferase
L g s ial ) sy Bl ie ) Janal) e s i S0 A 03 35 ¢[35] sl ¢y sl Auiall s
0ol 38 eld ) cud )5 A0 Leie liwd 3ae e daalisaly o2 () s ¢[36] il ial el 5 ) )
[37] L3

AANEN Al (5 gha

ad Jlaal 8320100/ aike (239.6+13.7) 52 45N ¢ sl (5 siusal (5 jlamall ol as¥) o+ Jaws gial) G il iy

2 LS elaall el 28V 2y Jlaal 8320100/ ale (117.6£22.7)— 45 ke Al (il 130 Gulad) oyl

ol a3 Juadl & (p< 0.05) dadlaial (s s die 5 | sine aii ) 28 SN ) saall (s sie o)) i) el 1 Jsanll
4 JSa) LS elanal) (alailL A i

38



239.6

250

200

117.6

150

100

50

TRIGLYCERID mg/dI

PATIENTS CONTROL

Al Al a8 cliamd) ad Juaal A SN G gaall (5 gia 4 JSA)

Ol (alaiy) die AENA iy KU o)) ) 1 st ol ([33¢38] (e S il me Agllad) Al jall il i)
AlaY) Glaal 3 ey 558 sdad Jele A5 iy 5l 203 3) ¢ gapanl) Caliaill iy s dile o alil il
Obaall Gl 5V (da e e AN Sl Sl 58 e L) () ([39] 4delen s Heidard om WS (il oY) elliy
) pend o S 5 il (3 slaaWL A Jie (198mg/dl) oS @y 3 Al 4 gl e W1 (o ya 5 (g2l il
33 ) (s a5 (Al sl dall 4,06 W) J ol () (6 an AED Calay paundSh) 58 55 8330 30 o) 3 (146mg/dl
e b€ AU LA Bl ) dgn e cdginall (aleaU 5y o Lgllad die )5 elealT Jala <l 5 jSle sLISH 2Ll

407 Tas 28U 2kl 5 dgiaal) i g yall o AN iy yaundSI) 5€ 5 8 i) Gl A Agiaall (mlaa¥l (e

gl oSl ABESY Alle Apinal) lifig ) (s gisa

Joasl (5 350100/ pale (11.012% 3.21) OIS HDL-C I (5 simsal (5 jbmall il ai¥) ot Jaws sial) & il el
o LS Ahiln de sena S olaa¥) o> Jladl 83,0100/ pide (37.3 £16.7)— 4 e Al (al V03 basaall 2
0alai¥) a3 Jucadl (3 HDL-C ) s st (p < 0.05) (5 st vie 5 G gine Lialidl Jgomn il ciigs o1 Jsand)
5 KAl A LSy elanal) (alaiVL A ie o jll

37.3

40
— 30
o
o
& 11.01
£ 20
()]
T 10

0

PATIENTS CONTROL

Ao Jal) 38 Cliad) a3 Juaal B ABUSY dlle ¢ adll (s e 5 SN
Allad 8 Lalidd) (HDL-C) <l siasa 8 Galiai) Carne 3 pay 03 ([41] a3 il aee el Al ol eilss 35
GlACy Js el 5 A (aleal I Triglyceride (TG) 43 ¢ saall Jlas I g3 3 5 05050y a5l
(Apo proteins) o= JS J& ddle) 33 )b e (HDL-C) Sl ja daiiul A 255 Al g VLDL-C @l s Haidls
&% D oSl il Cp Jall) S5 (HDL-C) (o Al iy pranlCIL Al i g o a3 il (a0l 5
[42] VLDL-C# TG 5 (HDL-C)

J gl o<1 ABVCY) dida) g diaal) cilisi g pall (5 glusa
& 3100/ pile (185.9+ 16.3) OS ol Juan (3 LDL-CAI 5 siusal (5 lmall il jai¥) o Jaws sia (f ilil] i
o LS Aoz de ganaS laiall de gana a3 Jladl 3320100/ aake (123.82 8.2) = & lie QlEll (i e 23 Jlaad

39



Oliadll (aliiS (p<0.05) Aallaial 5 siue die 5§ gina leld ) adi 3 LDL-C I (5 sie & il i g 1 Jsaal)
Cidailin de senaS elaa) (el BYL A e Al ) YU

185.9
200
123.8

_ 150
e]
S~
[eTs]

€ 100
)
()]
)

50

0

PATIENTS CONTROL

Al ad cilid) o Jaal 8 ABUSY) dida) g 4ia Al Cli g ) (5 gia 6 JSAI

Haill ) (LDL-C) 5 siese i) (5 3m2 35 ([43¢44] Gl G de sana 4l Jom i Lo goo Allad) ) ol il 385
Aas¥) () (LDL-C) Jisa3 Julis 81 508 T ) 50 ol 3l 5 0l 353 s sl Btasally LDL-C Bl ) & Jacany s
. [45] LDL - C (sl JJM}SS\&wJ\é\é&ﬂ%eﬂ‘w‘;bﬁjgdgjéwj%ﬁ‘

, clalinay)

dﬂuﬁﬂ\ﬂbﬂ@&MJ\ J g cg\A..AYULJlAA&_\N\@AJA?JM@MJ&\LJ}A}UM&WJ\ J g
. Ladiie o) siwe OIS 3 HDL-C (5 5o oo Le elanal A jlia i yall aslae

References

1. Cecil, R. L., Goldman, L., & Schafer, A. 1. (2012). Goldman's Cecil medicine. Philadelphia:
Elsevier/Saunders.
o8 Al Clpdasall Glany 5 30uSY) Clabian g a5 5l w330 G A8 Al 50" (1 2016) il Flaa ) )55 Galall 2
ol yals Ardla — Ay il A il Ay MAlal ial a0 Cubiadll (alaiY) a0 Jladl
Liu, S, Jiang, Z., Qiao, L., Guo, B, Xiao, W., Zhang, X,, ... & Li, Y. (2018). Integrin 3-3is .3
required for the attachment, retention and therapeutic benefits of human cardio spheres
in myocardial infarction. Journal of cellular and molecular medicine, 22(1), 382-389.
Oiaal) (o pall s s aall e KU (6 gie Aul 53 " (2017) O Glo Al G plaa 0 G580 4
1813-1662 ,5 4 pall aslell oy ) STl s Maalill Gl Al il
5. Pranavchand, R., & Reddy, B. M. (2013). Current status of understanding of the genetic
etiology of coronary heart disease. Journal of Postgraduate Medicine, 59(1), 30.
6. Ho, L. T, Yin, W. H,, Chuang, S. Y., Tseng, W. K., Wu, Y. W,, Hsieh, L. C,, ... & Ueng, K. C. (2015).
Determinants for achieving the LDL-C target of lipid control for secondary prevention of
cardiovascular events in Taiwan. PLoS One, 10(3), e0116513.

40



10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21

22.

Malakar, A. K., Choudhury, D., Halder, B., Paul, P., Uddin, A., & Chakraborty, S. (2019). A
review on coronary artery disease, its risk factors, and therapeutics. Journal of cellular
physiology, 234(10), 16812-16823.

Benjamin EJ], Blaha M], Chiuve SE, et al. Heart disease and stroke statistics-2017 update: a
report from the American Heart Association. Circulation 2017;135:e146603.

AL-Barzinji, R. M., & Rahman, L. Q. (2017). Evaluate the correlation of Inflammatory
Cytokines with Chlamydia pneumonia in Coronary Atherosclerotic Patients. Journal of the
Faculty of Medicine, 59(3), 262-267.

Trainor, P. |, Hill, B. G, Carlisle, S. M., Rouchka, E. C,, Raj, S. N., Bhatnagar, A., & DeFilippis,
A. P. (2017). Systems characterization of differential plasma metabolome perturbations
following thrombotic and non-thrombotic myocardial infarction. Journal of
proteomics, 160, 38- 46.

Kivimaki, M., Nyberg, S. T., Batty, G. D., Fransson, E. I,, Heikkila, K., Alfredsson, L., ... & Clays,
E. (2012). Job strain as a risk factor for coronary heart disease: a collaborative meta-
analysis of individual participant data. The Lancet, 380(9852), 1491-1497.

Bacopoulou, F., Apostolaki, D., Mantzou, A., Doulgeraki, A., Patasz, A, Tsimaris, P, .. &
Efthymiou, V. (2019). Serum Spexin is Correlated with Lipoprotein (a) and Androgens in
Female Adolescents. Journal of Clinical Medicine, 8(12), 2103.

Walewski, |. L., Ge, F., Gagner, M., Inabnet, W. B,, Pomp, A., Branch, A. D., & Berk, P. D.
(2010). Adipocyte accumulation of long-chain fatty acids in obesity is multifactorial,
resulting from increased fatty acid uptake and decreased activity of genes involved in fat
utilization. Obesity surgery, 20(1), 93-107.

Mirabeau, O., Perlas, E., Severini, C.,, Audero, E., Gascuel, O., Possenti, R., ... & Gross, C.
(2007). Identification of novel peptide hormones in the human proteome by hidden
Markov model screening. Genome research, 17(3), 320-327.

Acquarone, E., Monacelli, F., Borghi, R, Nencioni, A, & Odetti, P. (2019). Resistin: a
reappraisal. Mechanisms of Ageing and Development, 178, 46-63.

Steppan, C. M,, Bailey, S. T., Bhat, S., Brown, E. |., Banerjee, R. R, Wright, C. M,, ... & Lazar, M.
A. (2001). The hormone resistin links obesity to diabetes. Nature, 409(6818), 307-312.
Nogueiras, R., Novelle, M. G., Vazquez, M. ], Lopez, M., & Dieguez, C. (2010). Resistin:
regulation of food intake, glucose homeostasis and lipid metabolism. In Pediatric
Neuroendocrinology (Vol. 17, pp. 175-184). Karger Publishers.

Koditschek, L. K., & Umbreit, W. W. (1969). a-Glycerophosphate oxidase in Streptococcus
faecium F 24. Journal of bacteriology, 98(3), 1063-1068.

Danila, E. P., Pricop, C,, Mitu, F., Leustean, L., Mitu, O., Voicu, P. M,, ... & Dimitriu, D. C.
(2016). Study on the Prevalence of Asn291Ser Mutation in the Lipoprotein Lipase Gene in
a Population with Cardiometabolic Syndrome from North East Romania. Rev.
Chim.(Bucharest), 67, 496-499.

Johnson, H. M., Thorpe, C. T., Bartels, C. M., Schumacher, J. R., Palta, M., Pandhi, N,, .. &
Smith, M. A. (2014). Undiagnosed hypertension among young adults with regular primary
care use. Journal of hypertension, 32(1), 65.

. Tietz, N. W. (1999). Text book of clinical chemistry, CA Burtis, ER Ashwood. WB Saunders.

pp, 652, 1431.
Reyes-Alcaraz, A, Lee, Y. N,, Son, G. H,, Kim, N. H,, Kim, D. K,, Yun, S,, ... & Seong, J. Y. (2016).
Development of spexin-based human galanin receptor type II-specific agonists with

increased stability in serum and anxiolytic effect in mice. Scientific reports, 6(1), 1-10.
41



23.Liu, Y., Sun, L., Zheng, L., Su, M., Liu, H., Wei, Y., .. & Zhao, C. (2020). Spexin protects
cardiomyocytes from hypoxia-induced metabolic and mitochondrial dysfunction. Naunyn-
Schmiedeberg's Archives of Pharmacology, 393(1), 25-33.

24. Porzionato, A., Rucinski, M., Macchi, V., Stecco, C., Sarasin, G., Sfriso, M. M,, ... & De Caro, R.
(2012). Spexin is expressed in the carotid body and is upregulated by postnatal hyperoxia
exposure. In Arterial Chemoreception (pp. 207-213). Springer, Dordrecht.

25. Montazerifar, F., Bolouri, A, Paghalea, R. S., Mahani, M. K., & Karajibani, M. (2016). Obesity,
serum resistin and leptin levels linked to coronary artery disease. Arquivos brasileiros de
cardiologia, 107(4), 348-353.

26.Lee, S. H, Ha, ]. W, Kim, ]. S, Choi, E. Y., Park, S., Kang, S. M,, ... & Chung, N. (2009). Plasma
adiponectin and resistin levels as predictors of mortality in patients with acute myocardial
infarction: data from infarction prognosis study registry. Coronary artery disease, 20(1),
33-39.

27.Erer, H. B, Sayar, N., Guvenc, T. S., Aksaray, S., Yilmaz, H., Altay, S., ... & Ekmekci, A. (2014).
Prognostic value of serum resistin levels in patients with acute myocardial
infarction. Kardiol Pol, 72(2), 181-6.

28. Qasim A, Mehta NN, Tadesse MG, et al(2008). Adipokines, insulin resistance and coronary
artery calcification. ] Am Coll Cardiol.52(3):231-6.

29.Zheng, H.,, Xu, H,, Xie, N., Huang, ., Fang, H., & Luo, M. (2013). Association of serum resistin
with peripheral arterial disease. Pol Arch Med Wewn, 123(12), 680-5.

30. Sarhat, E. R,, & Murtadha, N. A. (2016). Biochemical Changes in Chronic Renal Failure Pre
and Post Hemodialysis. Journal of Environmental Science and Engineering A, 190.

31.Qiao, X. Z,, Yang, Y. M., Xu, Z. R,, & Yang, L. A. (2007). Relationship between resistin level in
serum and acute coronary syndrome or stable angina pectoris.Journal of Zhejiang
University Science B, 8(12), 875-880.

32.Kadhim, D. J., Al-Shamma, K. J., & Hussein, A. G. (2013). Association of Admission Serum
Resistin Level with Acute ST-Segment Elevation Myocardial Infarction in Iraqi
Patients. Iraqi Journal of Pharmaceutical Sciences (P-ISSN: 1683-3597, E-ISSN: 2521-
3512), 22(1), 90-96.

33. a3 5" (2018) mSllue dess dilye 5 msWICK-B 5 NT-proBNP Gsiss ills 1 s &g il 3i5a8
TN PO PRIV P PR A -SY-W DS L WP DR ERVUSE YU REAW

34.Dinesh Kumar, B., Mitra, A., & Manjunatha, M. (2010). Studies on the anti-diabetic and
hypolipidemic potentials of mangiferin (xanthone glucoside) in streptozotocin-induced
type 1 and type 2 diabetic model rats. International Journal of Advances in Pharmaceutical
Sciences, 1(1), 75-85.

35. Robak, |J.; Winder,K. and Gryglewski,R] . (2004) . Bioactivity of flavonoids. Cir ., 93 (2) :170-
177.

36. Widmaier, E. P., Raff, H., & Strang, K. T. (2006). Human physiology: The mechanisms of
body function.

37.Dineshkumar, B., Mitra, A., & Manjunatha, M. (2010). Studies on the anti-diabetic and
hypolipidemic potentials of mangiferin (xanthone glucoside) in streptozotocin-induced
type 1 and type 2 diabetic model rats. International Journal of Advances in Pharmaceutical
Sciences, 1(1), 75-85.

38. Rasmussen, K. L., Tybjerg-Hansen, A., Nordestgaard, B. G., & Frikke-Schmidt, R. (2016).
Plasma levels of apolipoprotein E and risk of ischemic heart disease in the general

population. Atherosclerosis, 246, 63-70.
42



39.

40.

41.

42,

43.

44,

45.

Heidari, M. M., Foruzannia, S. K., Khatami, M., Hadadzadeh, M., & Meybodi, M. E. (2013).
Apolipoprotein E gene polymorphism in Iranian coronary atherosclerosis patients
candidate for coronary artery bypass graft. Iranian journal of basic medical
sciences, 16(7), 841.

Ibrahim, M. M., Ibrahim, A., Shaheen, K., & Nour, M. A. (2013). Lipid profile in Egyptian
patients with coronary artery disease. The Egyptian Heart Journal, 65(2), 79-85.

Packard, C. J.,, Demant, T., Stewart, . P., Bedford, D., Caslake, M. ]., Schwertfeger, G., ... &
Seidel, D. (2000). Apolipoprotein B metabolism and the distribution of VLDL and LDL
subfractions. Journal of lipid research, 41(2), 305-317.

Patavoukas, E., Aberg-Liesaho, J., Halvorsen, C. P., Winbladh, B., & Wiberg-Itzel, E. (2018).
Relationship between various maternal conditions and lactic acid dehydrogenase activity
in umbilical cord blood at birth. Journal of perinatal medicine, 46(6), 605-611.

Yang, T. C, Chen, Y. ], Chang, S. F., Chen, C. H, Chang, P. Y, & Lu, S. C. (2014).
Malondialdehyde mediates oxidized LDL-induced coronary toxicity through the Akt-FGF2
pathway via DNA methylation. Journal of biomedical science, 21(1), 11.

Karalis, D. G. (2009, April). Intensive lowering of low-density lipoprotein cholesterol levels
for primary prevention of coronary artery disease. In Mayo Clinic Proceedings (Vol. 84, No.
4, pp. 345-352). Elsevier.

Wilson, C. O., Gisvold, 0., Block, J. H., & Beale, ]. M. (2004). Wilson and Gisvold's textbook of
organic medicinal and pharmaceutical chemistry. Philadelphia: Lippincott Williams &
Wilkins.

43



Samarra J. Pure Appl. Sci., 2021; 3 (2): 34-44 Abbas M. et al.

IRRGI Samarra Journal of Pure and Applied Science
Academic Scienbific Journals

SJPAS

ISSN:2663-7405

www.s!'pas.com

Estimation of spexin and resistin hormones and some
biochemical parameters in males with heart disease in Samarra
City-Iraq

Abbas Maan Abbas Hussein Al - Zubaidi* Abdulmonaim Hamad M. Al-samarrai
Department of Chemistry, College of Education , University of Samarra, Iraq (abassmaan2@gmail.com)

Article Information Abstract
Received: 11/11/2020 This study conducted on 60 patients males their ages ranged between37-79
Accepted: 07/01/2021 years diagnosed as heart disease patients in Samara general hospital in

Samarra city for the period between 1/10/2019 to 29/12/2019 compared to 30
apparently healthy person as a control group. Serum spexin was significantly

Keywords: . .

p ; lower (P< 0.05) in patients (6.82+1.07) compared to control (88.9+11.0)
Spexin, Heart disease, . - : ) .
resistin pa/ml. Serum resistin was significantly higher (P < 0.05) in patients

(161.5+12.4) compared to control (66.4+11.6) ng/ml .Total cholesterol, TG,
LDL-c was significantly higher (P< 0.05) in patients (222.0+66.7),
(239.6£13.7), (185.9+16.3 ) compared to control (111.4+33.2), (117.6+22.7),
(123.84£8.2 ) mg/dl serum HDL-C was significantly lower(p<0.05) in patients
(11.01£3.21mg\dl) compared to control (37.3£16.7mg\dl).

44



