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Abbreviations <l saiiall daild

—
Coronary heart disease CHD
|schemic heart disease IHD

Angina Pectoris AP
Acute Myocardial infarction AMI
Unstable angina UA
Cholesterol Chol.
C- Reactive Protein CRP
Troponin | TNI
Troponin T TNT
Troponin C TNC
Hypertension H.T
Diabetes Méllituses D.M
Electrocardiograph ECG
Creatine Kinase- MB CK-MB
Nano gram / milliliter ng/ mi
World Health Organization WHO
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Cardiac Care Unit CCU
International Unit / Liter U/L
Millimol / Liter mmol / L
Triglycride TG
Coronary artery syndromes CAS
Alanin amino transferase ALT
Alkaline phosphotase ALK
Low density Lipoprotein LDL
Very low density Lipoprotein VLDL
Unstable angina UN
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sllia) (o ya (A (ASI CK a3l 4llad o L85 )] s (i) (lany (5 50 S8
o2 Y Laliiall o La ) s s jitiall e Ay jall Ayl i e s dlall dliaal)
L) CK-MM —— V) phl sl gl &5, < CK-MB
. (Collinson and Rosalki , 1992
Gigaa aay (54) clelidl 4 o) (Robert et al. , 1975 4l jo caag
(%58.9) ! 13 ¢l CK-MB a2 =3 Ayl (5 5-S5 4_ulal) A1 aal) L i)
O . s e (%95.3) ¢ (%92) 05S Aol 24 2215 (%90.5) 4iva suad
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AP i v uil) I o))
AL (i yrall (alA BV 8 adi 5 CK-MB a3l Lead Ly il g 5
iy L elaaal) GaladVh 4 )lie agal G el ) sk J8 sl e Y1 Gl ey
ol Y ol 1 i se Janiny 4l )) O 3 ¢ Gl ja¥l oy Aa¥) 5oy
3 A el A VI ial el (e Bllaall laBiay Jasi )3 Juaaall (8 43l siase o)) 5 8l

bl Aandll i yay A5 Jlie B e sl Ay paall Aadll (i ye (8 a i
A AL aall elsial mge s A ye 6 Gpa 85 sl
. (Luboset al. , 2007

o) (Schaperet al. , 1991 ; Beltramiet al . , 1994 4wl o & )Ll
ol i) (o il ALY Gl (88 i je 521 CK-MB Alled gL |
Alall 4 5 53l (s (il el Lgilaal amy sl Aliae 4 Ciaad Al daa gl 68 ) sl
5y _alal) Aplall LA e ) 080y 5y yucatiall dilaiall Cali ) g5 Al

adlieLian s (Sl e 5 )-dlae s ) gy yigall aadl Jaz i oL )Y dagis
) (5352 AlSll Gl s 5 (5 Sl ASD JBUie ) 5l (e el (g K ) sucally ALVIS
sLitia) &gan 3ol 1 oda sl 55 CK-MB (o~ 3V hluial (5 sl 8334 )
it gl e Al Clill il el o) ol JL38 G gaa gl Aplil] AL aall
@Sl Hs Al A W s 85 Ll Al deliae e faal gdiia g ) sl
i Sl sl aay w8 ullely gl a
ualedi) s gl g (Foleyet al. , 1994 ; Mercer , 1975 ; Burstein , 1970
) asa s e ay 330 Jagfi Cgan TNy G (5 Sl i je 52l CK-MB 4lad
LY Adla 801233 Al gsyall [ sdall o) Jladll s u€ V) JISEI e <G

. (Geneet al ., 2000 ¢ Sl [ e
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NP oY i) J i)
C- Reactive Protein  (g) W&l oiguadt 3-5-1
L&Y axa 3l 33 Al Acute phase proteingsll ) shll Gl gy e g 55 5o
salad) AtV ) ¥ alide A andall W g e 3 0 100050 (3 o) A
e pall3aclus 8 (CRP) sl 138 53 o)) Ailla yuall Gal a1 5 dia 3l
OS5V 5 ATl il (e ) jaial) L) 48030 Lpanad) LS ) (g alil]
3 (Ao s LD JOlal ¢ AawiV) AT ¢ leliial ¢ lilad ¢ 4 le adl a)

LeIolail 5 Ay ) LSlad) sl il g 4 aalidly oy (gl o a¥) e ey
. (Ellis , 199)
13 52 50 LS je 4éia s Francis and Tillet i« 1930pke 3 5o J ) 48L5S) o
(90 e paliiue s 4 i a3 ¢ A58 gall 5 Balall SLLEYL Gubad) Jaas 4
LCat psdlll s 35 50 C Sl dae e Apadall Ol Sl

Non- protein pneumococcus extract called C polyclsagde in
prensence of calcium lons (Tilletws , Francis B3Q)

e by 43Y (CRP)  C-Reactive proteipY) 13 atens Gela Ua (e g
B- 0« CRP oSy Cat ) sl 25 0 4 9 ) Aaiall 3 4Sall (C) Sl
i) aasie Judls e SUDUNIES 5 Slas 5 (eed (el 3 globulin

. disc-shape cyclic polymes s s ala (5 ddag )l
10-subunitlas s 10 Ao s sing Calise ¢ 3 (e allsy ankll CRPA o
4iliS Pentraxinsess Gl dl (e g 50 8 5 pentamericgse Gua i gl
(115-140KD . s all 45355 (251060D) 6 s
. (Pepys and Hirch , 2003
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SN s it

C- Reactive Proteife) eWill gl JS5 ma 63 (3) a8 3 pa

Gl s Solall Jf e (ia e 1) (e B plae 4] aliay (LS ABLISS) 4y &
A8 jma ot () ey KN JS Caile) ST e LY a3l 4l 8 21S0A)
Luaall LAY s Marcrophag in liversSll 8 dsealdll LAY J8 (e diclia
cyto Kinesellall sdall iy py Jd (e 4aliil aulaii o3 Cus adipocytes
GBS Gl ) et Al interleukin-6 | interleukintl J—=ds A1)
e 28 st QL) dais aall 8 cytokinasesS i sl o) s dagilall L)
sl OVl A daeliy Jal o iiia 5o CRPZ W
g—=ks s (VLDL-c , LDL-c) phospholipidg— CRPL:s
Allad el (Silall) 2y 50 AL polysacchoride , phosphocholin
o Loga 152 aly CRP ¢ Aealill dleny Ay jal) LA e elaill 5 ol V)
infectionssiall gl 0l A Byl ey Lalailgdim 4 0lAlI 4 ol il
(Koeniget al., 1999)
Ly CRPasE ol 5 alall LDl Alat ) ey adi 5 CRP JaS 5 &Y asa
S5 Al edn ol at (e ¢ A jall Alall Sl (apaiall fde | 3 5e
ual ! g_x_\s\@ OVl aaldd ma e A8yl Gt alall jglall chlasig p
Johnasl 1o ol )y oY) 4l sl dlia a1l gliial g gila g 1) ial y S
(Danesh , 2004 ; yedi al ., 2001)
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IINPY i i) ) k)
<L 3 CRP a8 i gLyl il (yal jaly Lila¥) oy j gl g ol ) llia

ol ¥ T30 CRP =S i (o8 833l o) il sl il ) il 5o ke
3 jEiiee e al) A jacall A sl g A el A Laal) (LSl Acald g dualall oyl 5

iulpan e, (Lagrandet al ., 1997 ; Ferreiost al ., 1999)
Al sliialy Lla¥) 2y CRP S i G2 3303 o) (Grriselli et al ., 1999
il g apdanill A j0 e aaiad Jo e Ala¥) s0d e aaiady salall Al
Clels 6 A saadl o ol Jasdl (e a5 dplal) dliaal) 8 Caalall
Cann g5 Al Alimall 8 sLiia¥) Eogan e delw 48 Jais )d (N Jaan

(Tracyet al .,1997 ; Lioyd- Jonest al ., 2006 ; Gabayi~ JS 4.l
e A Al oyl 8 al el 355 haii 3 CRP) (and Kushner , 1999
e GSICHD U sbss CRP) Al cpal 531 (ial yal B pdad aaa3 8 Jlad
Apen Ll LAY A0 313 35 LI (e Aadiall VIS 85 (Lgamdidin 3 Jlad
Cilay 3V e apaall 3100 o g6 ) Ll AL sl LSIA 5 405 gaiy) LAY
Lgba g dmpall A0S gt v d) 8 La 580 55 Cilame alias il 5 iledll
Gy (oaliall & gall Lgia g Calall ) jal By Jasi 50 38 5 333450 O ) CRP
53 G sSi Jalaill G gas (e Al jall Gy 5 ¢ AMIE ) (e s i) s
sha Jale axy CRP S 5553005 0l ¢ 48 pall (5 e Ghaxd s Ol ) auiad 3
(B Al 0 oS3 g alall Gl ) A A Y Al Cllee Gigan (ol
. 0l )
A skl i s » o CRPY (Zachoet al ; 2008 2l s & Ll
58 esa ol Ay all A o yal 5 S5e Lgim o pd ) 8 L 30 55l 3
O Adila Gl cytokinase S i g L)) v A lall Aliasl) Liia) (i ja g
il 5 ¢l el dpelin 35l CRP I AY 2l jias  all 5 dagalall LAY
Al GuSai W.B.C slbanll aall il S sae 84k ale 30l ) 3505 () Al )l
ol el la¥l 30 sy 3ty W.B.C U ASI aaall o 5 3Ll ol Al
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AP i v uil) Il e}
= =S S 01 5 W.B.Caae ol (Al Al jall oLl 5 ¢ dalill gl 53l
e o Aali s il Al ime sl culeLiia g <l Al ¢ il lgily)
slaua¥l (alaiVL 4 i (AMI) 5 (U.A)
2 Angall Ailia Sl O, G540l 40 CK-MB 5 Troponin , CRRY
b e 1585 CRP 3S 53 gli)) ae (Sans ¢ il Gl Al (yal yal andi
OS5 O (A8 8l (Al Ol ) (i e Gl yel 403 22y CHD — 4l
— sl gl el dgly aay HE) gl deln 12 4 Troponin =S - 33 3l
DSIAN A5 3 Al dliaal) LS aas e 50l CRP S 33503 o) CHD
Al Alaall oLl e GBS L 8 1 5 b5 CRPU daka all 5 4L

5 yial Tt yo iy g dadal) Aliasl) cLiial dagii 213 3 CRP O Al jall 38 Cina ol
22 (e J sl Baaly (Al Al = 505 ae bl I CRP Y aae g 3 Al 5k
Gring ¢ eLdial¥) aan g CRP I (A 300 30 (488 9 483e 2 635 Troponin
S5 Qb ysa aaany QA 8 litia) agaal aa g i yall Glamy ) Al all

. sellad 3 CRP J (e dille
5=S 835 CRP= (8 a0 (s iy Ll ) i (g s all & <3
(2 33l ) pgad (im yall (50 %42 o) (5 Y ULA s AMI (=2 4 Troponin
A dmuh GYa 20 2w Troponing s34 ) a2 %4.5 ) s Troponins CRP
ts CRP & dmuda 12 40 50l el UA 5 AMI o all < %115 CRP
»——S5 (Morrow et al ., 1998)Troponin—lisul &¥ass
S A Aela W ol (Winter et al ., 1995 ; Winteret al .,1999)
2 o) Ay 5SS W.B.Caae 83303l s CRP« CK — MBS Troponin
83 (UA) — a5 i AMI 22 e
Yaze o ((Ridkeret al ., 2000 ; Ridker and Danielson , 206892
¢ (%13) da )l die 4 5laa (%20) = (Aol slaill 2ie ) 5S5 CRP S i g lés )|
ic dali CRP S 5 o8 <l s dalaa) 8 Ll 17 50 anli ansall A1 Jara )
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NP pir i) Jl) e
Aol J81 da 5 s CHD U dsall 35 sdadl) Jal gay Jasi 5o CRP) . dla M
. CHD ! ad»al)
) il el e Jlaiald (e 2y 35 (el ) Al ) g pnall (e
(z) el (s ) Ly SIS Cag paall (s ¢ (5 Sl 5 e Lall ZiSll 5 Aalil
Eiany ¢ anall 8 inflammationleidVU Adag el cilisi 55l asl 54 (CRP)
LSl gl Al Al paa g aaland) Caa Laa Gl -3 O pas (815 i
@ylil s CHD Gisaa Jlaial o 3 ardl 8 CRP3S) 5 <ol ) LalS 5 ¢ e laall
dpanill AawiY oL (Luboset al., 2007 ; Arnosoret al. , 2004 4wl 5
<Ly 5 Cytokine proteinsS sulbudl cilisi 5 =455 Adipose  tissue
Zlil e dmaall LA jaas Clan g jll a5 el 8 gl G gany ddad e
Hormon ¢uiw 3l O sep (andll ol ity IS« CRP i s = )40
A oy Las Gl gV Jene aia Joary (o0 5 (psl2all ) 5 yell) Resistin

o Ala¥l s Las Insulin Resistanced s 4 slia 4.4 9 yaall

W e 06l 128 23 55 « Diabetes MellitustypeIl &Gl g sill (g Sl
o2l Y (il pald SV Alial 4401 () 585 138 5 4l LAY (00 CRP 1AL
s inad 5SU Al A 53¥ 5 o) o) Ll Ayl iy il () o800
G pad i) i af e s CRPzL (e 253 Stating sl 48 5 el
pda g et Jg i &I ) VAl oda Cia gl de el B CHD
(o e 3 sl GA) (CRP) g el o5 ) L) oy s ) G J spasal
s, hadh Gim pall g Aba¥) Hhlae e Tdse pal s Ledld Gl il aleal dolec
et ) gl Ay geall Ao Y alad) ke JUadl (A (5350 CRP L glue (add
Aaalil) Gl 50 31U Aunsall il i) (e e Y1 030
pan Allad g avall daia e i Al Qi) 8 Gaas Sl Gl jlacal) Aas
o) (Sattaret al. , 2003 4 yo i ¢ by Sl g 400K g 2l Aals sliac )
cala 5V ol ) Ly Sullsae 8l kel Eyga s s CRP- gl )
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AP i v uil) Il e}
0 Gl Ol 5 (Ol s (e adina il Ul g gill (e (5 Sl Guliadll
b Sl gLl s <l ) el eda o)) Cua ¢ Ailall ga (o pall 13 3L
dwe 2 Jazy 53 Resistin HOrmorps siSU a sléall ¢ ga yell 318 Aais aal)
6 sima 3 W8 ) g ¢ wal) ol 8 3 aaall LA o 55 o3 5 ol sustY)
(2 Alladl 3 50 o ) (aladl ) sdall i s s (e (05 ) CytOKInes) S
Lpealdl LSRN a5 2SI LA 6 e laall ~Uidall 3aa3 aal) 8 (55l 138 38 3
(e Sl gyl o3 aS) 5 Cnd 5 ¢ 3,08 DSy CRP 1L e (kuffer cellg
O (Al (el SV Gyl ol Gy ¢ Ll 5 Lginal s 4alil) cpl 53 0 pas
.CHD J (al saly dba Sl ¢ sill (e (5 pSudly liadll 5l Aladl (e
Clark et al ., 2003 ; Pratt andArthurkerneret al. , 2004 <35
e 83 aga g e awall 8 &y CRP S i s siue oo (Kaplan , 2000
Alkaline ) s (Alanine amino transferase ANl Gl 3l 8 dank
) pabaat ot Al ASH 8 4lgil) al el & gas dat (phosphotase ALK-P
Gl giane 1 338 casagll Jlgal) i g 28l (i e sl dala DA 8 il
e Sl a5 3aly 3l oda s cytokines) sl dad Al aall 8 A il il
A sedll Ao Y1 e A geall ) 50l () Lgo i 58 S Sl CRP 14
CHD = &bVl 5 Walawsl canid Lalill al pil) o) as e LeaSI 3
LYl (S Gl e asle (8 Giall A jo &l Jas oY) (55l Al A
AaS) yiall Aganll wiliiall Spa s o (oSN aall oy and ISal ) iy asial
oaad o) o sialll JUi s e 5 Laliat s Al doalill gl )-8 o) jas 8
Al 5La 5l bl (e Sl S acliy aadl 8 CRP(z) (el iy -l
IS 1 58 55 (ala V) (pe dae g8 andy elalall i dlall cile 3V (e dalill

Llle il sise 39 g ) sBaaV 5 ¢ agilad (e Canw Cilie 4 CRP L sl il
A0 )lae Ailad A8 A 5l A ] 98 53 ) GalAEY) Gl 35 eled (4 CRP S
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NP i a i) Il e}
Lage Sl 2ay opis 1) 138 () Ao Jo Lee | QL Ll 483 Y LY | 5 53 cpdlly
CRP L siase o) Fuad 5all ¢, €0 5 ¢ Lialaal) 3Ua gl Al oaill dgle ) Gl oS
A L) e ey 5 alall LY 5 (a5 (5 s pall Aulaiad adi i
A seall dae V) (Al ol (bl die 4 geal) 3550l ) llaiy

CHD Uil (s 2all Lalle 338%5a1 ¢l jay)

(Arthar K., et al.; 2005)

= dadiall G aad) dpeS )y LalS Al il all Sl f baa g lae Jola -1
Sl 31e AUty o) 3N (e W I ¢ alil) gl 58l iy L) o)) plakall
- Ol linaliadl) 5 LIVL e 5 ) saall

oA ey Al ¥ ¢ Al sty ¢ uliall auall 5 (e Blaall 2
Al cpl 5l ey LilaY)

A jlen o)) (e 2S5 ElayV 5 bl jal) aves s Aaaly N Ll 4 lee -3
el yal o) ¢ alaie J<i Leanl 5 e1a¥ Colil) 0l iaal Ualis dawt dpaly ) ¢y Ll
) O e 4880 3020 52l daludl gl dal all S 5 (s oall s a pud) Ll (e
Cala Y Gl s Aalill o ) il el (e A 8 2y pa) 8l e E0
Oalalal) (alasY) e o 4Byl s ) gaials L alanil

Oe Ll A a8 A 0ed Jils o) ) (8 Lidae S 13 ;i) e g liiaY) 4
O cad gl a0 b ) Aaall g ) g8 cpaall e CaBgE ) s 4d eLdial Cigaa
o Laa 8 Ol s uad 2y g (pdaill o and w185 (3 Y o sall dia fag ol
ol al U slise my alall ol 8l (o e & gan Jlaial i cpaill ge Cad gill
R R J=St

Al saSl iy 5 il slutial pe plia¥) 5

b_ise 5y ey gyl sS1) LR 5 (5 Saall 613 2 3ke 5 ol yall adll Laiia 2 3le 6
Al 3 Ay (5 Sl Aallaa 5 ¢ Ladije OIS 13 pall Jaiia e 5 el (50 2 Y
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PN o Yo i) Il e}
U afal A 5 525 3l Ae gl VLR 5 emall Jakall e SLaiyY) -7

. (CHD) = LY
B8l ke Graa V) s (358 aa jlas] ) el 3 (G el A 34T -8

s

O e lill (i 5 5l (CRP) 48 jne (A A0l Al jall Caags sdd jall e ciagl)

3y shd Jule 5 aalill ol )30 (al 1Y 1545 (C-Reactiue proteinz) ¢ 5

Janl (4538 5 (5 gima padiy, Aalil) G 8l () el Lba¥) Ao e 2 3

myocardial infaractiof-ulall iliasll cLiial i e dals g Qb i e

4 el A5 il als a e UNStAble anginas ssive sl 4 )l 4l
CK- 5 Troponin- iea) 48 jeal 4l ol Gagi s [schemic heart disease

CUA SAMI I (e e LMB

M el aall il S aae ganll Ly s ¢ Sl ¢ g il Sl (5 giune padig

e Lo il gaa s shall Jal o (any A8 jad Al jall Chagiy | i) s
Al gl 3l ol ey Ala¥) dd e 23 A Jal gl Ll o0 Q) a5
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Materials & Methods Jasdl &k g ) gall
ail g 4 piidal) Clagadll B daddiieiall 3gall g duily Sl 3 3gaY) daild 1-2

AVARSYPON P TGRA]

EM\ 3\5)&.\\ e.ul\

Al S 3 ey

Marquette cardio Serv, Germany

Electro cardio LSl il labia -]
grammar (ECG)

Hrtich- Rotina- 35, Germany

Center fudges S !l 2 )kl e -2

Apple 303, Japan

Spectrophotometgg: sall csbladl jlea -3

Cecil 7500, England

UV-visible spetero sall cilbiball Slea -4

photometer
Kottermann- Laboratechnic, Germany Water bathle ples -5
China Stop watch=s ¢ dclu -6
Medicaljet, Syria Smidisposable syringégh 4iéss -7
China Disposable test tubégiul il -8
China EDTA il daile solke e dgla il -0
tubes
China Centrifuge @S, 2kl e il 10
tubes
China Automatic pipetthsile g ¥l dalall -11

4 g<iall 3 gall g Ay pridall Clia gadl) B desdical) (Kits) 43 LY sl 2-2

Reagents .\ge

C- Reactive protein CRP (Kit) 1-2-2

euall 4ib¥) SPINREACTCRP-Latex (Kit)JLisy sae Craddi

.(Slide agglutination

Reagents:

Latex Latex particles coated with goat IgGanti- hurpan
CRP. PH,8.2 sodiumazide 0.95 g/l

Control + Red cap Human Serum with a CRP can. > 20 ng/I
Sodiumazide 0.95 g/l

Control- Blue cap Animal serum. Sodiumazide 0.95 g/l
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dé o 9) ) 4;\:950@0)
(Troponin) Kit 2-2-2

Nanogen- Decision point” (Myoglobin/ sy sxe cilaiul
uall 40 Troponin/ (CK-MB) Kit

Reagents :

P A ol el e (g 5ia3 488 5 Alia day 50 (e LAY 28 o ST
Polyclonal rabbit anti- Myogbbin, Polyclonal goattia CKMM,
and streptavidin in the test areas, amone clonal &KMM
antibody as CK-MM scaverger adye pad impregnatedh wi
complementary mono clonal anti- CKMB anti body, iant
Myogbbin, and anti- Inldye conjugates; biotinylataalyclonal anti-

Inl anti bodies in Protein matrix.

Cholestrol Kit 3-2-2
Biomaghereb (cholesterol en zymat{it) _Lia¥!) sac Calaainl
A8V 3l sl (e 0S5 Al ainall 4LV colorimetric test) (CHoD- PAP)

Reagents:

Reagent 1 Pipes PH 6.9 90 mmol/l
Buffer solution Phemol 26 mmol/l
Reagent 2 Cholesterol oxidase 300 U/
Vial of enzymes Peroxidase chol. Esterase|4-250 U/|
Aminophenazone 300 U/

0.4 mmol/|
Reagent 3 Standard 200 mg/I

2 gl

5.17 mmol/|
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GG 9) A 08
Sugar kit 4-2-2
Biomagherb (Glucose Enzymatic kit syl sac  ileaiul
LAY 3 sall (e sS85 aiall 4LY) clorimetric test) (GOD- PAP)

Reagents:
Reagent 1 Tris buffer PH7 100 mmol/l
Buffer solution Phemol 0.3 mmol/I
Reagent 2 Glucose oxidase 10000 U/l
Enzymes Peroxidase 1000 U/l
4- Amino- antipyrine 2.6 mmol/|
Reagent 3 Standard 100 mg/I
Glucose 5.56 mmol /I
1lg /l

Blood ureaKit 5-2-2
Biomagherb (Enzymatic colorimetriit asaiiall saall Cilaaiul
el e ssias Al aaall 5LV test) (Berthelot modified method)

- Ayl
Reagent 1 Buffer
Reagent 2 Phospate PH 6.7 60 mmol/l
EDTA 2 mmol/l
Sodium salicylate 60 mmol/l
Sodium nitroprussiate [ 32 mmol/l
Urease 30000 U/
Reagent 3 Standard 50 mg/I
Urea 5.56 mmol /|
1g/l
Reagent 4 Sodium hypoohlorite 40 mmol/l
Sodium hydroxide 150 mmol/l
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dé9) A g@ba\:wb
Ll e 3-2
Coronary Care Unitlill 338 jall dlall sas 5 8 4 jall o2a &y ]
2008/9/1 gl (e lei) o30S Ailae b Gaeall Adiad Al (CCU)
2008/12 294\
agibay el el das, )il dll paladd) e cliedl cal
(CHD) 4l cy) &) (oaim yal (5585 38 Gl yely 5l auall VYL
|38 1)) Lagd 48 jmay (1 SY) Guiall pandy ¢ Glial) jee Janasd oy
S A e dad ) sy sl ol a1 5 (5SS (5 AT Gl ey s
Ge Al (€ daaiy QI Gl el Alad Jllall gl s Al 40l dlals
. Jasd it
e 5 (81) LsSA 2o &by caudall AAS oy o i (143) 4l jall sl calad
. (60.83:12.04) Jaxes 4ins (85 40) (3o Ay yenl) il ((62) i3y
Gaall deliie Gailad Ay ol daa el YN Gadd Ky
(WHO, 1997 L Lea 0l ) zlind il Luallal
883 30 e SEY Jacall 8 A ) aind -1
(ECG) it oSl lill Lk i il s 255 -2
Alal) Al VAl e sl -3
e ey lill (b s abaial) (kb e papaill sl V) 25l
(ot galae gl G (el a5 el
AM| Anldl)l Aiaall cliial (gapa cpbaddl oca el / 36V Ao saaddl o
(21 &Y aae 5 35 ) Sl axe ) iy e (56) paae S
5t ) A aall Aadl i ser galad) ol AGED G gesdll
(11 &UYY aae 310 L SA dae) an e (2]) padxe S5 UA
OS5 LH.D &asedl 45 5l (adi a yan Gabaall (ia jall /4G de ganall o
. (16 &Y aae 5 30 S 23c) (46) padac
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FNG P90 ) § ke
o=kl aa 5) (Control) Normal s kel de sana o8 /A )l de ganall o
(o)) a8 Lz yall GV e 6L agitlia) ane (e SSU 2ay cllh g glaal

(14 &Y 2ae 56 L SAll e ) 28 (20) paae IS5
3kl de gana g Cmbiadl ia el (e (Ue B) sl aall cilie cidal B
<e & sterile- Disposible syringé«ise i ddiaa sl s &8 )
SR Zadlal salall e AAN (53 el 2l Al e e aall (e Ll sina
e bl o3 il 3 Al e J pnall 488 15 3040 <K 55 5 Anticoagulate
Jaall i Laday g ¢ 4883 /5550 30004e juny (382 5 5aal (5 38 jall 3kl
Slagadl el a) cpal dlead¥) sy Jdall Lals 48500 il (4 auayy
A sthaall 4y jall

Serum  (pal) Juaal Abal) ddbesl) clagadll) 4 il clagadl) 4-2

-: Biochemical Assays

C-Reactive protein level (CRP) (€) AWl (gl (5 ghua s *

*Qualitative test and *Qualitative determination of C-Reactive
Protein (CRP)

Principle of Method Jasdl Gl

P e @lldy i) Juan & CRP il CRP- latex bl Jasiu
Polystyeren latexs Gz o= 3ke s 3 Latex ) gn Gasy (g3l Jeldlll
akls 3 13) Jatex klah 3) CRP 5 (goat 1 gG anti- human CRB)jUaxe
(O] a8 25 sall QLAY A )y pasil) CRP e 4ysladl Sl Jiae ae
.antigen- antibody reaction (CRP- IgG anti- CR&}! ()5S, 3
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G 93 ) pEE
Procedur e Jadl 44y )k
20-) 48,4l 5 ) a 4a 2 ) Jail Reagents! s Samplesaiuall & ji -1
Addiall 3 all da ja A J& Hlaayl 1 daulea (¥(30°C
8as) 53 yal Lg8 8 Cinmi g ANl e Leaiai g Juadll A (e (50pL) 236 -2
Latex reagent~
O Baal 4S a5 adlll o (e aa e e Stk Al 53 bee e 3ai -3
Salasll & gas Jaadl

Result gl s
ST 5l (g sl Jeadl) 8 CRP 385 ¢S 1)) adld) s e Jalaill sy
& CRP S8 g8 13 Lalaill jelay W5 (4ve) dan se daiill 5S35 (6 mg/l) o=
(-ve) Al Al (S5 5 (6 Mg/l oo B Joaall
Latex s duadl) G Jeliil) Bl o haid oy A dagiil) 18 o s
Aasna ye g Aakla daa e dagh Jaai 3adl) 038 2 360 8 51 OV reagent
Semi- quantitative test
Al 6 A Sl s 2 3) Cadlasll (e Al Jari -1
s B35 sall ALdY1 e (32a) 55 k) Normal Salinese (50 p/) i -2
6 e Al 288 (e leaiy) A3l
Js¥) aadll e gutomatic Pipettellesioly Jadll e (50p/l) i -3
aa Sy S andll 3 Normal Salinges deadll z i of 2z s ¢ S
o e LSy bl il e Ygeay 13 5 AN adl e 4l 2
D &) hhadll
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G 90, § e

Section 1 2 3 4 5 6

Saline p/I - 50 50 50 50 50

Serum p/l 50 50 - - - -

Mix & Transfer Lsod Lso! Lso! Lsod Lso
/l

Bilution 1:1 1:2 1:4 1.8 1:16 1:32

Mg/l 6 12 24 48 96 192

G adll A Y pms (1) @ e lodis) AludY) 8 dalail) & gas JaaDl o

JA1 i Titer ol (titre) sel Al Jssasd (8 4dle aaias (53 alad AT 4 Caasy
Sl gs—ss CRP 5255 S 13) Blaill jelay) Gm pall aitl) 4 el i
.(Yoshitsugy Hokamat al., 1987 .Ausll Jwas 4 (6 mg/l) — —]

Troponin , (K- MB) levels 4l < pdigall &l gia i85 5-2
Asolid- phase 4l e s SNl 4elidl Gl LAY e JLEAY) 128 3y
.chromatographic immune assay
Myoglobin, Troponin I,Ts CK- MB (e JS 38 53 5 & aadiy
eliin) (g pe (andiill Juaddl 5 L33l ol Glas) aa (e 53 sale cilial LS 10
ol Ll sda b Jeaall Ulewtivd 2y i) mjal (AMI) Anlill dliasl)
. k8 CK-MB s Troponin ¢ JS 3S)
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dé9) A 5@5@05
Principleof Method — Jead) (ulud
Al Al )] ol pdgall Cpn Gaaay () Jeliill Jle SLEAY) 138 adiag
@ L) salmdl sVl Ll Juas 8 25854l (CK-MB, Troponin
LAY Aagyd Asbie Jsh e ale 32 8xe Ly, S8 Reagents
.(Specific antibody- dye conjugajes
Procedur e Jad) 43y )k
OWEAY) 8 Aleatiall Ang 3l Gead -]
A Gliad Lllaatind aae 5 Jeaall (e Ao JS s00a day 18 Jlerial Jualy -2
Lellanting sae Cagiil ol sl il 1Y) day il Jeatios Y
sasale cilie aladin) Jiady 1A 3 80 o A6 e Bl Cligig G L -3
Bl Jadl laedd Fresh samplesSis wasall (o clels 4 A
Jeas e JS Pipette tipJuaivl Juady g
A3 4 jall 3 s ds jn ) deall LS 5 g Baeas Jhadll Gilie &S 1Y) 4
AaSaa 3 pile Lellanind Ji JLEAY) il b (65 O Gangg LSS Lellantind
eIt
LAY day 58 e Al Jeas (30 150 p/lcisai -5
Aot e LY Baall oda aey Aagiil) 24l V5 L delu oy DA il i -6
Aakala A g

CK-MB 5 Troponind! JLis) 8 dleatiual) day i) JS5 a6 (4) A8 3 poa
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NG 19) ) pEE
Result gkl

iadll e el 5l 4w 8 CK-MB 5 Troponin ge S S5 s 13)
23 Mise JSI302all

Troponin cut off (0.5 ng/ml)
CK-MB cut off (5.0 ng/ml)

dnse dagill O Siy LIV dagyd e oslll L) ada ekl s

Gang Vg (-ve) Al dagiill ) 5SE a0 aall oda ) seda axe Alla & L (+veE)

Reagentgdldll a sall y Jiadll & 3352 5all CK- MB <Troponin g Jelds
(Broganet a.l, 1997 ; Sylvenet al., 1998). JLiaY) day & 853 s sall

Serum Total- Cholesterol (STC) (A8 J gl s8I (5 ghua 4185 6-2
adi=i 3 (Allain, 1974) 48, hl Wb 5 4y 33y 43y Hhally J 5 yind S a0 o
235 (Op) canSY) 25a 5 Cholesterol Esterasgsi e id,hll o2
i el Jall Js sid S0 saus] e Sleny 03I Cholesterol Oxidase
Y 13 5 (Hydrogen peroxides (Cholest- 4en- 3onesd JsY! Jelall
a0 dgags (4- amino antipyringl 5 (Pheno) Jsudll ae Jeldy
S s Wby sl 5255 quinoneoimines=! o S ¢ sS4 peroxidase
- 4V Y alal)
Cholesterol. Ester +4@ Chol-esterase  chglesterol + Fatty acid

Chol. + G Chol.oxidase " Chol- 4- en- 3- on +40

Cholestenon
2H,0, + Phenol + 4- amino antipyrin_Peroxidase ,  quinoneoimine
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dé o 9) ) 5@50‘:@05
Procedure Jeall 43y )k
«Standard Ll Jslsall <Sampletiall) & sl culil 3 Jleaial o

Blank s
Jallaall Blank Sample | Standard
Sample - 10 pl
Standard - - 10 pl
D. W (Blank) 10ul
1ml 1ml 1ml
Working reagrnt

4,0 water bath ) aleall & 33183 (5) Baal & yii 5 s Jllsall &
sl 5 saall Gldaall Slea Aol 5 Led dpaliaial) |5 & e (37°C) 50 a
Blankc@ﬂ\ :\L.m\).a )L@Aj\ ).13.».43 Az ‘:ﬂhj (505 nn) aJ\.ﬁA > djln dic

Calculation <btwal)
+ S (sl Ly S g s sSH S 53 il

Total cholesterol= (SD_'ES)S‘Q;Z%”;‘;
o)l
mmol /L5.17=N (200 mg/d) StandardxS_s <200=N
g/L 2=N

Aball Lpaliaia =(0O. D) Sample
.obdll J glaall dpaliaial =(0. D) Standard
.(3.6- 7 mmol/) «(1.4- 2.7 g/) <(180- 240 mg/dlmsall & Lxpudall asdll
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ENG9)) § V)
Deter mination of Glucose level JsSsisl) (s ghwa 43185 7-2
Principle gstud il

V) ASSal) s Sampleiiall & 25 sl Qlucose s sS sISl aaay

Glucose + HO + G, glqgose » HO, + Gluconate
Xidase

2H,0,+Phenol+4- Amine- antipyringPeroxidase . 4B#Quinonimine

Procedure  Jasdl 44y )k
«StandardLa) Jslaal dusll Samplg sleis) bl &5 Jlaxial a3

.(Blank s
Jalladll Blank Standard | Sample
Standard - 10 pl -
Sample - - 10 pl
Blank 10ul - -
Working reagent 1 mi 1ml 1 ml

B‘)\‘);d\a‘)mkﬂ‘f.u _5\ (dﬂﬁd 10) paal 4daalal) ‘_geayj KYTN d.\j\a.d\ CJA.}

Cilaall ddaul 5 dpabaiell 158 & (e dele Caial 304) (20- 25C) 4 )

Al 3 o Oleall puteal @l g jiia gl (505) ol (o 90 J s die gl
.Blank
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G190, pEE
Calculation <libual)

RPN UP I R PRE P RPN T JUINENS £

_ (0. D) Sample
Glucose conc.—(ol D) Standard

1ol

(Mg/L) dll Jslaall 38 5 58 5<100=N

mmol/L 5.56=N

g/L 1=N
Al Lpaliaial =(0O. D) Sample
Lol) Jslaall Apaliaial =(0O. D) Standard

70-) «(3.89- 5.84 mmOI/L<(0.70- 1.05 g/l i) Jan & dunulll adl
(105 mg/dI

Blood Urealevel asll (8Ll s i a5 8-2
Principle csbsl) jasal)

AV Sl Coa A3l A1) sall 58 5 2aa,

Urea + HO—22—» CQ@+ 2NH;
ladl) saldl 4 258 54l Salicylate & hypochloritese JS Jelésy 3
reagent

el &I sl 5 2.2 dicarboxy- indophenolssSa a st s¥! & sl as

Agall Jema (8L sall 3 53 2amy (ol jumd Y Sl
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G 90, § e

Jand) 43, 5k
Standard~tall J slsall § 4=l Samplg oLis) il A PARENAV AL
(¢ Blank4
Jalladl) Blank Standard | Sample
Standard - 10 pl -
Sample - - 10 pl
Blank (D. W) 10pl - -
Reagent A 1ml 1ml 1 ml
ol o8 (183 5 Baal ddadlall A @l 5 g Jillaall & a
Reagent 4 | 1ml | 1ml | 1 mi

daHn 36210 8 5 saal dladlall 8 @l 5 laamy 5 luas Jalladd) & i &
sl Glbhall Glea daul s L dpalaia¥) 1 &5 (20°- 25°C) déall 350 s
Blankd Jleainly jleall piial aey clly 5 (590mMI) ol (o2 50 J s 2ic

Calculation — <lbibwall
SV 03l a5 Aial) Joma AL sl 38 55 Gl

Urea=— 0 Sandard
o))
Sl Jslad) 3 5 =N
g/L 0.50=N
mg/di50 =N
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dé o 9) ) 42\2950‘:@05
mmol/l 8.325=N

2.49- 6.66) ¢«(0.15- 0.4 g/l) s}l domne (& Lsll anhll Jaedll
.(20- 35 g/24h<(15- 40 mg/dJ <(mmol/L

WBC Gl asl) LYAL <)) slaasl) 9-2
ol a3l LA a2 heamocytomete sedll LA e jlea Jlarinl &
83 52 gall) pall (e dpaS a8 s sliandl 35 Al QI B praall dalall Crandiil
G o asy (0.02) sleand) dadlall ) (Liaall Al 4559 EDTA tube s
Uadla 061) (0.04) Ldlall I (WBC Solutionosesi Jslae) caasall Jilull
il (e ApeS gl st G 4l Ulas Glacial acetic acidsbll bl
leaea R, B. Cseloaall aall cily S Jidai e Jslaall 138 Jary 3} (LudY)
Lo el o) Gl aall by S (553 duan
Sl sandl 25 (Slid Chambay als 3l sl day p5 e 3 5k o g
200 222l i o3 5yl day H V) Cilag yall 3 LAY Cila &5y 2l 1) dual)
(WHO, 199) .sbaull aall &y S 222 o J paall
A )1 B Sl e yall 8 LDAY dae x 2001 SV 0 558l s
(x 10°/ L) 5225 W. B. Cs Ul Il axall =
: any) Julail)
Anlas) cullul aal Anova tablesasiall cplall ayaas gl Jlasial a3
D) a3 285 (SPSS Clansl g peuia agae Ol e G Galiil) Jalad 8 Baaiecdll
A 5l &l yaiall G Jualall Gl ¢ 58 281l (L.S.D) saa) (s sinall Gl
class giall 5 4y siall onillS dia sl dilean) el pdisal) (e de sana ) A8l
U sbu salaic] a3 53 (Confidence limif) 48l s sivw ¢ 4 jlmall cildl 2
. (p<0.05)Asbas) dyaal 20 5 %95 (10 e

43



D) )

o3

Results



P I i)
Results  git—ill

O s s Al A sl dimnd Bl Ll o L)) (1) ad) Jsas O
«(951.8 (&Y il <l &) (IHD « U.A « AMLI) axladll & Trponin
Jsaal) e 53 LS ¢(%40.0) 5okasadl e sane ae 43,540 (% 67.4) «(%52.4)
: SYLS il S 3 CK-MB—U i sall &y amyiil) el il o gL
. (9635.0) 3kl de sana pe 4334l (%56.5) ¢ (%52.4) « (%50.0
g s A e JST AL dpimpa S8l ALl Cuand g LSS ) Jgandl maa g
aeladl ae 45 )86 (%65.0 ¢ (% 60.0) Llaia 3 jlaridl de sena 8 CK-MB
LAY
CAM 1) ki) Gul pad) uda e g2l & g gl N (A il i) (1) Jgaa
B obad) 4 gana aa 43 jBaly (IHD < UA

oadudal)
) ddxd) : PR )
"fi_:_“ Troponin ::‘ 3_;3“‘ CK-MB :::‘ 3_;3“‘

Apa ) &

+ |8l 400 | + | 7] 350
Control | 20 112 600 | 13| 650
+ 31| 674  + | 26| 565
IR 46 15| 326 | | 20| 435
+ 11 524 | + 11| 524
A 21 10| 476 | _ | 10| 474
+ |20 518 | + | 28] 500
AL 56 27 482 | _ | 28] 500
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P D) )
- CRP 3-8 5 (s sia 4 (P<0.05 Ly sias Lelds )) (2) Jsia main
3 (Normal« IHD « U.A) s adaall ae 45 5lie (AMI) J5Y1 de sanall
e AMI ) (m sa (53] CRP _nS i (5 e (o Lilias) A3 & gina B 5 8 Ciaa
Jla—iay (Normal« IHD ¢ U.A) gael—salls (0.38£0.13) Jlo—iay iga
i i€y Ml e (10.08:0.15 ¢ (0.15+0.16) « (0.13+0.07)
e gabanall Ay o Lilan) A1 35 8 s 0% o (s (8(0.19) 5515 LSD
e IS G (P<0.05 s s (5 sinsa (A Ly gina lelii)) Jgaall mea
Jlaiay (IHD « U.A) gaeladll 5 (5.65+1.19) Jladar (AMI) (Hs¥) de sanal
O §sima 38 Gl bty i il e (5.0441.22) ¢ (4.87+1.65
DlaBay Lgad Jg st 61 Jaaa LS ) ¢ 3 play wll de gana g AMI ) Ae sans
L Lo L jlie die maalanall 48y (0 4y sima (3908 gl Jaadl o155 (5.24£0.73
. (0.53) LSD -l i cilS
JS o WBC ) sae (6 Lilan) A0 & gina (358 2 9a s ) Jsaall el
¢ (10.18:3.37) Lladar hsd UA Al de sandll s AMI (A 5Y) de ganall (10
@l Baadi a5 (1.37) s sas LSD ) e cilS ) 53l e (8.49+2.96)
a1 s« (Normal¢ IHD) gmladdl s AMI (o sY1 de ganall (s Ay sina (55 -8
vie (Normal« IHD « U.A) gaebaall G Wilean) 2013 4 sina (55,8 ol 2aadls
Lol s st e JST A gine (3558 2 9a g ade Joaadl ang ¢ Lgin Lad Leti Hlae
(Normal« IHD « U.A <AMI) axlaall 3 (S.sugay Sl (s sius s BU




P

W) geetd)

s sl ad Juuaal B A ga pansl) JVAl Glany S0 5 (o g g g (2) J9a
8kl A gana aa A Al |HD « UA « AM = Cbaall

4 g pasl) Ji¥A
CRP Cholesterol | Blood urea | S. sugar WBC
) ) mg/ | mmol/ | mmol/ | mmol/ | X109
Qi yal) A

Control 0.08t0.15 | 5.24t0.73 | 8.19t4.92 | 7.684.92 | 8.92+2.70
IHD 0.15t0.16 | 5.04t1.22 | 7.24t4.53 | 8.54t4.52 | 9.54t2.98
AU 0.13t0.07 | 4.8A#1.65 | 8.66t7.02 | 8.48:4.94 | 8.49+2.96
AMI 0.38:0.13 | 5.65t1.19 | 8.125.37 | 8.28:3.29 | 10.18:3.37

L.SD 0.19 0.53 1.97 1.96 1.37

bl GaiY) & Joxdl

P< 0.05

Cbaall (oam yall) 53 A sandll 3 CRP U gléi ) (3) Jsaad) o

il S (Normak THD ¢ UA ) aelaall e 45 5laally (Aadsl) Aliaal) oLidaly

3 CRP 4w Ll ¢« (%64.7) Ui AMI 5! de sendll 8 CRP 4
Ccuiil e (%5.2) ¢ (%621.3) ¢« (%8.9) SYIS il (5 AY) audlaal

4€




P

W) geetd)

«IHD « U.A « AMI) aalaall & CRP JiS 5 s pma e (3) Joia

W ) 5 g ciliall A a3l ity ( Nor mal

el Al Ll |
ciliall A< saal) Ll A
diagnosis " CRP s A
Control 20 % 5.2 %14.0
IHD 46 % 21.3 % 32.2
UA 21 % 8.9 % 14.7
AMI 56 % 46.7 %39

(0.00 Jlasas CRPY 8 53 &Y 4s e Ol (4) o) 52 oa s
Dlaie; CRP-Y 38 55 58 s et ()5 ¢ (%55.0) 3kl de sane 8 ciilS
A0l de senall d Ll (%55.4) AMI
(%047.6) drns (Aol CUlS UA 3o8ue poall 4y jnuall Al Guliad) o )l
=iy Cbaaall el 23N de geadll L8l ¢ (0.125 laie; CRP S A
. (0.00 CRP S A (%21.7) 4 o) cuilS lal) Aliaal 4 sanll 4,5 3l

47
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P I o))
cUA ¢ AMI) A ¥ aoalaal) (& 458 CRP a8 5 e guda g (4) Joa
(Normal sIHD
CRP XA | AMI U.A IHD | Normal | Total

mg/L

0.00 _ %4.8 | %21.7 | %55.0 | %154
0.031 _ % 4.8 % 8.7 _ %3.5
0.063 _ _ % 13.0 | %5.0 %4.9
0.100 _ %19.0 | %87 | %20.0 | %8.4
0.125 %5.4 | %476 | %152 | %10.0 | %154
0.250 | %39.3| %23.8 | %19.6 _ % 25.2
0.500 55.4 _ %13.0 | %10.0 | %27.3

cUA CAMI)  aslaad) a5 shall Jal o cai plé ) (5) Jsia oa

gL 1) 5 sdaall Juale () Jsaadl (w3 3kl Ao gane a4,y (IHD

5ladll Jal gall Gy e 1185 Y1 Jalall 58 H.T (Hypertensiorpl) b

Jualall 40l (%65.7) iy AN aiyas IS Eum ay )Y wslaall 3 5 A

o2 «(%53.8IHD lill dlianl &, sanll 4y 5 il (i (yial by 483l lial) Hladiall

¢l a5 9637, 1 Alall g il 3y ladall dal gall e S s Gl
(%029.4) ey sha Jale abia g (il 4 il T30 5 (%3715 Sl
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P

W) geetd)

cUA « AM.l dpdaall goalaal) (85 ) ghadl) Jal g8 quud gelaga (5) Joaa
. Normal 3 k) 4 gaze pa 4380 |HD

KX
gedddl) | Sl H.T DM IHD Family | Smoking
il history
9 2 5 5 5
Control 20 %45.0 | 9%10.0 | %25.0 | %25.0 | %?25.0
31 20 33 17 14
IHD 46 %67.4 | %43.5 | %71.7 | %37.0 | %30.4
16 9 12 6 4
UA 21 %76.2 | %042.9 | %657.1 | %28.6 | %19.0
nN=38| n=22| n=27| n=25| n=19
AMI 56 %67.9 | %39.3 | %48.2 | %44.6 | %33.9

A asalaall 45 ydada Jal g A5 2 8 it A g8 ) (B) JS[Tmiam g
Bkl de sene a4l [HD « UA < AMI




£ NN ety

Jal gall
1 =il M.
20
10 1
g oﬂru|jﬂ TF o TH
‘wf G S Sy «Q%a
<«, qu;/ R %ﬁ\;{j’ u@é@w; 6‘;‘@;‘5
‘éw} ﬁ\ &
Jal sal
el = U.A
Jal sl
2 sanid UA
§ o[ || | |
% ‘“« < % P
‘ﬁ Y’V/ &’ &/ % ﬂxd%%\g
- K
Jal sl
ol = | H.D
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Z‘l:ﬂ) ) )
Jal gl
3 =l |H.D

20

10

W e Y

@%%%(‘%‘% Q{{”cv Ql{(% Sy Jé‘,%

L SNSRI

Percent

Jd sl

oadddll = Normal

el g2l
4 (=ail Normal
30
20
— 101
c
S
& o ,
a‘\v% S %“‘v g, %
Y e
Y W OGN
U sal

ol (521 335 5553 Jale (IS 253 o s (5) ST
b jhasal) 4 gana ga &5 48a (1HD) « (UA) « (AMI)
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Zwb IO i)
% 56.64-: ) sSAlldusi o
% 43.35-; &Ll aus e
% 64.3 AM| = Csmleadll 5 sSAl G o
% 35.7 AMI = Slibaall GUEY A o
(% 47.6) UA = Gpbad) 5 SN L
(% 52.4) UA = cliladl GEY) dui o
(% 37.0) &Y 5 (% 63.0) IHD = L sSA dbial dasi o
(%30.0) 5 hpd) Ao gana (& H5SAl A o
(% 70.0) 5_kardl de gana & LY A o
% 92.59CHD = (mbadl )83 4 o
% 77.41CHD = ibiadl LY i o
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25 23/) )
Discussion 4<élial)

 CK-MB « Tropnin I s sall dpapdlil) 2ol ¢l ) gl iy
) s 13 5 5kl Ao saae pe 45 i [HD ¢« UA ¢ AMI el
o8 23 CHD Al (pul 5l Gaal el (i i 8 CK-MB 15 0yt 525 A
o2 e daald s CHD el (o dpa sad SIS 5 dpulin SISV o8 Sl 531
o8 Y ¢ UA 5 e yuadl Ay saall sl a ye s AM | Al dliaed) oLl
e dgseall sl (A )t 3 Aulal) Alasl) (85 S ClaaSy s 68 il Y
o 55 ) e g ¢ Aplall Alimall LA 8 cliiial) ol 545 5l Caglichgaa
. (Muler-Bardoff et al. , 1997)
CRP 81 5 (5 siasa 4 Ly gina laial g Lol ) A lal) Al jall il ¢yl
— ¥ ic sandll 3 C-Reactive protein (z) ¢ s o el oy s -l
el adlig o od e AMI, Anldl) Aliaal) LAl pulbiadl i
GedSale Jan b @l Liml alled s, (Normal <UA IHD)
. (Peltola, 1993 ; Griselli et al , 1999)

Llaal) o b e 2 35 g a8 5aly 311 o) A plall el all i
o padi Egan al e s Walaw) 5 Lt ) a5 il dpaldll Gl Sl Gl el
A yall ATl as 83l 3 312 3 CRP 38 55 )y . il Aaal 3 genll 45 5 1)
. (Rader , 2000) 558355 5 anall
& CRP - 38 jidane (el S 3 Lgile Uibias ) il aa (34 12a
bl La el ) Aull) Aliaa) cliialy Galiaal) a yall b 5 (A 5Y) e ganll
Sl oL sl AMI e (o8 a3 ¢ Aalill () 50 (il el 8 Al 5
S e A e (g 5 UDIAY (0 g Laslant § Al Almall 3 jai s oLl
Gl reliad Gen 3. (Norma 5 THD 5 UA) geaal) 4 CRP
e Joan e ae GEBY 138 5 (UA) 4l de ganall (3 CRP 328 il 4y sixe
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B 23 eidh
S5 A g (558 yelaials, (Peltola, 1993 ; Grisdlli et al , 1999)
8 hul) de gana e 40 i [HD lall Aliaal 4 gonll &y 5 jill (i iyl CRP
leia ss UA « AMI pal el a3y plad J8I LgsY @lld g UA AUl de ganall
Clark et al. ,2003 ; Pratt ) CHD asalill () il (al el (g (3 5Y) Al
AMI Al dliaall cliial (i el | 5d 50 CRP Uiz 13 (and Kaplan , 2000
IHD i) Almad 4 gadll Ay g il (i (gim ya gl 8 Wk | 550 1Y
Yracy et al. , 1997 ; ) &=l a= 344 24 5 ¢(Ischemic heart disease)
. (Lioyd-jones et al ., 2006

oAl el LLa¥l e e 2y 55 ) A 1 el sall (e g oSU) By
s Jy il s (5 sina (8 L sina Lo i) pilll oy 288 Galill Gl -0)
a4l 5 (UA) AL gulbiaa) (ia jall ae 43)aa10 (AMI) 2 Gibiaddl (oia jall
Amiri Majd et al. , ) 5 e (385 18 53 k) de sana s (IHD) = Onbadl)
(2007

Normal, IHD, ) gxladl Gn 4 sine (35,48 352 5 ade Liay) 0l iy
S THD 0 4 sine (358 2 5n 5 axe Loyl aliil) i 5 clgin e L Jlia xie (UA
45 4l el g e Y (Amiri Majd et al. , 2007) g Gih 12 3 Normal )
U580 o o815 CHD I Gl el (e (A5 Al ) ysiay il Almal 4, 500
ald Lalil) (8l Gl e e dgds Ja gl IS5 o Al (Y sl el e
IHD 4 de sanall (oaim s s Jg il s8I (5 giasa 3 4y gina (338 (51 e
A3 giasal 40 jlia Lead J gyl SI iy gine cailS ) 3 jlapd) Ao gans a4 )lally
. IHD ) (o2 0 s

AMI 2 (i e sl Gardl aall il S aae 8 (5 sina g i) galial) iy
Lo pe 348 Al 038 5 3 il de senn 5 |HD 5 UA Q) (im e e 43 )AL
0SS W.B.C Al glas )l o) g Ml (Sreekanth et al. , 2004) 4dle Joas
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vl 23))geed)
galad) 2 W.B.C aae B4 sine 3508 sl el ol LAMI ) (m s 5
. i Lad L jlae 2ie (Normal « IHD « UA)

ol sl yadl 328 3 AMI ) (im0 1 W.B.C ) pléi) A cannid) Ll
laare 213 38 (al eV e asall Alaal J W) g laal) Jad (Jiad g oS3 Apalill Gl 4
il Aliae Capat ) e Lima Y g col yall 8 S JS

A siee B8 daui o] Sisugar 5 B.U o JS o) @l g i

Az Y aalaall 3 L 3S) 5 (5 i

) (a8 (e 2055 3 Risk Factors s shall el e nl gl cui
Gl gl pall e ean e L gyl il g 4 palill (), &N (al jul
:s® (1946 3l e Washio et al., 2001)

el -1

uial) -2

i) 5 All]y o ol sl -3

cpaaill -4

Al ) Gl 48 -5

ndill L gl -6

Gl -7

ol I g il -8

@Sl ela -9

U3 sl oS s g5 ) -10
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Summary

Summary

The retrospective study conductedoronary care unit
in AL-Hussein hospital in Karbala city during frof9/2008 to
29/12/2008 .

The study subjects were patients admitted éocGbmplaining of
suspective of chest pain or symptoms .

This study groups consist of person . (81)aewahnd (62)
females age between (25 to 95) years , with an ageer
(60.83£12.04) years . Diagnosis was based on thddWdealth
Organization (WHO) which required two of the follmg :-

1- Chest pain , heaviness or discomfort . which lastede than

changes .

2- Typical ECG changes .

3- Serum cardiac biochemical markers elevation (tlagrbsis
was done by a consultant physician ) . They wesssdied
into four groups :

1- First group :- the patients with Acute Myocardial infarction
(AMI) .

2- Second group :- patients with unstable angina (UA) .

3- Third group :- patients with Ischemic heart disease .

4- Furth group :- the control group (Normal) .



Summary

In this study the level of c- reactive protdil@dRP) , serum
cholesterol , blood sugar , blood urea and W.B.Qntowere
estimated Troponin and CK-MB test were done fogdasis .

The study showed the following results :-

1- A significant increase (P< 0.05) in the level ofreactive
protein in the patients with a cute myocardial rof@n
compared with other groups .

2- A significant increase (P< 0.05) in the level oblgsterol for
the patients with a cute AMI compared with patienith
UA , IHD but no significant with normal group .

3- High positive results for diagnosis Troponin and-@IB in
the patients with AMI , UA , IHD compared with cooi.

4- Higher prevalence of risk factors inpatient withMA, UA ,
IHD ) compared with control (Normal) .

5- A significant increase (P< 0.05) in the level W.Bn(oatient
with AMI compared with patient with UA only , buton
significant in W.B.C in the other groups .
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