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Abstract

This study was performed in Khartoum state during the period from
January to May 2011. The aim of the study is to compare the sensitivity
of C — reactive protein (CRP) and cholesterol as early marker of
cardiovascular diseases in Sudanese smokers.

75 blood samples were collected from Sudanese smokers and 75 healthy
non smokers as a control group for the comparison. The test and control
groups were ages matches and range from18to 60years. Serum
cholesterol was estimated by spectrophotometer (Biosystem 310), and
CRP level was estimated by automation technique (Mindary BS 300).

There was a significant increase in both the C-reactive protein level and
cholesterol level in the test group of smokers when compared with non
smokers (4.26+£.84mg/L.  versus 1.75+.37mg/L), (P=0.000), and
(185+41mg/dL versus 163+23mg/dL) respectively(P = 0.000). According
to the duration of cigarettes smoking the study observed significant
increase in the mean of CRP level in the three groups of smokers when
compared with control group, (6.26+.91mg/L, p=.023; 3.57+.48mg/L,
p=.004; 3.62+.43mg/L, P=.011) respectively. Whereas there is no
significant difference in cholesterol level in group(1) <5 when compared
with non smokers group (p=.118). The study record a significant increase
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in cholesterol level in group(2) 6-15 and (3) >15 when compared with
non smokers group, (182+43mg/dL) (p=.012), (196t42mg/dL) ( p=.003)
respectively. Also with number of cigarettes smoked per day the study
observed a significant increase in CRP level in group(1)<10 and (2) 11-
20 when compared to non smokers, (4.46+.85mg/L) (p=.009),
(4.19+.82mg/L) (p=.002) respectively, but there is insignificant increase
in group(3) >20 when compared to non smokers(p=.070). Whereas
cholesterol level show significant increase in the three groups of smokers
(185£39mg/dL, p=.004; 185+41mg/dL, p=.010; 18 +50mg/dL, p=.000)
respectively. The study recorded no significant correlation between CRP
with both the duration of cigarettes smoking per year and number per day
( p=.101, .447) respectively.

In conclusion: The study revealed that C — reactive protein level increase
in short period of smoking, in contrast cholesterol level increase in a long
period of smoking.

:00000 000ooo

)5 o 2011 gl ol aliy o Lo 8801 (3 gl 83 5 (b il ol 030 g
cinadl o0 pheY 58S el 5 Jelidl C o sigp g wlon
(.3 .BJ)GAU O e )A‘— ¢ laal 9P g SonoA 9‘ 5w 60 Lﬁj, 18 UA'.,CZ))LQIJ
o= Jafd Al e oS g 8311 88 pfally Je il € (g s ol
5 (37mg/L) . (P = 0.000.41.75) piasal pé g i)l o (mMg/L 84.% 4.2)
crinaall e pe83)ls o (41mg/dLE185) pinadl (8 g fiend sVl (s ginse

53bj Iuo cnlyidly paill 83 e Iolaiel . (163+23mg/dL) . (P = 0.000)
15-6) ((cnlyin 5 2)@MY) cule gasddl (58 Jeliidl C (yigp baugia 53 5 gite
IImg/L,.£6.26) . ‘pisse ol degene zo 8B (Bae 15<)(8 o
Ggie (b caMial Lo Lol L (3.57+.48mg/L, 3.62+.43mg/L),(p<.05
i ol e B 5 8 5] 8 o ganall (8 Jopaad V) (595 ne (55 825120 Baly)
(43mg/dL),( 196+42mg/dL) (p<0.05+182) -yis e il ao 83,05

X



S e (53 839020 Salg) Sl ol 2y r},Jl w3 4;1’)[;,,_“” e e blaicly

((4.19+.82mg/L

e Q) 5o gasal] L5 Eygine S5 cnlisal; s Loy (p<0.05)
Y cnl3 sl g sl el Ly (p>0.05) cpinae i) o 836 o piad]
39mg/dL, 185+41mg/dL,186+50mg/dL)+185) s3Mi uLc}c;J) LRSPLE Y
((p<0.05

UAA;.Jl 830 o J.c.ls.mﬂ C R O silanl &Y cnld s Mo njbﬁ)u.».]
L (P>0.05) agdl b cnllagdl 332y el gidly

u.AA_Jl 83l o 836 Az das gie e d..m ij_m..ljﬂl Lo/ LJ:\AJJ-”

it s s el il eny o s B0 3 e liid] C iy taailal]

Xl



