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Absrract - This study was corefed el on 2200 men and
wierent eiged 2070 yesrs G Ifdavn wlee pacticipated in Ifabae
Cardiovivenlar Risk Factor survey, e onder o find prevalence
o eiparelte snoking in us popalation awd estfinate e relation
af smeking with ether CAL visk jacters. Al inforsation was
eltaivved By standard questtonpaives padely concerning smoking
Dalits af spbjects and their personal chardleristics, vle. Serum
fipicly and fasting Food gliecose fevely were ineaseired feom 1204
o fresting specimen by ELAN 2000 gwtownnfezer, Blood pressure
way mreasured gceording o WHO standardized swethod. The
prevedence of cfgoreffe smoking among Isfohan popilation i
DI 2% (082 fe wowerens, 23.3% da meen), Corteaey fo servm folol
cholestered (Vo) and fusting Mood swpar(05), the mean
fevale wf HDL chodestoral (IO, svstalic (SBP) and disiolic
Ieswd presspre (P aod Sody sy dndex (BMIY were
signiffoamle ligher in non-smokers than smekers fp o< D05)
Hypertension and ahesity were sipaiftecantly spove prevelent in
mer-sokers han smokers, When the previdence of visk fuctors
BT fa

hyperirigheeridemia way significanily morve in smokers han

were  siuddied fr fwa e, peevalence of
st Sealiers apposite to Wperfension fn eitler BMT leved, Higher
prevalence af lew HIMN-C and hepercholesteralemia wis alserved
fre sieokers g ponssmakery when BMTD = 27 ﬁ'é';_".'u: WaN
centifered.

Thie el ef e prevent siedy revesled that hyperfension s
ey previdert G non-serokers than seekerss The obyervadion
et Qight Felewwd prossire was Tesy copnmran smemy smolers S
wogi-nakers gy be relinted fo fe lower prevalence of ohesity i
SR e,

We conctude that die to e fow prevatesce of smaking e
lranian wowmen, & Jx beitter fo presest the odats regaeding
svekdnng oy sex-faved data Dnoone aociely. Ow fhe ooy T
Crgeretie smeking §x wof anle copsidered g o mafor risk factor
S OV brat grise i may have o rolde in incesasing some af stlher
CFLY pisk Jetctors G owr popalafios.
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INTRODUCTION
Crgarctie smoking is onc of the leading causes of

premature death amony older persons, primartly due 1o
cardiovascular disease (OVIY and cancer [1,2).

o and

CWETY

Woaorld Health organis
o reported that

Caitord aniversity
second  smokaer dlie
i result of smoking (37 [In developed
counlries a8 o while, lobaceo was responsible for over
1.5 million deaths in 19940 representing 225% of all male
deaths and 7% of all fomale deaths, The association of
smoking with CVD0s hus been well documented (46)
and &0 smoking s the most imporiant as well as the
maost reversible risk factor lor these diseases. Inolen
major cohort stadies inseveral coentries, each foond a
higher meidence of myocardial mtarction death
froewn CHD among smoekers, averaging 70% higher in
cigareiie smokers versus non-smokers (7]

Smuoking cessution has health benelits m younger as
well as older people (349

Thoush the rsk ol CALID afler smoking cessiinen
drops by aboul 0% after  cessation, il
approgches that of the person who has never smoked
= (5,9) C

will
prematurely

and

one vedar

within three o four we

relle smoking s als
rsk of advanoed
atherosclerotic vascular discase in ipheral arferics
(100, Snuking n the presence of the other coronary risk
factors (e hyperlension,  byperchoelesterclemia)
appeares 0 have o synergistic effect on cardiovascular
maortality  amd morbidity. (8.9, Smeking
the effect of other coronary risk tacoors (117
anel some studies demonstrale the relationship
smaking and other OV risk factors (11-1499.

Regarding the special life stvle of Irannian people, n
this paper, wo from  the  [sfahan
Cardiovascular Risk Factor (TCRE) sureey 1 estimate
those relationships in this population.

Assiociated  with an mereased

thisease

multiples

Dalwesn

the data

uscd

SUBJECTS AND METHODS

The data wsed o this analysis comes Trom the
Isfahun Cardissascular Wisk Faclor survey conducted in
1994 itk 1000 e aneh T200 wonnen aged 20070 years
in Isfahan city. [Deils of the survey design, methods
and  sampling heen  reported in Lhe artcle
published before (167, Brictly, the information aboul
age, sex, education, occupation, drugs usage |
Ristary of OV risk faclors, smoking stalus and physical
activity were obtmned using standard guestienn
LI medical stadents, A 12-14 hour Tas
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iy Hloodl




smoking prevalence and CVD

sample was laken from each participant to messure
the level of serum lipids and fasting blood sugar (IF'BS).

FBS, serum total cholesterol (TC) and triglycerides
were determined by ensymatic method on an ELAN
2000 autoanalyzer. HDL, cholesteral (HDL-C) was
megsured  afler  dextra-Mg2+  preeipitaion.  LDL
chalesteral was caleulated according to the Friedewaldf
tormula when the TG level was 400 =< mgidl (17).
Diabetes mellituse was defined if (i) subjects which at
the time of stady had already been diagnosed as
diabetic (known diabetic) or (i) a fasting venous whole
bload glocose concentration = 140 mgidl.

Body  mass  index (BMI) was  calculated by
measurments of height and weight in light clothes and
without shoes. Blood pressure was measured on right
arm in sitting possition after 5 min of rest by WHOQ
standardized  method  wsing & random  zero
sphygmomanometer. Smoking habits were  described
according to participants sell report. We  classified
subjects as ex-smokers, current smokers (currently
smoking cigarette every day or some days) and never
smokers, and current smokers were asked about the
number of cigarcttes they smoked daily.

Atatistical Analyses

The data were analysed using 5P55 0 pockage.
Ses-based means of fuctors studied were calealated n
b smoking and  non-smokiog groups and owere
vcompared by unpoared Student’s totest, TThe dilferences
ef the frequency ol all risk fuctors beteeen smakers and
non-smokers were tested by Yatles corrected Chi-square
resl, Mantel Hanzel lest was condocled o oblain the
sex dillerence in all age sroups.

The relation between age and the number ol daily
crmrelies wis assessed by Pearson test

A proBability value of pooless than O0F  was
cunsidered 10 he signi

RESULTS
W analyzed data on 2200 adults, representing an
estimated 430 thousands people aged over 19 years

who parteipated in ICRE survey. Tuble T oshows the

Table 1. DHstribution ol studied popolation in sme

age-hased presalence of smoking according 1o sex The
prevalence ol carrent cigarelle smoking  in ol
popubtion s 11L10% (DY2% o women and 23.3% in
men The major resell of this lable is thal smoking 15
mare presalent wneng men than women(po = (L0
Exeept for never smeking, in other smoking categirics,
men had more prevalence than women moall siodied
age groupes(p = WO06Y. Contrury o never smoking,
ex-smoking provalence increased by age wroups bol lor
current smaking, a peak valve can be seen in the
decade ol lie,

The comparisen of the mean values al serun lipids,

Lhirl

IS, Blood pressere and BT borvesn smokers and
non-smokers has been presented i Table 2,

The meun HDL clusesterl
(HDL-C, alimstolie wnd systolic Blocd pressore [DRP,
SBPY and BMID were higher o nen-smokers thun
smakers while serum telal cholesterel{F.Cha) and 1785
were Significuntly hisher inosmokers 1han mon-smokers.
When those comparisons were repeated in cach ses,
similar results were ohserved hetween the twe groups in
men £x for FID-CL ot ne significant difference

values  of  serum

i

wils chserved for swomen.

Takle 3 presents the ditference in presalence of
Aorme cardiswvnscelkar risk Rctors berween smaker and
nev-smoker groeps, Low FDDL-C as well as obesity and
hyperiension was significantly more prevalent ameng
nen-smoker subjects than smoekers. The difference of
some  CALY  risk  fuctors bereeeon smckers oo

non=smukers were obtained for either sex, Contrary 10
WO, HIL-CL R
wbserved more freguently mneng smeker men whereas

[crar andd  dinhetes meliius

increased TG wus higher in non-smokers. Woodinbelic
sicker women exisied in the studied population,

Smokers and  non-smokers owere T
twin wroaps (MDD =37 K

cateseiaad o
wm and BMI = kedm®) 1o
discrinimale crouns bhetween the cffeol af annitking and
chesity on ather Goters (Table 4% Smokers with B

lvss than 27 ke/m?

il miore Prequeney el inereasel
serom TCr, UChe and decreased T - concentirainmn
i [ kaim

TS | smukers

Lhatn non-smokers anes. In vl = 27
Rvperirighyoern

1hin

el in
hyperiension

demia wis

non-smokers while showed  an

g nlegories scconding e onge areup and sex

A ol MNuwver smoker bix-smaker Current smoker
) men winnen me women 1M W
oy 3 M % M 7 Mo o e % o T
2029 170 X 13 T T 30 1l 1.0 ] 170 Il 1
-39 157 A0 237 UEA L4 b 3 1.2 i 202 1IR3
449 133 632 33 W L& HE L 0 53 BRI I
A0-59 (ks 65,2 27t U2 23 12.7 2 0.7 I 22, i |
AT w3 6l.2 204 0 I 154 + 1.4 Al 2014 by
677 7.7 L1749 o L 053 233 233 11 {122

Total WH.2 i
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Table 2. Mloun value and stamdird devistion of some cardiovscular cisk Bictors i smoker snd nen-smoker penple in lsialan

[k Toctor Sker Non-simokaer
Bean + 50 Menn + 500 F
— Total
Total cholestersd® 1971230 19302237 10}
100 cholesteral’ S edis 77918 .74
[DL cholestero® A9 Sd4x5.2 (TN
Tregherides” 122023510 P20 £306.2 1KY
Fasting hlood sugar” HE T 1A B L2115 Lt
[Hastolic blood pressure + 70205 T L RN
Svslithe Dlood proessure + H4.0=13.5 HBGx152 1T
Howdy mass indeg # 2302332 E£Z [TRNH
Muen
Total cholesterol® 1983255 192.7+257 IR
LML chelesteral” 122.1 =430 1179+427 1554
FIDIE. chodesterol A3+ 00 5551509 ([
Trighvorrides” 125322307 12hs 2304 2
iusting Blisod sogar” BTnx 02 HEOX 3 i)
Dinstobe blood pressure + OISR THIT+1G (i
Systolic blood pressure + 1l =130 JIET=l58 iy
Body mass mdex # 23NN 2AHERT 0
Wenmen
Tetal chelesteral® (PR i) 1) B (14
LML chuolesterol® lEad=42.7 AR (.5
ML ehelesterol” A5.2+7.H0 A0S+ (.50
Triglyeericdes’ (R ET e LEQ L2 2500 0,5
FFasting blowal :\I,IE.H]'. 91.l+=11.5 Sl DR
[Frstodic Blaakd pressure + ToSes T 10.7 [
Sestolic Blood pressure + 111.d%11.2 l1ERE11.3 .7
Ifonly muass modes # 23y 253134 i
* n{g,-"LI-I" = e i |T1'|?1-F"1g = # kaim?
Table 3 The prevalence of major cardiowaseubor cisk Goetors comong Istahan population based on smaking stats
TRk Tacior ___ amaker LI ™ 10|
Mo 1] [

Tena
Serwm driglvoeride = 20 mghll 93 351 5 kIR, AR
e ot cholesterol = 240 mgidl 54 it 421 217 11.5H)
Serum LI cholesterol = Tol madidl 29 2.2 172 He L35
Serum ML cholesterol < 35 mgadl 220 (2.0 15401 BURD RIS
Ivpertensiog’ [EE di).4 L6 A4y T
[Jiabtes mellitus 11 a0 T 3492 1.5
Uity + 112 420 [WELN At TLIHI0

Men
Serum righiectise = 200 mgaidl e ER R 324 352 LR
serum ot cholesterol = 240 mgidi 33 12 157 AL i
Serim LDL cholesterol = 100 my 3 Yt B 1.7 1472
Serum HIPL choelesteral = 35 mg 208 H7.8 G275 Hi.h LIk
| Bprertension” ) i 38 RE Mz LRI
Prinketes mellitgs # 11 i 20 RN T
Cihesity + 117 427 A 520 LIRTIN

W
Serum drighecernde = 200 mgid] U3 11 273 233 HRE
Sevum sedal cholestersl = 240 mgadl i T 225 s
Serum O cholesterol = 1ot mygail i 3 1. {01
Serum L chalestersl = 33 mgadl 2zl AN L i
Flvguertensmon” 14 T At AR
Priihetes mellitus # ] [LXH] +7 4.0

Oty + Lk 157 Tikd 1] EIRTRIN

* Flypertension wos difinal s SBP 2 140 &dor DRP = 00 mmMg or use of anlihyperiensive madicntion
# [Mnbetes mellitos was defmed as 1) Enown diabetic subjects at the time ol study 23 Fasting venous whole blaod glucese
= Jdumgail. + BMI = 25 kg/m?
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Table 4. Prevalence of major cardicvascular cisk Lactors between smokers an

il

monk-Eiekers aed an B eve

ik factor Smoker Mon-smoker
MNu ) [R M [ I
BMI < 27heim?
veeride = 200 mgddl wh 205 258 218 LS
Serum Lotal cholesterol = 240 gl v} 212 1] liad [REETT
Serum LOL cholesteral 2 160 mpdall KX RS il el (IR
serum HEL cholestersl = 33 mgadl i) Hir il Téw LERY (TR
| By preeriension’ is 1.4 &t 4.7 1has4
Idiabetes mellings # 1 34 R | 1} sl
GMI 2 27 kpint
Serwm trighyoeride = 200 mgid] 45 §4.2 24 A (IRVIES
Serunt lotal cholesteral =0 240 mgall 22 L | Ly 232 LLAkS
Serwm LI cholesterol 20 1o mpidl i 4 1 K] TR
Serum DL cholestersl < 35 mgddl 7 A 542 Al 11.] 2
Fypertension' I 1.4 a4 55 1032
[Habetes mellitus # 7 5.3 21 LR} 11,34

Hyperiensien was difined as SBP 2 140 &lor DEP 2 90 mml Iz or wse el antlvperiensive medicn Lo

# Labetes metlitus wos delined as 17 Rnown diabetic subjects st the time of stady 25 Fusting venous whole Blood glocose =2

fmmeadl.

pppasite relationship, The presalence of hypertension
wits shanificantly less in smokers than non-smckers
B evel The difference of all stodied risk
Gtors Between smoker and nonssmoker subjects in two
ML levels onosex has been obained (not
shoes), A simgilicant direel refation was observed
beracen being a smoker and low [TDL-C, and having
dinberes mellitus o omen, whereas  this  signilicant
rekintonship was inverse with hyperlension in wonmen.

vither

hascd

Mar signdlicant difference in the mean levels of TG
and LOL-C and Lhe prevalence of diabetes mellilus and
clevated TG
R0k,
A

anud
the
et ol cigareiies per day was ebiained o boelh sexes
wh no significant relation was cheerved (Men: o
(.25 ancd p = (L)

Between  siekers

correkation  beiween

wis o ahserved

T age and

mw
i anel po= 0011, Women: r =

DISCUSSION

Tl prevalence of carrent smoking is 111% (0.92%
i women amd 233% inomen).

The peak value in the prevalenee of smoking is
the thired decade of Ble may be doe e the high social,
ceonumical and consedquently psychologival  problems
such as lack of job, high cost ol living compared o the
maequate income in our couniry.

I wecimen, cigaretle smuoking is less prevalent than
men beciuse of the culiural factors, hat i moreasing
trend s based onincreasing age. As in old people
specially women, physical activity and lun s less than

Ll

litest
Rezalth babils including smokme {127 on the other hand,
it meems et this

wher age groups onoone himd. and sedeniary

Ie s olten lnked oo custer of other Live:

problemy o this ape group s
interpretabie.
The aogmentation af wiher CALT sk faolers by

smoking his been shown mosome socicnes CF L 13-150.

Some presions shudies shuse
(5131922,
reported dillerent resulls (232200,
I the present siudy mean RBEP and SBE in men
lvpertension in hoth

creided] Blaod pressure

AT SMOECTS while  other  soudies

and prevalenee of SUKUS ware
signilicantly  higher o non-smoking
subjects. The reason of these dille
P sonic

pressure I

i smoking

s wxisting conedd

conlounds: luctors which atfccted  bloswl

mny
(IHEHRIASES
Fur mstance, our findings,

sowith onhior stocdies

ol shown that, i smokers group BRI was
significamly lower than pon-smokers which mayhe due

B alecreased apetile for smoking (1170 Also, quiting
ATNOKINE Ui Ciuse an unexpected rise in blood pressure
specinlly in those wine are overseizhl (2790 o Lthe
[resent siudly
smoking quitlers but there sas nol any guestian absun
guitting poreed inothe guestionnaire, “Theretar, we are

non-smoker subgects may mclede new

no able 1o clanty o the above results are affeeied Ty
1his factor.

Im acdhthton smoekers wend o0 lake more e and
colfee, these and alibouoed el ol these Taclors

cllect on he

L

sencking and leafoolles - have o seners
level and periocd of Bload pressere increase (77, Lhis
elfeut presents st oas o oan demporary deopo i thed
narmal blovel pressere i then cause e meniened



ineresse (1928) 0o s fkely that the smoker subjects
e glect recommendation  on o reltaining from
drinking tea or coffee @ least half an hour belore blood
[prossure measurng.

Acostudy was conducted aiming o determine the
abvious coptradiction of acele and chronic offects of
smoking on blood pressure o show thal ambulaiony
SBP in wrousal is probably avgmented by repeated
smoking only in peoaple over 30 years of age (29,

According 1o some studies, hydrochlorothiazide and
propranclol may have o corresponding eflfect  with
smoking in people who need high doses of these drugs

aur

for  vontrolling  their  Blood  pressare (27 The
prevalenes of drug use was significantly more in
nonsmaokers  than smokers (poo= 0 (A0, bu

unfortately, we did not have anough information
ahout the ype and  frequency ol anthypertensive
medicatinn.

Adse, the risk alleviation through antihypertensive
frestment nwey be different in smokers and non-smokers
wnment dicd nor show the, significant differenees in maean
SBE and DRP compared o men while the mean BMI
in nor-smoker men and swomen being shedied  was
signilicantly higher than in smokers,

Studies hivee shown that picotine increases serom
glucese and eorisol conceolrations (28], Similarly, in
his population (men, women and tatal), the mean FRS
wits higher in smokers lhan in non-smokers. Adter
adjustment for BMI it was found that obesity moy have
aorole related o osmoking e diabetes metlicros
provalence, especially in men in our sociely,

Aceording e several  sludies,  smoking
adversely lipid profile a3 a strong relationship with
hypercholesterolenids and tobacco addiction has been
lowniel (13

Also, a strong positive linear associnlion belween
smoking and TG has been defined o white men and
waomen (309, [noa study on 165 Swedish men, an
udverse infheence been shown on HDL in the
non-ibese smokers (317 and according 1o other studies
anindirect sirong assovition between DL Jesel aul
Lobaen wis seen (32).

Aume studlies propose thit heavy smokers bave a
lower serum FIDL-C and a higher serum LR-C and
TG (12,30,33).

Contrary 1o TTRL-C, TC was stenificantly higher in
siickers mothe present study, In the non-obese subjecls,
the prevalence al hypertrighyeeridemia,
bypercholesierolemiz and low HIDL-C were higher in
smokers than i nonsmokers, but in the obese persons
suich difference g rved only far
Py pertrighcarioemi. addition,  in smokers  the

affedcts

[1s

WIS
In

HDL/ALDL ratio declines {283, which contirns some of

e resulis,
o some subgroups, we did not Gnd any sigrificant
differences in lipid prodile of smokers and pon smokers

11w

Acta Medica Tranica, Vol 385, N0 2 {2000}

despite other  studies,  maybe  for NE-smoker
subjects are as a sample which included  ex-smokers
with  unknown  mtormation their  previous
cigarelle usages, smoking and quitting periods, as well
passive smakers who ure o2 higher risk lor CVD
vompared 1o never-smokers (34)0 1 scems that ir akes
o years lor the lipids and blood pressore 1o decline
and these do not change immediately (5) after quitting,

Adse, the cigarette numbers and brands smoker
subpects consumed are delernuning factors (287 bol
unloutunately we did not chiain any dala abow these
AFQLCLS A8 previously mentioned.

[ addition, noo signifivent res

LI

At

tsowere tound in

wamen for insullivienl sample size beonuse he original
prpulition of women smokers moour religious sacicty is
o elue 1o culiural tebaco Jor cigaretie smoking despire
Wiestern countries {3350

Afterall, It i peeessary oo condoct a0 plan Tor
achivement 10 the reliable profile of CAD risk factars
regarding 1obacon addiction considering 1he mentioned
information  abou
currently im progress inoour center,
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