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One of the serious asthma complications is the defeat of the
cardiovascular system, which may take the form of dismetabolic
cardiomyopathy, myocardiosclerosis or pulmonary heart. In this case clinical
symptoms of these nosologies exacerbate the underlying disease, which
manifests the formation of severe asthma refractory to conventional therapy. It
was found that the predictor of these changes is endothelial dysfunction, one of
the markers which can be considered is polymorphism of angiotensin-
converting enzyme (ACE) gene.

Purpose: to study the influence of insertion-deletion polymorphism (1/D)
of ACE gene on the cardiovascular risk formation in patients with asthma.

Material and methods. We examined 42 patients with asthma - study
group. The average age of the group was 41.6+6.5 years. Comparison group
contained 50 healthy people. Patients were representative by gender, age, form
and degree of asthma and disease duration in the groups. The study of ACE
gene polymorphism was carried out using a diagnostic test system «SNP-
Express» ACE Alu Ins/Del 1>D. Analysis of DNA loci polymorphic was
performed by polymerase chain reaction method of DNA synthesis followed by
electrophoretic detection.

Results. In a study of 50 healthy subjects I/l genotype of the ACE gene
was detected in 16.0%, genotype I/D - 54.0%, and genotype D/D - 30.0% of
cases. Were examined 60 patients with asthma, average age was 46.5+6.1 years
and duration of disease was from 3 to 27 years. Genotype of the ACE gene had
different distribution ratio. Thus, the I/l genotype recorded in 11.7% of cases,
I/D - 35% and pathological genotype D/D - in 53.3% of patients, i.e. in patients
with asthma pathological ACE gene occurred 1.8 times more frequently than in
the control group. A comparison of the genotypes with the clinical
manifestations of the disease showed that 30 of 32 patients with genotype D/D
had a fourth stage of the disease. At the same time was marked the short history
of the disease to the formation of severe stage (up to 5 years) and frequent
exacerbation of the pathological process in bronchopulmonary system (3-4
times per year). Based on the results of clinical examination, it was found that
patients with pathological mutation exacerbation of the disease in 90.6% of
cases accompanied by a moderate increase in blood pressure (up to 155.2+3.4
mm Hg SBP and 87.3£3.2 mm Hg DBP), arrhythmia (extrasystole in 59.4% of
patients and paroxysmal tachycardia - at 28.1%) and conduction disturbances
(12.5%). In the group with genotype I/D changes in blood pressure were
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recorded in 33.3%, the arrhythmia in 19% and 14.3%, respectively, and
conduction disturbances - 9.5%; in case of I/l genotype increased blood pressure
was observed in 14.3% patients, extrasystole - in 14.4%, and the conductivity
disturbances were not recorded.

Conclusions. The presence of a mutant genotype D/D of ACE gene in
patients with asthma predicts severe disease with frequent exacerbations of
bronchopulmonary pathology and hemodynamic disturbances. Thus, the
determination of genotype of the ACE gene structure can be used in the
prediction of cardiovascular disorders in patients with asthma and, therefore, the
formulation of prevention and clinical examination of patients.
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SHAOTEJUAJIBHASA JUCOYHKIUA COCY 0B ITPU
OTMOPOXKEHUSAX

JloHen KM HALMOHAJIBHBIN MEAUUUHCKUN YHUBEpCUTeT, JInMaH,
Ykpauna

OTMOpOXKEHUST HAHOCIT HEMAJIbI MPSIMOW MEIUKO-COIMATbHBINA yIIepO
OOIIECTBY BCJEACTBUE (PMHAHCOBBIX 3aTpaT Ha JieueHUE OOJIbHBIX U KOCBEHHBIN
32 CUET BBICOKOTO YPOBHS CTOWKHMX IOTEPbh TPYAOCHOCOOHOCTH H
UHBAIMM3alMUd. B SKcnepuMeHTe Ha MUBOTHBIX C BO3JAECHCTBUEM HU3KHX
TEMIIEpPaTyp Ha KOHEUHOCTHU OBLJIO MOKAa3aHO Pa3BUTHE BHIPAXKEHHBIX MECTHBIX U
CUCTEeMHBIX aHTHonucyHkiuii. Celyac yCTaHOBIEHO, YTO OTMOPOXKEHHS, B
IIEPBYI0 OYEpEdb, SABISAIOTCS HMMEHHO COCYAMCTOW mnarojoruei. Hapymenus
MUKPOUUPKYJISALNN ONPEAETAIOTCS yCWICHUEM MPUINNAHUA JIEUKOLIMTOB K
SHIIOTEJIMIO COCYJIOB C YYaCTHEM MOJIEKYJl KJIETOYHOW ajare3uu. [ aBHOMN
JETEPMUHAHTOM Ba30MOTOPHOTO OTBETA IMPU OTMOPOKEHHUH  SIBISETCA
PEMOJIETTUPOBAHKUE COCY/IOB — U3MEHEHUE MX CTPYKTYPHl M (PYHKIIUU KaK OTBET
BCEX KOMIIOHEHTOB CTEHKH Ha HU3KOTEMIIEPATYPHBIE pPa3IUYHBbIE CTUMYIIbI
(3HIOTENUS, TIaJAKOMBIIICYHBIX KJIETOK, COEAUHUTEIbHOTKAHHBIX 3JIEMEHTOB).
Benymue mo3unuuM B HATOTEHETUYECKUX  MOCTPOCHUSIX — MOCJIEACTBUMA
XOJIOAOBOM TpaBMbl 3aHUMAIOT TMPOLECCHI, CBA3AHHBIE C IOBPEKICHUEM
COCYJIUCTOTO 3HIOTEIUSI.

Ouenka sHaoTenuanbHoi pyHkmu cocynaoB (D®DC) B comocTraBieHUu ¢
Ba3aJbHBIMU aJICOPOLIMOHHO-PEOJTOTUUYECKUMHU CBOMCTBAMU CBHIBOPOTKH KPOBU
(APCK) npu xo0JI040BO TpaBMe cTajia IEeJbl0 JaHHOro uccienoBanus. [lox
HaOJII0JICHHEM HaXOAWIUCh 147 OONBHBIX C XOJIOJ0BOM TPaBMOK B BO3pacTe OT
16 o 79 ner (B cpeanem 43,6+1,21 net), cpenu KOTOpbIX ObLI0 87% MyX UYUH U
13% xenmun. B 82% cnydaeB xoniofoBas TpaBMa Oblla B pPe3yJbTaTe
JOKAIBHOTO MEPEOXJIAKACHUSA JUIMTENBHOCTBIO 10 6 w4acoB, y 7%
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