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LECTIN OF PHASEOLUS VULGARIS (PHA) AS A POTENTIAL MODULATOR OF  
PROTECTIVE AND REPAIR PROCESSES IN CELL 
Aims. Optimization of processing conditions of human cells with preparations of PHA and its isoforms to 
study their modulating effect on the MGMT gene expression. Methods. Object of study: standard (Hep-2 – 
laryngeal cancer) and obtained in our laboratory (4BL – cells derived from peripheral blood) human cell 
lines. Cytotoxicity was assessed with MTT assay at a wavelength of 570 nm. For light microscopy the 
preparations were stained according to Giemsa-Romanovsky. Identification of MGMT protein in cell extracts 
was performed by using Western blot analysis. For protein loading control there was used the densitometry 
control of the total amount of protein transfered to the membrane (Scion Image program). Results. 
According to the results of MTT analysis all lectin preparations at a concentration of 20 mkg/ml exhibited a 
weak cytotoxic effect. At a concentration of 2 mkg/ml isoforms demonstrated the opposite directed action. 
Morphological analysis revealed some of action features of every lectin product on the cell population. 
Western blot analysis showed that all studied lectin preparations affected the level of expression of the 
MGMT modified form (48 kDa) in the 4BL cell line. The concentration dependence (obtained for PHA-P) 
was of nonlinear character. At a larger concentration (20 mkg/ml) there was observed the inhibitory effect, 
which was replaced by a stimulating action of a lower dose (2 mkg/ml). Conclusions. Conditions of human 
cell treatment in vitro with PHA and its isoform preparations have been optimized. It was found that at the 
concentration 2 mkg/ml isoforms exhibit opposite directed effects: -L decreases and -E increases 
the amount of metabolically active cells. Both PHA and its isoforms were shown to modulate the expression 
of repair enzyme MGMT at the level of the modified (48 kDa) protein form. The data obtained serve as a 
starting point for further research of pathways and mechanisms of lectin action on DNA repair processes as a 
components of genome protection system. 
Key words: lectin, PHA, isoforms, O6-methylguanin-DNA methyltransferase, cell viability. 
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INDIVIDUALIZATION OF ANGIOTENSIN II BETA-BLOCKER TREATMENT IN PATINETS  
WITH HYPERTROPHIC CARDIOMYOPATHY 
Aims. To assess the influence of gene polymorphism, coding RAAS proteins (I/D gene polymorphism ACE 
and 1188  gene polymorphism AGTR1) on the effectiveness and safety of ARB therapy (losartan) in pa-
tients with HCMP. Methods. The study comprised 73 patients with HCMP (54 males and 19 females, mean-
age 46,7±15,7 yrs.). All patients received losartan during 12 months.  All patients showed I/D- polymor-
phism in  gene and change in 1166  of gene AGTR1 using PCR-RFLP analysis. Results. Losartan 
therapy improved hemodynamic state in HCMP patients, but was unevenly effective in respect of left ven-
tricular hypertrophy regression (LVH). The greatest positive effect of treatment was noted in most of the pa-
tients (87,5 %) that were the carriers of heterozygous genotype combination (AGTR1)/ID(ACE) and in 
58,3 % of carriers of homozygous genotypes (AGTR1)/DD(ACE). In subjects with genotype combina-
tion of AA(AGTR1)/II ACE a resistant LVH  was discovered in  87,5 % of cases. Conclusion. Prior to 
losartan therapy, it is reasonable to perform genotyping of RAAS proteins (I/D gene polymorphism ACE and 

1188  gene polymorphism AGTR1), which allows considering genetic factors susceptible to the drug ad-
ministered.  
Key words: hypertrophic cardiomyopathy, AGTR1 and ACE gene polymorphism, angiotensin II beta-
blocker. 
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