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TB AMONG HiV iNFECTED PATiENTSUNDER 
THEPRESENT EPiDEMiOLOGiCAL CONDiTiONS

iNTroducTioN. Due to the data of wHo there are 42mln HIV infected people 
in the world. Tuberculosis (TB) is developed in 1/3 of them making the prob-
lem of TB all over the world even worse [Glynn J.R.,Murray J.,Bester A. et 
al.,2008;Meintjes G., wilkinson R.J., Morroni C. et al., 2010; Morris A., Croth-
ers K., Beck J.m. et al., 2011; Климов Г.В, 2016]:2796 hiV infected patients 
are registered in Armenia 40% of which has developed TB.

To study the prevalence of TB/HIV coinfection, impact of clinical and so-
cial factors under the present epidemiological conditions in Armenia.

meThodS uSed. History of disease of  209 TB/HIV coinfected patients in the 
period of 2006-2013 has been studied. All the patients have undergone clinical, 
radiological and laboratory examinations.  

reSulTS ANd diScuSSioN. 246 (84.8%) of the above-mentioned patients are 
male, 44 (15.2%)- female. The majority are in 35-44 age group. The 67.6% are 
from urban areas, 32% are from the capital city. 37.9% are migrant workers and 
22.4% are ex-prisoners. As to unhealthy habits 53.8% of the patients smoke 
20-40 cigarettes a day. Alcohol and drugswas abused by 48.6%. 96.2% were 
consulted by doctors because of symptoms. In 38.3% cases it took 1-3 months 
after appearance of symptoms to be diagnosed.Lung infiltrative cases were pre-
vailing (25.9%). In 25.5% of cases generalized TB was diagnosed and in 51% 
of patients the disease was revealed in the phase of dissemination and destruc-
tion. In 12.1% cases the CNS was affected. 126 (43.4%) patients had BK posi-
tive results and 50% of them had drug resistance. The main complainswere 
weakness (94.5%), loss of weight (61.7%), sweating (50.7%), hectic fever 
(41.7%). CD4+ count was low in 72.3% (less than 200). The treatment was ef-
fective for 61.7%. Treatment failed in cases of disseminated and generalized 
TB treatment (51%). 

coNcluSioN. Male population of 35-44 age group get infected with TB/HIV. 
Severe acute start of disease is common. Infiltrative and generalized TB types 
on the background of immune deficiency are prevailing. In majority of cases 
drug resistance was present. 
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CALPROTECTiN LEVEL ASSESSTEMENT iN MONO- AND 
MixED  ACUTE iNTESTiNAL DiSEASES

iNTroducTioN. over the last decades there are numerous scientific studies 
about fecal biomarkers (lactoferrin, calprotectin, etc.) and their diagnostic sig-
nificance in the gastointestinal diseases. As known, fecal calprotectin is used as a 
useful marker to quantify mucosal inflammation, because it is stable in feces and 
can be determined by noninvasive methods. It is usually investigated in inflam-
matory bowel diseases (Crohn’s disease, non-specific ulcerative colitis, etc.). In 
the literature there are few studiesabout fecal calprotectin level during acute in-
testinal infections among adults, it is performed mainly in the childhood and is 
given a comparative description during bacterial and viral intestinal infections.

Therefore, the aim of the study was to evaluate the level of fecal calprotec-
tin among adult patients with mono- and mixed acute shigellosis.

meThodS uSed. A total of 79 adult patients hospitalized in «Nork» infectious 
clinical hospital with acute intestinal infections ongoing with colitis and haem-
orrhagic colitis syndrome were examined. To determine the etiology of the dis-
ease, both classic culture and non culture methods were used (coloured chro-
mathographic immunoassay, PCR, etc.).The level of fecal calprotectin was de-
termined by enzyme-linked immunoassay method using RIDASCREEN® Cal-
protectin (G09036) tests of R-Biopharm AG firm according to the manufac-
turer’s instructions (cut off value 50mg/kg). Patients were divided into two 
groups: mono-shigellosis and mixed shigellosis.

reSulTS ANd diScuSSioN. In the group of surveyedpatients in 40,5%Shigel-
la’s different serotypes (Shigella Sonnei, Flexneri 2a, etc.) were found, more 
than half of which were associated with other pathogens (Campylobacter, Sal-
monella, Staphylococcus Aureus, EIEC).

In the group of monoinfection (13 patients) the mean value of temperature 
was 38,2±1,20C, the frequency of diarrhea was 8,1±3 times dailyand the dura-
tion of the diarrhea was 5,8±3,4 days. The 76,9% of this group had haemor-
rhagic colitis with a mean duration of 3,3±2,4 days. The mean level of calpro-
tectin in the feces in group of monoinfection was 426,4±226,7 mg/kg.

In the group of mixed infection (19 patients) the mean value of temperature 
was 38,6±1,60C,the frequency of diarrhea was 8,6±3,1 times and duration - 
6,6±3,8 days. In group of mixed infection 89,5% had a haemorrhagic colitis 
with duration 3,7±2,5 days. The mean level of fecal calprotectin was 
637,5±226,5 mg/kg.In the blood test rate was significantly higher compared 
with the group of mono- infection.

coNcluSioN.  The dynamic control of the two groups (mono- and mixed 
shigellosis) showed us that there was no significant difference in the clinical 
characteristics of the severity disease.In the group of mixed shigellosis pre-
vailed haemorrhagic colitis and the erythrocyte sedimentation rate was signifi-
cantly higher. In the same group the mean value of fecal calprotectin was higher 
compared with group of monoinfection, which indicates more expressed in-
flammatory processes.
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COAGULATiON CASCADE AND MARKERS OF 
iNFLAMMATiON AND FiBROSiS iN PATiENTS wiTH 

ATRiAL FiBRiLLATiON

iNTroducTioN. Atrial fibrillation (AF) is the most common sustained ar-
rhythmia in clinical practice (1, 3).AF is associated with a prothrombotic or 
hypercoagulable state, which may be contributed to an increased risk for stroke 
and systemic embolism. There is plausible evidence linking inflammation and 
fibrosis to the initiation and progression of AF (2, 4, and 5). Various inflamma-
tion markers such as interleukin-6 (IL-6) and C-reactive protein (CRP) have 
been associated with af. transforming growth factor (tgf-β1) is a key cyto-
kine involved in the pathogenesis of fibrosis in many organs, whereas IL-6 
plays an important role in the regulation of inflammation.  Several prothrom-
botic factors have been found to be elevated in AF, indicating abnormal throm-
bogenesis.  Abnormalities of hemostasis, fibrinolysis, endothelium and plate-
lets have all been described increasing the risk of stroke and thromboembolism. 
Tissue Factor (TF) is the principal initiator of the coagulation cascade. It is 
expressed in response to injury, as well as to a number of different extracellular 
stimuli, including TFN-a, IL-6. In this way TF is promoted blood coagulation 
and involved in inflammation and angiogenesis. The aim of this study is to 
evaluate    the relationships between inflammation and fibrosis as well as the 
prothrombotic state in the setting of AF, including the impact of this relation-
ship on clinical presentation and outcome of AF patients.  

meThodS uSed. 125 patients with non-valvular AF (mean age 63.6 ± 8.5) 
where enrolled in this study. After the enrollment the echocardiography examina-
tion and 24-hour ambulatory Holter monitoring ECG were registered in each pa-
tient. we measured plasma indeces of inflammation (CRP, IL-6) and fibrosis 
(tgf-β1) as well as the prothrombotic state, including markers of the coagula-
tion cascade such as tissue factor (TF) and fibrinogen (F) in all observed patients 
with AF and 32 healthy subjects as control group. All of blood tests in plasma 
were determined by ELISA on the analyzer “Stat Fax 303 Plus” using commer-
cial kits “Bio Source». Studies were conducted on the basis of simple randomized 
protocols, using the universal statistical packages SPSS 13.0 and ExCEL-2007.

reSulTS ANd diScuSSioN. The obtained results showed that compared with 
controls group, af patients had higher levels of il-6 (p = 0.033), crP (p = 
0.002), tgf-β1 (p = 0.001), tf (p = 0.026) and f (p = 0.025).  Plasma crP and 
tgf-β1   levels were higher among af patients at “high” risk of stroke (p = 
0.004). moreover, the levels of crP, il-6 and especially tgf-β1 are markedly 
elevated in patients with dilated left atrium, poorly functioning left atrial ap-
pendage and longer duration of AF. 

coNcluSioN. Sustained AF may trigger an inflammatory response leading to 
activation of myofibroblasts and to the release of cytokines such as tgf-β1 and 
platelet-derived tf. increased plasma levels of il-6, crP and tgf-β1 are re-
lated to the coagulation cascade indexes and may contribute to structural re-
modeling of left atrium in patients with AF. 
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COMPARiSON OF THE LEVELS OF CYTOKiNES iN 
CHiLDREN wiTH MONO- AND MixED ROTAViRUS 

iNFECTiON 

 iNTroducTioN. Rotavirus is the most common cause of diarrhea among chil-
dren. Mixed infections of rotaviruses and bacteria are not uncommon. Investi-
gation of host-microbe’s interaction in mixed infection can be useful for man-
agement of the patients. of the study is comparison of the levels of Interleukin-
2(il-2), interleukin-10(il-10) and tumor necrosis factor-α(tnf- α) in chil-
dren with mono and mixed rotavirus infection(RI).

meThodS uSed. Patients admitted to the “Nork” infectious clinical hospital 
were included in the study during the period February-June 2014. Criteria of 
inclusion were age under 5 years old and presence of rotavirus antigen in 
stool by ELISA. For detection of cytokines levels in serum by ELISA samples 
were collected from 93 patients on the first day of hospitalization. Mean age 
was 28,7±13,3 months, 54% were males. Patients were divided into 2 groups: 
mono RI (stool culture was negative) and mixed RI (stool culture was posi-
tive for pathogenic or facultative pathogenic microflora).According to the 
bacteriological analysis of feces, in 81,7% of cases patients had mono-rotavi-
ral infection, while in 18,3% rotavirus was combined with pathogenic or fac-
ultative pathogenic microflora, from which Staphylococcus aureus was iso-
lated in 56.5% of patients following Salmonella` 21,7%, Morganella` 8,7%, 
Proteus` 8,7%, Shigella` 4,3%.

reSulTS. Results of the study are presented in the table.

Cytokines Group Number of 
patients

Average 
level of 

cytokines 
(pg/ml)

Standard 
deviation p-value

IL-2
(Norma 0 pg/ml) 

Mono RI 76 0 .2 0 .89 0 .039Mixed RI 17 0 .52 1 .25
tnf-α

(Norma 0-0 .5 pg/ml)  
Mono RI 76 0 .56 1 .33 0 .63Mixed RI 17 0 .68 1 .24

IL-10 
(Norma 0-5 pg/ml)

Mono RI 76 33 .77 41 .84 0 .55Mixed RI 17 30 .08 24 .46

coNcluSioN. From the initial period of RI active stimulation of synthesis of 
anti-inflammatory cytokine IL-10 is observed both in mono and in mixed RI 
groups, while average level of pro-inflammatory cytokine IL-2 is significantly 
higher in case of mixed RI as compared to mono RI. 
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ASSOCiATiON BETwEEN ALLERGODERMATOSES AND 
PARASiTES

iNTroducTioN. It is known that many parasitic infections such as Giardia lam-
blia (G. lamblia) and Ascarislumbricoides (A. lumbricoides) are associated with 
increased prevalence of cutaneous allergies[1]. However, this association stays un-
clear whether parasites are cause of allergies or the dermatoses are the skin mani-
festations of parasites[2,3].The aim of our study is to investigate the relationship 
between allergy and parasites and the role of eradication therapy on the improve-
ment of patients with allergodermatoses.

meThodS uSed. 95 patients (73 females and 22 males, mean age 32.7 years) with 
different allergodermatoses including acute and chronic urticaria, atopic dermatitis, 
allergic vasculitis and non-classified allergic dermatitis were studied between Janu-
ary 2015 and June 2017. The allergodermatoses were diagnosed according to the 
clinical criteria and specific allergotests. The following non-specific tests were per-
formed to the patients: definition of total IgE level, assessment of G. lamblia and 
A. lumbricoides by serological tests and the analysis of stool. The ultrasound ex-
amination also was performed for clarification of some parasites (G. lamblia, Echi-
nococcus).The appropriate eradication schemes were performed to the patients 
with revealed parasites. The success oferadication therapy was assessed 12 weeks 
after the treatment. 

reSulTS ANd diScuSSioN. The distribution of the patients by allergodermatoses 
was the following:71 patients (74.7%, n=95) withurticaria, 8 (8.4%, n=95) –with 
atopic dermatitis, 2 (2.1%, n=95) - with allergic vasculitis and 14 (14.3%, n=95) - 
with non-classified allergic dermatitis. 16 patients (16.8%, n=95) were diagnosed 
by comorbid respiratory allergic diseases. The level of total IgE was increased (> 
100 U/ml) in 60 of patients (63.2%, n=95). 

totally 36 patients (37.9%, n=95) were positive for one or more parasitic infec-
tions:13 patients (13.7%, n=95) for g. lamblia, 21 (22.1%, n=95) for a. lumbricoi-
des, 3(3.2%, n=95) for Enterobius, and per 1 patient (1.1%, n=95) for taeniarhyn-
chus saginatus (T. saginatus) and Echinococcus. There were simultaneous infec-
tions in 4 patients (4.2%, n=95).in addition, helicobacter pylori (h. pylori) infec-
tion was revealed in 12 patients (33.3%, n=36) with parasites.  

The parasites were revealed in 23 patients with increased IgElevel(38.3%, 
n=60). at the same time different parasites were revealed in 13 patients without 
increased igElevel(37.1%, n=35). 

The clinical assessment of patients after an appropriate eradication therapy dem-
onstrated improvement in 33 patients (91.7%, n=36) distributed as follows: 23 pa-
tients (95.8%, n=24)with only parasitic infection and 10 patients (83.3%, n=12)with 
parasites and H. pylori (eradication was performedalsofor H. pylori), respectively. 

coNcluSioN. As the majority of previously published studies our investigation also 
showed the positive association between allergodermatoses and parasites[1-3]. on the 
other hand we found that parasitic infections were not associated with increased total 
IgE level. According to our data the eradication was highly effective for improvement 
of allergodermatoses especially in cases with only parasitic infection. Thus, regardless 
of whether the parasites are the cause for cutaneous allergic manifestations or not we 
can recommend to insert the tests for revealing of parasites and the eradication schemes 
in the allergodermatoses diagnostic and therapeutic approaches.

referenceS
1. Kolkhir P, Balakirski G, Merk HF, olisova o, Maurer M (2016) Chronic spontaneous 

urticaria and internal parasites-A systematic review. Allergy 71: 308-322.
2. Ronellenfitsch U, Bircher A, Hatz C, Blum J (2007) Parasites as a cause of urticaria. 

Helminth and protozoa as triggers of hives? Hautarzt 58:133-134.
3. Khan IA (2002) Allergic manifestations of common enteric Protozoa: Surgery of 100 

cases. J Pak Assoc Derm 12: 3-9.

KAliKyAN z.g.

Department of Clinical Immu-
nology and Allergology, YSMU

Corresponding author email:
zkalikyan@yandex.ru

KeywordS: 

allergodermatosis, 
urticaria, 
Giardia lamblia, 
Ascarislumbricoides, 
parasitic infection



57

ConferenCe AbstrACts
November 27th  – December 1st

the new ArmeniAn mediCAl JournAl, Vol.11 (2017), No3 Supplement in t e r n A l di s e A s e s 

CHANGES iN GUT MiCROBiOTA AND ARGiNASE 
iNTRACELLULAR ACTiViTY iN THE LEUKOCYTES iN 

PATiENTS wiTH TYPE 1 DiABETES

iNTroducTio. Type 1 diabetes mellitus (T1DM) is one of the most frequent au-
toimmune disorders in childhood, adolescence and youth, developing   due to auto-
immune destruction of pancreatic β-cells, which leads to an absolute insulin defi-
ciency. Gut microbiota (GM) is associated with the functions of the body’s immune 
system, and immune-mediated diseases, including T1DM. However, the exact 
mechanisms by which GM is involved in the T1DM are still unknown. Accumulat-
ing data suggest that GM may contribute to the pathogenesis of diabetes influenc-
ing the immune response, in which arginine-metabolizing enzymes are involved, 
particularly arginase. Here, we examined the connection between gut microbiota 
and cytoplasmic and mitochondrial arginase isoforms (AI and AII respectively) in 
the leukocytes of patients with T1DM. The A1 activity is necessary to protect M2 
macrophages from inflammation, it is constitutively expressed in human neutro-
phils and exhibits fungicidal activity, whereas A2 is involved in the production of 
reactive oxygen species implicating in the oxidative stress and inflammatory pro-
cesses involved in the T1DM pathophysiology. This offers that arginases can be 
therapeutic targets in T1DM, and this issue is studied in the presented work.

meThodS uSed. Children, adolescents and young adults with T1DM and healthy 
controls of appropriate ages were included in the study. Microbiota was examined 
in feces of participants in the  clinical laboratory of «Nork» infectious diseases 
clinical hospital. Fasting venous blood was taken into 3.8% sodium citrate antico-
agulant, mixed with 6 % dextran, and leukocytes were isolated by conventional 
procedures, then the leukocyte cytoplasmic and mitochondrial fractions were pre-
pared by differential centrifugation. Arginase assay was based on the accumulation 
of L-ornithine produced by arginase in the reaction mixture during 1 hour incuba-
tion and determined by means ninhydrin. Measurement of the nitric oxide stable 
metabolites in protein-free samples was performed using Griess-Ilosvay reagent.

reSulTS ANd diScuSSioN. Number of E. coli and Clostridium spp were drastically 
decreased with a concomitant increase in that of Candida albicans, and a manifesta-
tion of Staphilococcus aureus was also observed in T1DM, which may compete 
with the gut beneficial bacteria. of note, E. coli and Clostridium spp play a protec-
tor role for GM, whereas clinical cultures of C. albicans has detrimental effects 
causing desquamation of small fragments peptidoglycan layers of cell wall and 
total destruction of the cytoplasm in lactobacilli.

The arginase activity was increased by 2 and 1.6 times in the cytoplasm and 
mitochondria of leukocytes from T1DM patients as compared respectively to con-
trol. Arginase is known contribute to decreased availability of L-Arginine in the 
organism, and particularly to nitric oxide synthase that may cause a subsequent 
reduction of NoS/No production attributed to the pathological processes associ-
ated with diabetes. Based on this, the nitrite levels in the leukocyte cytoplasm, 
mitochondria and blood plasma were examined and in line with other findings it 
was dropped by 1.9, 2.3 and 1.6 times respectively. 

coNcluSioN. we show remarkable changes in the gut microbiota accompanied 
by  increased arginase activity and concomitant reduction in the nitrite levels in the 
leukocyte mitochondria and cytoplasm that may contribute to the alterations in the 
T1DM pathology that should be further investigated. 
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ACUTE MixED iNFECTiOUS COLiTiS: ETiOLOGiCAL 
STRUCTURE

iNTroducTioN. According to the literature pathogens of infectious diarrheas can 
complete each other’s pathogenetic cycles which could lead to the effect multipli-
cation, more expressed clinical manifestations and severe forms of the diseases. 
That is why mixed infections had always attracted the attention of scientists. Afore-
mentioned infections can be presented in different combinations: bacteria-bacteria, 
bacteria-virus, virus-virus etc..

Differential diagnosis of acute bloody diarrheas has a paramaount importance, 
because the treatment could be changed according to the type of causative agent. 
The main etiological factors of acute colitis are Shigellas, Campylobacters, EIEC 
and EHEC, Amoeba, Yersinias, Clostridias, Staphylococcus etc..

The aim of the study was to investigate etiological structure of acute mixed in-
testinal infections with colitic syndrome by using modern diagnostic methods.

meThodS uSed. The study was conducted by inpatient treatment taking 236 
adult patients with acute colitic variant intestinal infections. All patients were in-
vestigated by common and bacteriological stool examination. From specific diag-
nostic tests PCR was used for detection of Yersinias and diarrheagenic E. Coli. 
Coloured chromatographic immunoessay was used for the detection of the Campy-
lobacter spp.., EHEC o157:H7 and the toxin of Cl. Difficile.

reSulTS ANd diScuSSioN. By using classical diagnostic methods out of  236 pa-
tients’ stool only in 3.4% cases more than one pathogen had been found. After ap-
plying modern specific diagnostic methods from 46 more patients’ stool two or 
more pathogens were found. Eventually, the total rate of acute mixed intestinal in-
fections became 22,8%.

out of 54 patients with confirmed mixed infection the mean age was 31 ± 16.1, of 
which more than half (57.4%) were females. The illness was higher in the autumn 
(74.1%), especially in September. Most of the patients (64.8%) were residents of Yerevan

The following pathogens and conditional pathogens in different combinations were 
detected after stool examinations: Shigella, Campylobacter spp., Salmonella spp., St. 
aureus, Proteus vulgaris, Clostridium difficile, EIEC, EHEC and Yersinia Enterocolit-
ica/Pseudotuberculosis. The predominant combinations were with Shigella (72.2%).

The Shigella-Campylobacter combinations were 42,6% and 9,3% with addi-
tional third pathogen (2 cases with additional EIEC and one with Salmonella, St.
Aureus and Cl. Difficile respectively). The number of combinations of Campylo-
bacter with other pathogens without Shigella was almost equal to the number of 
Shigella combinations with other pathogens without Campylobacter (12 and 11 pa-
tients respectively). Campylobacter other mixed infections rate was 22,2% and the 
half of them were combined with EHEC and  EIEC, 7,4%- with Salmonella and  
one with St.Aureus, one with Cl. Difficile. other  Shigella mixed infections rate 
was 20,4% and predominant combinations were with St.Aureus ( 9,3%), with EIEC 
and  EHEC- 7,4% and two cases with combination of Proteus vulgaris.

coNcluSioN. By using modern diagnostic methods the rates of mixed infections 
increased about 4 times  and among all adult patients with acute intestinal infec-
tions ongoing with colititc syndrome mixed infections were registered in one quar-
ter cases. Shigella mixed infections were predominant more than half combined 
with Campylobacter spp.
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COMPARATiVE ANALYSiS OF  ANTiViRAL THERAPY 
EFFiCACY iN ADULTS wiTH EPSTEiN-BARR ViRUS 

iNFECTiOUS MONONUCLEOSiS

iNTroducTioN. one of the urgent problems of medicine is the high preva-
lence(˃90%) of the world population with one of the opportunistic pathogens 
Epstein-Barr virus (EBV) [1, p. 986]. Clinical manifestations depend on the age 
of primary infection with EBV.Inadolescenceand young adults developsclinical 
picture of infectious mononucleosis (IM): febrile fever, tonsillitis, lymphade-
nopathy, hepatosplenomegaly, atypical lymphocytes in the peripheral blood. 
The most severe cases of EBV IMoccurs in patients older than 24 years. The 
accumulated knowledge of the last period are also indicative of the huge role of 
EBV in oncological and immunological diseases [3].However, there is still no 
clear pathogenetically valid treatment for patients, and existing recommenda-
tions are often contradictory [2]. Treatment of IM remains an unsolved problem 
of finding new approaches to therapy.

The aim of the study was to assess clinical and laboratory substantiation and 
tocompare  the effectiveness of antivirals in EBV IM.

meThodS uSed. we carried out a dynamic observation of 15 patients (aged 
17 to 40 years) with EBV IMof moderate severity within 6 months. The diag-
nosis was verified on the basisof  ELISA(RidascreenEBV VCA IgM (K6731) 
r-biopharm) and PCR real time. Patients were divided into 4 groups: I group (5 
patients) received standard therapy without antivirals, II (3) - Acyclovir 800 mg 
5 times a day, III (3) - Ingavirin 90 mg/day, IV (4) - Ingavirin 180 mg/daywithin 
7 days. Patients underwent ultrasound examination, routine blood tests (with 
atypical lymphocytes count) and quantitative salivary PCR.

reSulTS ANd diScuSSioN. In most cases of III and IV group at the completion 
of treatment levels ofGPTand GoTdecreased up to 12 and 17.7times,inthe II - 
up to 1.76 and 1.48 times respectively, in the I group- up to 3.4. In one patient-
from the I group GPT and GoTincreased3.45 and 2.7 times respectively. In the 
III and IV groups atypical lymphocytescount decreased to 39%.More pro-
nounced decrease was noted in the group receiving Ingavirin 180 mg /day, 
compared with 90 mg/day. on the contrary, in the II group there was a tendency 
to increase by 20%. In the Igroup the number of atypical lymphocytesdecreased 
to 33%. Interestingly, inthe I group there was more significant decrease in size 
of spleen (up to 2.8 cm) compared with patients of other groups (up to 2.0 cm). 
As a result of analysis of the obtained data, no correlation between viral load 
and dynamics of laboratory parameters was found in all groups, which may be 
indicative of immuno-mediated damage of organs in EBV IM, which is respon-
sible for the most severe cases of IM in adults, compared with children.

coNcluSioN. Thus, positive dynamics of biochemical and clinical blood 
tests was more pronounced in groups of Ingavirine (90 and 180 mg daily). Fur-
ther investigations are needed.
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