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It is known that patients with autoimmune diseases (rheumatoid arthritis, systemic lupus erythematosus) have early atherosclerosis devel-
opment which might lead to the life threatening complications and death. Epidemiology studies demonstrated the risk of myocardial infarc-
tion, cardiovascular death is increased in patients with psoriatic arthritis (PsA), which also can be explained by premature atherosclerosis
development but its risk factors (RF) remain unclear.

The objective: defining relationship of traditional RF for cardiovascular diseases (CVD) with the activity of the inflammatory process and
atherosclerosis in patients with PsA.

Materials and methods. The study included 42 patients with PsA and 20 patients with skin psoriasis (PS) who did not have atherosclerotic
CVD, diabetes, chronic kidney disease and other serious diseases and did not take statins. The control group consisted of 20 healthy per-
sons who had no signs of rheumatic, infectious and other inflammatory diseases.

All enrolled patients underwent complete physical examinations, evaluation of disease activity (DAS28, PASI indexes); laboratory investi-
gations included full blood count and ESR, CRP, plasma lipids and uric acid level. Ultrasound of carotid arteries was performed to evaluate
the surrogate atherosclerosis markers — intima-media complex thickness (IMT) and atherosclerotic plaques (AP).

Results. 1t was determined that in patients with PsA, the severity of the atherosclerotic process is more prominent compared to patients
with PS (the traditional RF profiles were the same).

Conclusion. The highest level of C-reactive protein, fibrinogen, uric acid, thicker intima-media complex was found in PsA group, which may
indicate a pathogenetic association of additional RF with the development of a more aggressive atherosclerotic process.
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Ponb Tpaaunuininx ¢akTopiB pu3nKy i akTMBHOCTI 3anaJibHOro npouecy B pO3BUTKY aTEePOCK/Iepo3y Y XBOPUX
Ha ncopiaTU4HN apTpuUT
J1.B. XimioH, A.B. Boiiko

Biomo, 110 1151 XBOPHX Ha ayTOIMYyHHI 3aXBOPIOBAHHs (PEBMATOIHUIT apTPUT, CHCTEMHIIT YePBOHUIT BOBUAK) XapaKTEePHIM € PO3BUTOK Iepe-
YACHOTO aTePOCKIIEPO3Y, 1[0 MOKE IIPU3BO/IUTH JI0 PO3BUTKY 3arPO3JIMBUX [V KUTTS YCKJIaiHeHb Ta cMepTi. Enigemiosnoriuni qocipkenns Bka-
3yI0Th Ha 30i/IbIIeHII PU3KK iHDAPKTY MioKap/ia, CepIeBo-CyANHHOT cMepTi cepest XBopux Ha ncopiarianuii aprput (IIcA), 1o MoKHa TOSICHUTH
TepedaCHUM aTePOCKIEPO30M, OfiHAK ioro (hakropu pusuky (DP) 3anuimaoTsest HeBU3HAYCHIM.

Mema docniovcenns: BUSHAUCHHS B3AEMO3B A3KIB MiZK TPaMIIIHIMK CEPIEBO-CYAMHHUMU (DAKTOPAMHU PUSKKY | aKTHBHICTIO 3aNIaJILHOTO MPO-
1IeCY Ta aTePOCKJIEePO30M y XBopux Ha [IcA.

Mamepianu ma memoou. Y nocnijpkents 6yno Briiodeno 42 xsopux Ha IIcA i 20 xsopux Ha mkipruii ncopiaz (IIC) Ges ceprieBo-cyAMHHNUX 3a-
XBOPIOBaHb, IyKPOBOTO jiiabeTy, XPOHIYHOI XBOPOOU HUPOK, IHIIMX CePHO3HIUX 3aXBOPIOBAHb, SIKi He MPUIMaN cTaTiHi. [0 KOHTPOIBLHOT TPyIn
yBifim 20 mpakTHYHO 37I0POBUX OCi0, 3iCTABHKX 3a CTATTIO i BIKOM.

Ycim BRIIOUEHUM Yy IOCTIKEHHS MAlli€HTaM TIPOBOAWIIN TI0BHE (hizuKaibHe 0OCTEKEHHS, BUSHAUCHHS aKTUBHOCTI 3axBoptoBatHs (DAS28,
PAST); nabopatopHi gocijzkentst (3araibuuii anania kposi, BusHauensst pisaio CPB, nimiis, ce4oBoi KMCIOTH B CUPOBATIL KPOBi). 3 METOIO
OI[IHIOBaHHSI CyPOTaTHUX MapKepiB aTepoCKJIepo3y — TOBUMHKM KoMIuiekey intiMa-memnia (TKIM) Ta HassBHOCTI aTtepoCKIEpOTHUHUX OJISIIOK
(AB) npoBoanin yibrpassykoBe obcrexkents connnx aprepiii (CA).

Pesyavmamu. BeranosiieHo Gisblily BUPasKEHICTh aTepPOCKIEPOTHYHOTO TIpotiecy y XBopux Ha IIcA nopisHstHo i3 xBopumu Ha [1C Ta rpynowo
KOHTPOJTIO 32 Bi/ICYTHOCTI Bi/IMIHHOCTE y TIOIINPEHOCT] TPAANIIITHIX (GaKTOPiB PH3HUKY.

3axatouenns. Binvine snavenus TKIM CA y xsopux Ha [IcA Gysio nos’sti3ano i3 Halisumum pisiem CPB, Gibpunoreny, cedoBoi KHCIOTH, 110
MoOsKe OYyTH BiJoOpaKeHHsIM MaTOTEHETUYHOTO 3B’SI3KY JOJATKOBUX (DaKTOPIB PUSKMKY 3 arpeCUBHUM aTepPOCKIEPOTHYHUM MPOIECOM Y JAHOTO
KOHTUHTEHTY XBOPUX.

Kmouosi cnosa: ncopiamuunuii apmpum, ncopias, cepyeeo-cyounHi 3axe0piosanisi, amepockaepos, oucrinioemis, CPB, cevosa kucioma.

Ponb TpaguuMOHHbIX PaKTOPOB pUCKa U aKTUBHOCTU BOCNaJINTENIbHOIO NpoLecca B pa3Butum
aTepockiiepo3a y 00JibHbIX MCOPUATUYECKUM apTPUTOM
J1.B. XumunoH, A.B. Boriko

W3BecTHO, 4TO /1151 GOJIBHBIX Ay TOMMMYHHBIME 3a00JI€BAHUSIMU XaPaKTEPHBIM SIBJISIETCST PA3BUTHE [IPEXKIEBPEMEHHOTO ATEPOCKIEPO3a, YTO MOKET
TIPUBOJUTH K Pa3BUTHIO YTPOKAIOMNX SKU3HU OCJIOKHEHHN M CMEPTH. JMHIEMHOTIOTHYECKHE NCCAeJOBAHNS MOKA3bIBAIOT MOBBIMIECHHBIN PHCK
pasBuTHs nHMAPKTA MIOKAP/IA, CEPAEYHO-COCYANCTON CMePTH cpein 00bHBIX HcopuaTndeckium apTputoM (IIcA), 4T0 MOKHO 0ODBSICHUTD paH-
HUM aTePOCKJIEPO30M, 0/iHAKO ero (haktops! prcka (DP) ocraiorest HeolpeaeTeHHBIMU.

Ilenwv uccnedosanus: viccieoBanme B3aMMOCBs3eil Mexy TpaauinonibiMu OP cepieuno-cocy aneTbix 3a60J€BaHIi U aKTHBHOCTBIO BOCTIAJIH-
TEJBLHOTO Tporiecca y 60abHbIX [ICA.

Mamepuanot u memodst. B uccienoBatue 66110 BKI0UeHO 42 60abHbIX [TcA 1 20 nanmenTos ¢ koxHbiM nicopuazoM (I1C) 6e3 cepieuno-cocy -
CTBIX 3ab0JIeBaHNil, caxapHOTO AnabeTa, XPOHUYECKOil O0JIe3HI TTOYEK, APYTUX CEPhE3HbIX 3a00JIeBaHUil, He TPUHUMABIINX CTaTUHbL. B KayecTBe
IPYIIIbI KOHTPOJIst 00ce0Batbl 20 IIPAKTHYECKH 30POBbIX MAIMEHTOB CPABHIMOTrO BO3PACTA U 0JIA.

BceM BKJIIOYEHHBIM B HCCJIEOBAHIE IAIIIEHTAM [POBOMJIN IOJHOE (DUBHUKAIbHOE 00C/IEN0BAHNE, OIpe/eeHne aKTUBHOCTH 3200 IeBaHIIsT
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(DAS28, PASI); nabopatopubie uccieaoanus (001wl anaaus Kposu, onpesenenue yposts CPB, aunumos, MOYeBOii KUCJIOTBI B CHIBOPOTKE
kpoBu). C 1eJIbI0 OIpe/e/IeHUsT CyPPOTATHBIX MAPKEPOB ATEPOCKIEPO3a — TOMMUHBI Komiiekca natuMa-menna (TKVIM) u nanudus atepockiie-
POTHYECKUX OJISAIICK MPOBOMIIN YIBTPa3BYKOBOE HccieioBanne conubix aprepuii (CA).

Pesynvmamot. BoisiBieHO GOJBIITYIO BBIPAKEHHOCTD aTEPOCKIEPOTUYECKOTO Tporiecea y 60ubHbIX TIcA 1o cpasHenio ¢ 6oubabivu I[1C 1 rpym-
0¥ KOHTPOJIS IIPU OTCYTCTBUHU 3HAYNMBIX PA3INIMii B IpodHIIe TPAIUIINOHHBIX (aKTOPOB PUCKA.

3axmouenue. Bosnpiee snavenne TKMM CA y Gosbrbix TIcA 6bu1o cBszano ¢ Bpicokum yposiem CPB, ¢pubpunorena, MOYeBOH KMCJIOTBI, 4TO
MOJKeET OBITh 0TOGPaKEHIEM MATOTEHETHYECKOIT CBSI3N TOMOIHUTENBHBIX (HPaKTOPOB PIICKA C arpeCCHBHBIM ATEPOCKIEPOTHIECKUM IIPOIECCOM Y

JAaHHOTO KOHTUHI€HTA 6OJIbHBIX.

Kmoueswie cnosa: ncopuamuueckuii apmpum, ncopuas, cepoeuno-cocyoucmole 3abonesanust, ouciunuemust, amepockiepos, CPb, movesas xucioma.

Psoriatic arthritis (PsA) is an inflammatory disease of the
joints, enthesis and spine, associated with psoriasis [1]. Data
on the frequency of PsA vary widely and make up 0,04-3% [2, 3,
4]. Most often, the disease begins at the age of 20 to 50 years. The
incidence in men and women is the same [1, 5, 12]. The preva-
lence of PsA among patients with psoriasis (PS) is 5,4—34% or
more [6, 7, 8, 12]. In turn, the population prevalence of PS in the
vast majority of studies is estimated at an average of 0,5-5% with
significant fluctuations depending on the climatic-geographical
region 7,9, 10].

The study of the connection of PS and cardiovascular diseases
(CVD) is paid much attention by domestic and foreign scientists.
The results of clinical studies published in recent years, suggest a
pathogenetic relationship between them, which is multifactorial
[Ahlehoff O. et al, 2011]. In particular, it has been shown that PS
and CVD are common risk factors (RF). Much attention is paid
to the study of general mechanisms for the development of PS
and diseases of the cardiovascular system [Balci DD et al 2009].

It has been established that up to 50% of deaths among pa-
tients with PSA are due to atherosclerosis-dependent CVD.
Thus, according to the data of the meta-analysis of data [11], in
55% of patients with PsA there was an increased risk of develop-
ing CVD in this group of patients in relation to the population as
a whole, whereas the overall CVD in patients with arthritis was
45% higher than the average population rate , in particular, the
risk of developing myocardial infarction (MI) was higher by 68%,
cerebrovascular disease — 22%, and heart failure — 31% [9, 10].
Most authors believe that this is due to the presence of athero-
genic dyslipidemia (DLP) and systemic inflammation in patients
with PsA.

Attention is drawn to the presence of association of cardio-
vascular catastrophes with an increase in serum sickness of many
mediators, which are traditionally used to assess the activity of
the inflammatory process, primarily C-reactive protein (CRP)
[13]. Even a slight increase in CRP concentrations in a few
months and years, reflecting the activity of the inflammatory pro-
cess characteristic of the PS and PSA, may be a RF for subclini-
cal inflammation in the vascular wall associated with the athero-
sclerotic process. In this regard, the determination of the level of
CRP with the help of a highly sensitive method (the so-called hs-
CRP) allows to specify the risk of development, recurrence and
progression of vascular complications of atherosclerosis [13, 14].

In addition to CRP, the role of uric acid (UA) as an unconven-
tional RF for CVD and its complications is studied at the present
stage. It is stipulated that among patients with PS from 19 to 30%
there is hyperuricemia, the level of which depends on the wounds
of the area affected by the skin and. Titov V.N. and colleagues.
(2013) have shown that in subjects with low and average risk on
the SCORE scale, the concentration of uric acid (UA) in serum is
associated with an average correlation with lipid profiles, regard-
less of the presence or absence of a metabolic syndrome, with the
relationship of the UA content with triglycerides (TG) (positive)
and with total cholesterol of high density lipoprotein (HDL) (neg-
ative) was detected in all studied groups [11, 15].

In the general population, the frequency of asymptomatic
elevation of the UA is 5-7%, according to other data — up to
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12-25%. Important clinical associations of hyperuricemia are
DLP, hypertension, obesity, diabetes mellitus, gallstone disease
and nephrolithiasis. Asymptomatic hyperuricemia is detected in
25% of patients with hypertension, including 75% of patients with
severe hypertension (SHEP, 2000) [16]. Taking into account the
«traditional> RF of CVD, obesity and metabolic syndrome, the
researchers found that the level of UA 6,8—11,1 mg/dl (more than
400 pumol/1) increased 3,29 times the probability of a high level of
TCh and 1,52 times — an increased amount of CRP in serum [18].
The elevated UA stimulates the activation of RAAS, enhances
endothelial dysfunction and provokes hypertension. In a large
meta-analysis based on 18 studies, which included 55 607 subjects
with an average follow-up period of up to 6 years, it was found that
the presence of asymptomatic hyperuricemia increases the risk of
hypertension by 40% (RR 1,41; 95% CI: 1,23-1,58) [17].

In modern literature, there is a rather large number of studies
devoted to the search for additional RFs of CVD, the definitions
of which may improve the assessment and prognosis in patients
with PsA with different levels of cardiovascular risk. However,
until now, there is no clear answer to many of the key issues that
could significantly improve the effectiveness of prevention pro-
grams and significantly reduce the high mortality and morbidity
rates of CVD in patients with PsA.

The objective: determine the features of atherosclerotic
process in patients with PsA.

MATERIALS AND METHODS

The study included 42 patients with PsA who did not have
atherosclerotic CVD, diabetes mellitus, chronic kidney disease,
and other severe illness, did not take statins. As a comparison
group, we studied 20 people with PS, same age and gender
and as a control group — 20 healthy persons who had no signs
of rheumatic, infectious and other inflammatory diseases. The
selection of the control group was done according to the gender
and age of the examined patients. The selected patients, at the
time of inclusion in the study, had no hypertension and did not
take anti-hypertensive medications. All patients were provided
with a complex of clinical and instrumental and laboratory
examinations, a survey.

Anthropometry, blood pressure measurements, questionnaires
for the detection of bad habits (smoking, alcohol abuse),
anthropometry were used to detect FR, and in order to assess the
presence of depression and / or anxiety disorders, patients used the
Hospital Alert and Depression Scale (HADS), which was designed
to initially detect anxiety and depression in patients (screening) in
general medical practice. The burden of heredity was determined
by the presence of an atherosclerotic disease or a major RF (high
blood pressure, diabetes, and DLP) in relatives of the first-line
patient (mother or father) who manifested before the age of 55 in
men and women up to the age of 65 years. The PAST (Psoriasis
Area Severity Index) calculator was used to assess the degree of
skin lesions.

All patients with PsA determined the Disease Activity Score
(DAS28) index for CRP, and was assessed at an average level of
two years. The Alcohol Use Disorder (AUDIT) questionnaire
was used for determining the risk group and the number of people
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Table 1

Clinico-demographic characteristics of patients included in the study

Indicator without 'F::A, n=20 Control group, n=20
Age, years 39,62+4,8 32,3+5,63 30,75+2,13
Women,( n/%) 20 (46,61%) 8 (40%) 11 (55%)
Men,(n/%) 22 (52,38%) 12 (60%) 9 (45%)
Average duration of the disease, years 10,42+0,34* 4,1+0,57 -
DAS 28< 2,6 4 (8,5%) - -
2,6 <DAS28<3,2 9 (21,42%) - -
3,2<DAS 28<5,2 22 (52,38%) - -
DAS 28>5,2 7(16,66%) - -
PASI, points 14,36+1,12* 7,2%+1,05 -
Low activity level < 10 points n, % 8(19,04%) 3 -
Moderate degrge of activity > 10 < 20 27 (64,28%) 13 )
points n, %
High degree of activity > 20 points n, % 7 (16,66%) 3 -

Note: * the difference between the groups is significant p <0.05.

Table 2

Cardiovascular risk factors and state of the vascular wall in the examined patients

LI Ll without ':A, n=20 cont;ﬂzgomup,
Sm°ki”g1 (Oa:,:;‘rysg”f‘%‘ the last 29/69,04* 10/52,63% 8/40,0
Low level of physical activity, n/% 19/45,23 9/47,3%* 6/30,0
Obesity, n/% 7/16,66 3/15,78 1/5,0%
High stress lifestile, n/% 39/92,85* 16/84,2* 10/50,0
Family history of early CVD, n/% 29/69,09* 8/42,1 8/40,0
DLP, n/% 35/83,3* 20/62,5 3/15,0%
TC, mmol/I 5,37+0,20* 4,17+0,44 3,2+0,10
TG, mmol/I 2,45+0,22* 1,52+0,10% 1,32+0,20
HDL cholesterol, mmol/I 1,19%0,11 0,76+0,10* 1,32+0,10
LDL cholesterol, mmol/I 3,45%0,80* 2,43+0,3* 3,12+0,32
VLDL cholesterol, mmol/I 0,81+0,41*# 0,5+0,13* 0,62+0,12
Index of atherogenicity, c.u. 3,69+0,91*# 2,47+0,21% 2,7%0,20
CRP, mg/I 8,5%1,79*# 4,45+0,53* 0,77+0,20
UA, mcmol/I 402,85%15,24*# 326,68+15,59* 187,83%8,20
SCORE 3,11£0,33** 2,43+0,11* 1,71£0,11
<2 CVD RF, % 13,05%* 15,1% 14,9%
3-5CVD RF, % 69,56%* 68,1% 67,9%
>5 CVD RF, % 17,39%* 16,8% 17,2%
Average IMT CA, mm 0,93+0,02*# 0,7+0,01* 0,64+0,02
IMT 20,9 mm 45,83%** 22,58% 5%
Atherosclerotic plaques in CA (% 6,25% (2 0ci6)** 0 0
of patients)

Note: * the difference between the groups of patients is significant, p<0,05; * difference with rupture control is reliable, p<0,05.

who use the health-hazardous amount of alcohol. Identification — Health of Ukraine dated 03.08.2012 Ne 601 «On Approval
Test, developed on the basis of the WHO Cooperative Project and Implementation of Medical-Technological Documents on
(1989). Tobacco use was assessed during an interview with  Standardization of Medical Aid in the Termination of the Use of
the patient in accordance with the Order of the Ministry of Tobacco Products».
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All patients and controls were provided with a complex of
clinical and laboratory and instrumental research. A general
clinical examination included: a complete physical examination,
a determination of the severity of psoriasis, an articular
examination. Laboratory research included determination of
lipid, purine and high-sensitivity CRP indices.

In order to determine the state of the vascular wall, a duplex ul-
trasonic scan of carotid arteries (CA) was performed for all patients.
According to the recommendations of the European Society of Car-
diology, scanning of the CA was carried out in three planes — two
longitudinal (front and rear) and one transverse. the intima-media
complex thickness (IMT) was evaluated in the zone of maximal
thickening in the orientation of the scanning plane of the longitudi-
nal axis of the vessel. It was calculated the average value of the IMT
of the right and left general CA as the mean of 9 measurements in 3
positions; the diagnostic criterion for thickening IMT was consid-
ered to be >0,9 mm, the presence of an atherosclerotic plaque, with
alocal thickening of TIMC of >1,5 mm and more, or a thickening of
more than 50% or 0.5 mm relative to other areas of IMT.

The mathematical processing of the results was carried out
in the IBM SPSS 20 and Statistica 6.0 programs, according to
the GCP prior to the data processing. The results base and data
preparation for mathematical processing were performed in MS
Excel 2007.

RESULTS

The average age of patients with PsA was 39,62+5,8 years
(20 (46,61%) women and 22 (52,38%) men), patients with PS
(comparison group) 32,3+5,63 years (8 (40%) women and
12 (60%) men respectively), the control group included 11 (55%)
women and 9 (45%) men, mean age 32,3+5,63, respectively.
Duration of PSA varied from 3 to 20 years. (Table 1).

The main clinical and demographic characteristics of the
examined patients are presented in Table 1.

According to the results of the initial survey, the frequency of
the detection of traditional and behavioral risk factors for CVD
(smoking, alcohol abuse, sedentary lifestyle) in the PSA group
was not significantly different from the group of patients with
skin lesions and the control group. The frequency of combination
of risk factors for CVD in patients with PsA is given in Table 2.

According to the results of the analysis of lipid metabolism,
a significant difference was observed between the mean levels of
HF in the group of patients with PSA (Table 2) compared with
the control group. The median levels of CF, TG, LDL cholesterol,
LDL cholesterol were significantly higher in patients with PsA,
and HDL-C levels were significantly lower than those in the FP
and control groups (p <0,05).

The increase in the levels of high-sensitivity CRP and SC in
the group of patients with PsA was noted in 78,82% (18 persons)
and 21,73% (5 persons) respectively (Table 2).

As it can be seen from the data presented in Table 2, the
frequency of combining behavioral CVD risk factors was not
different in the examined groups of patients (PsA and PS)
compared with the control group. At the same time, in the group

of patients with PsA and PS, dyslipidemia was found to be
significantly more frequent in 83,3% of Psa and 62,5% of PS and
15% of control group respectively (p<0,05).

According to the results of the survey, the risk of fatal
cardiovascular events by SCORE scale was determined (Table 2),
the mean score of the study group was 3,11+0,33 (moderate risk).

In the comparative analysis of lipid metabolism indexes, it was
found that the average levels of TCh, TG, and LDL cholesterol in
patients with PsA significantly exceeded the corresponding indices in
patients with PS and indicators of healthy individuals in the control
group. In this correlation analysis, the greatest influence on TIMC CA
was found on DAS 28, TCh, LDL cholesterol, CRP, FG, PASI (r=0,54;
0,68; 0,67; 0,53; 0,52; 0,43 in accordance). In the group of patients
with DAS 28 of medium and high activity (>3,2), a strong correlation
between the IMT CA and the level of UA (r=0,61) was found. The
level of HDL cholesterol was associated with a strong feedback with
CRP and a median power of reverse linkage with UA levels. There
was a direct correlation between the level of FG and CRP and UA in
the average strength (r=0,54; 0,48, respectively). The given analysis in
the group of patients with PS revealed: a direct connection of average
strength between IMT CA, TC, LDL cholesterol, CRP (r=0,37; 0,39;
0,38, respectively). The results of the correlation analysis confirmed
the relationship between inflammation and dyslipidemia, which plays
a significant role in the progression of atherosclerotic vascular lesions
and the subsequent formation of CVD.

According to the results of ultrasound examination of carotid
arteries, it was found that patients with PsA and PS have a
greater severity of atherosclerotic process than healthy peers,
which is confirmed by the higher average values of IMT in the
group of patients with PsA (0,93+0,02) p<0,05 compared with
the group control (0,68+0,02), with IMT >0,9 mm detected in
45,83% of patients with PsA, which is proven complementary RF
CDV and in 22,58% of patients with PS, which is significantly
higher than the control group indicator (5%). It should be noted
that the presence of atherosclerotic plaques is diagnosed in 6,25%
of patients with PsA.

CONCLUSIONS

1.The prevalence of behavioral risk factors for CVD and their
combinations is not different in the groups of patients with PsA,
PS and control group.

2. DLP is more common in patients with PsA than in patients
with psoriasis (p<0,05) and in the control group, which is
manifested by increased levels of TC, LDL cholesterol and lower
HDL cholesterol in patients with PsA compared to other subjects.

3. Patients with PsA have more aggressive atherosclerotic
process comparing to patients with skin psoriasis and healthy
persons, with grater avarage value of IMT, more frequent IMT
>0,9 mm, found at 45,83% patients and atherosclerotis plaques
found in 6,25%.

4. Significant role in the development of atherosclerotic
lesions in patients with PsA and PS play inflammatory factors,
associated with the course of the immune-inflammatory process
characteristic for psoriatic disease.

CeepgeHusa 06 aBTOpax

Xumuon Jlioamuiaa Bukroposna — HaronaibHast MeIUIIMHCKAsE aKaleMUst OC/IeIUIIoMHOro oOpasoBarust umenu [1JL. [Tymnu-
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Boiiko Anina Biagumuposna — HanmonasibHas MeUIIMHCKAs aKaJeMus HocaeuIoMuoro obpasosanus umenu ILJI. [ynuka,
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LITERATURE

1. Badokin V.V. Terapevticheskaya ak-
tivnost’ i bezopasnost’ artrofoona pri psori-
aticheskom artrite /V.V. Badokin, Yu.L. Kor-
sakova // Consilium Medicum [E'lektronny’j

resurs]. — 2006. — Ne 8. — Rezhim dostu-
pa:  http://con-med.ru/magazines/ con-
silium_medicum/212569/212305/. — Data
dostupa: 27.03.2014.

62

2. Cytokine profiles during infliximab mono-
therapy in psoriatic arthritis / A. Mastroianni
[atal.] // British Journal of Dermatology. —
2005. — Vol. 153, Ne 3. — P. 531-536.

3. Gottlieb A.B. Psoriasis comorbidities /
A.B. Gottlieb, C. Chao, F. Dann // Journal
of Dermatological Treatment. — 2008. —
Vol. 19, Ne 1. — P. 5-21.

CEMEIHAST MEJIMTIMHA No5-6 (85-86),/2019
ISSN 2307-5112



B MOMOLWb NMPAKTUKYWOIWEMY BPAYY

4. Milosavljevic, J. Ultrasound and Power
Doppler Evaluation of the Hand and Wrist
in Patients with Psoriatic Arthritis / J. Mi-
losavljevic, U. Lindqvist, A. Elvin // Acta
Radiologica. — 2005. — Vol. 46, Ne 4. —
P. 374-385.

5. Guidelines of care for the management
of psoriasis and psoriatic arthritis: Sec-
tion 2. Psoriatic arthritis: overview and
guidelines of care for treatment with an
emphasis on the biologics / A. Gottlieb [at
al.] // Journal of the American Academy
of Dermatology. — 2008. — Vol. 58, Ne 5.
—P. 851 864.

6. Guidelines of care for the management
of psoriasis and psoriatic arthritis: Sec-
tion 2. Psoriatic arthritis: overview and
guidelines of care for treatment with an
emphasis on the biologics / A. Gottlieb [at
al.] // Journal of the American Academy
of Dermatology. — 2008. — Vol. 58, Ne 5.
—P. 851-864.

7. Effects of alefacept on health-related
quality of life in patients with psoriasis

results from a randomized, placebo-con-
trolled phase |l trial / C.N. Ellis [at al.] //
American Journal of Clinical Dermatology.
—2003. —Vol. 4, Ne 2. — P. 131-139.
8. Stefano I. Echographic test and cy-
closporin therapy in psoriatic arthritis
/ 1. Stefano, R. Eugenio, R. Antonio //
Journal of the European Academy of
Dermatology and Venereology. — 2000.
—Vol. 14, Ne 3. — P. 232-233.

9. Kochergin N.G. ltogi raboty’ Pervoj vsemi-
moj konferencii po psoriazu i psoriatiches-
komu artritu / N.G. Kochergin, S.N. Kocher-
gin, LM. Smimova // Russkij medicinski
zhumal  [E'llektronny’j resurs]. — 2006.
— Rezhim dostupa: http://www.rmj.ru/arti-
cles 4306.htm. — Data dostupa: 03.04.2014.
10. Psoriasis and diabetes: a population-
based cross-sectional study / A.D. Cohen
[at al.] // Journal of the European Acad-
emy of Dermatology and Venereology.
—2008. — Vol. 22, Ne 5. — P. 585—-589.
11. Titov V.N. Vzaimosvyaz mochevoy
kisloty s pokazatelyamya lipidnogo ob-

Cmamvsi nocmynuna 6 pedaxyuio 05.11.2019

CEMENHAST MEJAMIINHA Ne5-6 (85-86),/2019
ISSN 2307-5112

mena u lits s nizkim i srednim riskom po
shkale SCORE / V.N. Titov, S.A. Boytsov,
S.F. Urazalina i soavt. // Ateroskleroz i
dislipidemii. —2013. —Ne 2. — S. 31-39.
12. Chandran V. Sensitivity and specific-
ity of the caspar criteria for psoriatic ar-
thritis in a family medicine clinic setting /
V. Chandran, C.T. Schentag, D.D. Glad-
man // The Journal of Rheumatology. —
2008. — Vol. 35, Ne 10. — P. 2069—2070.
13.  Mitchenko O.l, Lutay M.L
Dislipidemii: diagnostika. profilaktika ta
likuvannya. Metodichni  rekomendatsii
asotsiatsii  kardiologiv Ukraini. — K.:
Morion. 2011.

14. Kovalenko V.M Vpliv imunnogo sta-
tusu i lipidnikh faktoriv na progresuvan-
nya subklinichnogo aterosklerozu i roz-
vitok  sertsevo-sudinnikh - zakhvoryuvan
u patsientiv iz revmatoidnim artritom //
V.M. Kovalenko, LV. Khimion, G.I. Ly-
senko, 0.0. Garmisch / Ukr. tevmatol.
Zhurn. — 2011.

15. Gonzalez-Juanatey C., Llorca J.,

Amigo-Diaz E. [et al.] High prevalence
of subclinical atherosclerosis in psoriatic
arthritis patients without clinically evident
cardiovascular disease or classic athero-
sclerosis risk factors. // Arthritis Rheum.
—2007. — 57 (6). — P. 1074—1080.

16. Franse LV. Serum uric acid, diuretic
treatment and risk of cardiovascular
events in the Systolic Hypertension in
the Elderly Program (SHEP) / Franse LV,
Pahor M, Di Bari M et al. // J. Hypertens.
—2000. — Vol. 18. — P. 1149—-1154.

17. Grayson PC. Hyperuricemia and in-
cident hypertension: a systematic review
and meta-analysis. / Grayson PC, Kim SY,
LaValley M et al. // Arthritis Care Res (Hobo-
ken). —2011.—Vol. 63 (1). —P. 102-110.
18. Keenan T. Relation of uric acid to
serum levels of high-sensitivity C-reactive
protein, triglycerides, and high-density
lipoprotein cholesterol and to hepatic
steatosis. / Keenan T, Blaha MJ, Na-
sir K et al. // Am J Cardiol. — 2012. —
Vol. 110 (12). — P. 1787—1792.

63



