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Gout is a systemic disease that occurs due to the deposition of sodium monourate crystals in tissues. Risk factors
for the development of gout include hyperuricemia, genetic predisposition, age, male gender, excess body weight,
dietary characteristics, alcohol consumption, and other factors. The clinical picture of gout includes asymptomatic
hyperuricemia, acute gouty arthritis, interictal period, and chronic tophous gout.

The main principles of management of patients with gout are: stopping acute attacks of gout, treatment of
chronic gout, and preventing exacerbations. Treatment measures also include diet, lifestyle changes, and medica-
tions to lower serum uric acid to target levels (long-term urate-lowering therapy). All this allows you to reach the
target level of uric acid in the blood serum, prevents the exacerbation of the disease, and can lead to the dissolution
of sodium monourate crystals.

It should be remembered that disorders of purine metabolism (gout and asymptomatic hyperuricemia) are highly
associated with cardiac and renal pathologies. In these patients, the development of an earlier and more severe
course of arterial hypertension, coronary heart disease, cardiovascular catastrophes, and chronic kidney diseases is
observed. Therefore, the metabolic safety of drugs used for treating comorbid pathology becomes essential. It espe-
cially applies to pharmacological agents for regular, long-term use in hypertension, coronary heart disease, diabetes,

dyslipidemias, and kidney pathologies.

Selective inhibitors of urate transporters and pro-, pre-, and synbiotics are seen as a perspective in treating pa-

tients with disorders of purine metabolism.

Key words: hyperuricemia, gout, cardiovascular diseases, drugs affecting uric acid metabolism.

Connection of research with planned research
works. The authors obtained the results of these studies
during the performance of research work in the Depart-
ment of Hypertension and Prevention of its Complica-
tions of the Gl “LT.Mala NIT NAMSU” on the topic: “De-
velop methods of optimizing the treatment of patients
with arterial hypertension with obesity based on the
study of humoral and epigenetic factors and parame-
ters of intestinal microbiota” (state registration number
0120U000070).

Introduction. Gout is a chronic systemic disease that
develops as a result of an increase in the content of uric
acid (UA) in the blood, which leads to the deposition of
crystals of the UA sodium salt (urates) in the tissues of
the musculoskeletal system, kidneys, urinary tract, and
other internal organs with the induction of secondary
reactive inflammatory changes [1].

The research aims to analyze modern approaches
to the diagnosis and treatment methods of disorders of
UA metabolism, especially in patients with concomitant
diseases of internal organs.

Object and research methods. A search and analysis
of scientific literature was conducted on the topic of the
study in such databases as PubMed and Google Scholar.

Research results and their discussion.

Epidemiology, risk factors, classification of disor-
ders of purine metabolism, relationships between dis-
orders of purine metabolism, and diseases of internal
organs. Recent data on the prevalence and incidence
of gout vary greatly depending on the population stud-
ied and methods used but range from <1% to 6.8% and
0.58 to 2.89 per 1000 person-years, respectively. Gout
is more common in men than in women, and the preva-
lence of the disease increases with age [2-4]. Asymp-
tomatic hyperuricemia (HU) is much more common in

the world —an increased level of UA in the blood serum
without gouty arthritis, tophi, or urate nephrolithiasis
(for example, in the USA, the prevalence of HU reaches
20% [5]). In Ukraine, the number of gout cases is 5-28
per 1000 men and 1-6 cases per 1000 women, and the
prevalence of HU is 15-20% [6].

Risk factors (RF) for the development of gout are
unmodified and modified. Unmodified are genetic fac-
tors associated, first of all, with urate transporters that
ensure the process of UA reabsorption in the kidneys:
URAT-1, SLC-2A9, GLUT-9, OAT-4, etc., and to a lesser ex-
tent with those, which are associated with UA excretion
(ABCG2) [7]. The modified RFs include the peculiarities
of diet, lifestyle (LS), intake of alcoholic beverages, and
some drugs (thiazide and loop diuretics, low doses of
acetylsalicylic acid, and cytostatics). Diseases that can
lead to elevated UA levels include hypertension (HT),
heart failure (HF), chronic kidney disease (CKD), psoria-
sis, and myeloproliferative diseases. In addition, men
suffer from gout more often than women. It is explained
by the fact that estrogens can increase UA excretion [8].

The following stages can be distinguished in the de-
velopment of gout [9]:

- asymptomatic HU (approximately 20% of these pa-
tients later develop gout) [10]. According to current re-
search results, in 24-42% of patients with asymptomatic
HU, subclinical deposits of sodium monourate crystals
(MSU) were observed in joints and tendons, and the
risk of developing nephrolithiasis increased [11, 12]. In
some cases, MSU deposits in various parts of the body
are painless and asymptomatic [13]. In other cases, it
was determined that in patients with asymptomatic HU,
MSU crystal depots could cause activation of inflamma-
tory factors such as interleukin-6 (IL-6) and IL-8 [14].
Therefore, it is advisable to distinguish two subclinical

ISSN 2077-4214. Bichuk npo6nem bionorii i megnuunm — 2022 — Bun. 3 (166) / Bulletin of problems in biology and medicine — 2022 - Issue 3 (166) 87



ornaaun NITEPATYPU / LITERATURE REVIEWS

stages of HU: asymptomatic HU with the absence of
MSU deposits and asymptomatic HU with the presence
of MSU deposits but without symptoms of gout;

- acute gouty arthritis (monoarthritis is observed in
85-90% of patients, polyarthritis in 10-15%, starting
from the first attack);

- interictal period — the symptom-free interval be-
tween acute attacks of gouty arthritis. Approximately
60% of patients develop a second attack after 1-2 years,
while 5-10% of patients may not have a second attack;

- chronic tophous gout is characterized by the pres-
ence of subcutaneous, synovial, or subchondral depos-
its of MSU.

It is known that a big problem in the treatment of
gout is the high frequency of comorbid conditions in
these patients, among which the most significant is the
pathology of the cardiovascular system and kidneys.
The concentration of UA in the blood correlates with
the degree of manifestation of the components of the
metabolic syndrome (MS) — abdominal obesity, triglyc-
eridemia, endothelial dysfunction, and increased risk
of thrombotic complications, as well as type 2 diabetes
(T2DM) [15, 16]. There is evidence in the literature that
HU can be a predictor of coronary heart disease (CHD),
acute myocardial infarction (AMI), HF, acute cerebrovas-
cular accident (ACVA), and cardiovascular and general
mortality [17-20]. According to studies, the frequency
of hypertension in patients with gout ranges from 36 to
41%, and in combination with MS, it increases to 72%
[21]. Furthermore, the interaction of MSU crystals with
various joint cells leads to the synthesis of a wide range
of “inflammatory” cytokines, such as IL-1, IL-6, IL-8,
tumor necrosis factor-alpha, chemokines, metabolites
of arachidonic acid, superoxide oxygen radicals, protein-
ases [14, 22-24].

The NHANES | (The National Health and Nutrition
Examination Survey) study found an independent re-
lationship between HU and increased cardiovascular
mortality. As serum UA levels increased from the low-
est quartile (less than 5.4 mg/dL or 321 umol/L) to the
highest (greater than 7 mg/dL or 416 pumol/L), the risk
of death from CHD increased by 77% in men and by 30%
in women. An increase in UA concentration by 1 mg/
dl (59.5 umol/l) was associated with a significant in-
crease in mortality from CVD among individuals of both
sexes [25]. It was determined that the risk of developing
coronary heart disease or cerebrovascular diseases in
patients with hypertension with HU is increased by 3-5
times compared to patients with hypertension and nor-
mouricemia. The PIUMA study, in which 1720 patients
with hypertension participated, also showed that the
level of serum UA is a strong predictor of mortality [26].
An increase in UA level by 1 mg/dl (59.5 umol/l) was as-
sociated with a 26% increase in cardiovascular mortality
[27].

The examination of patients with T2DM showed a
significant increase in the frequency of ACVA with an
increase in the UA level for each quartile. Thus, an in-
crease in UA above 295 pumol/l was associated with an
increase in the risk of fatal and non-fatal ACVA, while
the relationship remained significant even after exclud-
ing other cardiovascular risk factors [28]. Furthermore,
the LIFE study showed that in hypertensive patients with
left ventricular hypertrophy, pharmacological reduction
of UA can reduce cardiovascular risk [29, 30]. Currently,

several mechanisms are being considered which explain
the possible participation of UA in the development of
CVD. Thus, there is evidence that a moderate increase in
UA can cause glomerulo-tubular damage and constric-
tion of renal vessels, which contributes to the renin-an-
giotensin system (RAS) activation an increase in blood
pressure, and also participates in the development of
endothelial dysfunction [31-33]. At the same time, all
changes underwent reverse development after the
elimination of HU [34]. Other potential mechanisms by
which HU and/or increased xanthine oxidase (XO) en-
zyme activity may contribute to vascular injury include
platelet adhesion, vascular smooth muscle cell prolifera-
tion, and stimulation of the inflammatory response [35].
Kidney pathology in gout is associated with the crystal-
lization of urates in the kidneys against the background
of increased excretion (more than 800 mg per day). In
these cases, urate gouty nephropathy (GN) develops.
With gouty GN, uric acid blockage of renal tubules, uric
acid nephrolithiasis, and chronic urate tubulointerstitial
nephritis develop [36].

Standards of treatment of purine metabolism dis-
orders. Currently, international experts have deter-
mined indications for urate-lowering therapy (ULT) in
asymptomatic HU, which are:

- persistent UA levels above 13 mg/dl (770 umol/l) in
men or 10 mg/dl (600 umol/l) in women (these values
increase the risk of nephrotoxicity, and ULT can slow the
progression of kidney diseases and prevent these risks);

- renal UA excretion exceeding 1100 mg per day (this
is associated with a 50% increase in the risk of UA depo-
sition in the form of stones);

- preparing the patient for radiation or chemothera-
py (prevention of GN and other manifestations of tumor
lysis syndrome) [37].

Recently, the European Society of Cardiology (ESC)
has considered HU as one of the cardiovascular risk fac-
tors (CVR). In connection with this, it is recommended to
determine the level of UA in all patients with hyperten-
sion [38, 39]. Moreover, regarding patients with asymp-
tomatic HU and high CVR, the ESC agreed that ULT is
recommended for this group of patients [40, 41]. When
correcting HU, modification of RF and LS, dietary recom-
mendations, and treatment of concomitant diseases are
necessary. In patients with malignant neoplasms, when
prescribing cytostatics, prevention of acute uric acid GN
is essential, in connection with which the appointment
of ULT is indicated. Medicinal correction of asymptom-
atic HU is also indicated for relatives of patients with
hereditary deficiency enzymes that regulate UA synthe-
sis (for example, hypoxanthine-guanine phosphoribos-
yltransferase deficiency — Lesch-Nichen syndrome and
Kelly-Sigmaler syndrome).

Patients with burdened heredity due to the onset of
gout at a young age should be examined for increased
UA excretion with urine. UA excretion of more than 1100
mg daily is associated with a 50% risk of stone forma-
tion. Normalization of UA levels in these patients should
be started with dietary recommendations (restriction of
purines). XO inhibitors should be used if the diet does
not reduce UA excretion to less than 1000 mg daily. The
dose of drugs should be adjusted to reach the target val-
ues of UA excretion — below 800 mg per day. In patients
with HU and high CVR, it is recommended [40, 41]:
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- assess the level of UA in the blood serum (consider
a high level of more than 360 umol/l);

- to assess the presence of concomitant diseases
(in patients with high CVR, the target level of UA in the
blood serum should be considered below 300 umol/l);

- to inform the patient about pharmacological and
epidemiological factors affecting HU, concomitant dis-
eases, and cardiovascular RF. Recommend lifestyle
changes, diet, weight loss, and strict adherence to rec-
ommended treatment. Cancel, if possible, drugs that af-
fect the level of UA.

Start therapy with allopurinol at a dosage of 100 mg
with subsequent titration to 300-600 mg per day until
the target level of UA is reached. In patients with hy-
pertension, coronary heart disease, ACVA in anamnesis,
T2DM, and CKD who have not reached the target level
of UA, consider the possibility of combined therapy (al-
lopurinol + a drug with uricosuric action). The current
gout treatment strategy is based on the recommenda-
tions of the European Antirheumatic League [42, 43]
and the American College of Rheumatology (ACR) [44].
The general principles of therapy are that each patient
with gout should be informed in detail about the patho-
physiology of the disease, the availability of effective
treatment methods, methods of therapy for an acute
attack of arthritis, and the elimination of urate crystals
by lifelong reduction of the serum level of UA below
the target level (360 umol/l). Every patient with gout
should receive LS advice, including weight loss if nec-
essary, avoidance of smoking, alcohol (especially beer
and spirits) and sugar-sweetened beverages, overeat-
ing, and excessive meat and seafood consumption. Con-
sumption of low-fat dairy products should be encour-
aged. Regular exercise should be recommended. Each
patient with gout should be systematically screened
for comorbid conditions and cardiovascular risk fac-
tors, including CKD, coronary heart disease, HF, ACVA,
atherosclerosis of peripheral arteries, obesity, hyperlip-
idemia, hypertension, and T2DM, the prevention and
treatment of which should be considered. Treatment of
gout consists of elimination of an acute attack of arthri-
tis and therapy in the inter-attack period (prevention of
repeated exacerbations of a joint syndrome, treatment
of extra-articular manifestations of gout — gouty tendi-
nitis, gouty GN, etc.). In the case of gout, therapeutic
nutrition is prescribed, excluding foods containing many
purines and limiting salt and fat (fats have a hyperurice-
mic effect). The total protein content should be within
the normal range, but a reduction in the dose of animal
proteins is required. Alkaline mineral water and citrus
fruits are included in the diet to increase the excretion
of urates from the body. The total amount of free fluid
consumed per day should be increased to 2.5 liters if
there are no contraindications from the cardiovascular
system. When gout is combined with obesity, a hypoca-
loric diet is prescribed (the number of bakery products,
cereals, easily absorbed carbohydrates, and fats in the
diet is reduced). At the same time, patients are not rec-
ommended to starve completely because it already in
the first days leads to increased uricemia.

The “first-line” drugs for the elimination of an acute
gout attack are non-steroidal anti-inflammatory drugs
(NSAIDs) and/or colchicine (a late-flowering alkaloid).
The effect of colchicine is due to a decrease in the re-
lease of lysosomal enzymes from neutrophils, a reduc-

tion in the formation of lactate, and a stabilization of
the tissue fluid pH with a limitation of UA crystallization.
Colchicine can be prescribed according to the following
schemes:

- 0.5 mg every hour until the arthritis is eliminated or
until the maximum permissible dose (6 mg) is reached;

- 1.0 mg every 3 hours up to the maximum permis-
sible dose (8 mg);

- on the 1st day — 1 mg 3 times a day after meals, and
on the 2nd day — 1 mg in the morning and evening, then
1 mg/day. It is advisable to prescribe 1-2 mg of colchi-
cine daily (the maintenance dose is 0.5-1 mg per day)
to prevent repeated joint attacks, especially in the first
months after the start of ULT. A combination of kidney
and liver failure is considered an absolute contraindica-
tion for the appointment of colchicine. With long-term
colchicine treatment, the development of myelosup-
pression (leukopenia, agranulocytosis, aplastic anemia,
thrombocytopenia), reversible alopecia, liver failure,
myopathy, and peripheral neuritis are possible. NSAIDs
are widely used to eliminate gout attacks. However, for
safety, taking into account the side effects of non-steroi-
dal anti-inflammatory drugs, especially from the gastro-
intestinal tract, preference is given to selective inhibi-
tors of cyclooxygenase-2 (for example, nimesulide and
meloxicam). In case of ineffective or contraindications
to using NSAIDs and colchicine, glucocorticoids (GC) are
used. Scheme of appointment of GC:

- prednisolone orally 0.5 mg/kg on the 1st day with
a subsequent dose reduction of 5 mg every other day;

- dexamethasone intramuscularly 8 mg, if necessary,
repeat the administration after 24-48 hours;

- betamethasone periarticular — the dose is deter-
mined by the size of the joint;

- methylprednisolone intravenous drip 250-500 mg,
if necessary, repeat the administration after 24 hours.

IL-1 inhibitors should be considered in patients with
frequent attacks of arthritis and contraindications to
colchicine, NSAIDs, and GCs (oral and periarticular). Of
the three IL-1 inhibitors (canakinumab, anakinra, rilona-
cept), according to EMA (European Medicines Agency)
and FDA (US Food and Drug Administration) recom-
mendations for the treatment of severe tophous gout
resistant to conventional, canakinumab is indicated. The
drug is prescribed at a dose of 150 mg subcutaneously. If
it is necessary to re-inject canakinumab, the interval be-
tween injections should be at least 12 weeks. Without
an effect after the first infusion, it is impractical to carry
out repeated administration. According to the EULAR
2016 recommendations [42], the indications for start-
ing ULT are recurrent attacks of gouty arthritis (at least
2 per year), the presence of tophi, urate arthropathies,
and/or the presence of kidney stones, young patients
with UA levels in the blood serum higher 8 mg/dL (480
umol/l) and/or with concomitant diseases (CKD, hyper-
tension, CVD, GN).

Purposes of ULT:

- decrease in UA level below 360 pumol/I;

- reduction of foci of urate accumulation in the body;

- reduction of the volume (size) of tofus;

- a significant decrease in the frequency of gout at-
tacks [45].

The drug of the first choice is allopurinol. Therapy
should be started with low doses (100 mg per day) and,
if necessary, increased by 100 mg every 2-4 weeks to
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achieve the target level of UA. The duration of such ther-
apy is 6 months. A maintenance dose of allopurinol is
prescribed in the future — 100 mg/day. In case of renal
insufficiency, the dose of allopurinol is determined ac-
cording to the value of creatinine clearance: with values
over 60 ml/min, allopurinol is prescribed at a dose of
200 mg/day; if the value is less than 40 ml/min — 100
mg, and if the creatinine clearance decreases below 10
ml/min, the intake of allopurinol is limited to 100 mg
for 3 days. The use of higher doses can lead to an in-
crease in CKD. It is because allopurinol blocks purine
breakdown to xanthine, its level in the blood and urine
increases several times, and xantinemia and xantinuria
can hurt the kidneys. Contraindications to using allopu-
rinol are severe liver dysfunction, hemochromatosis,
pregnancy, and childhood (except for malignant diseas-
es with HU). In patients with gout who are insensitive
to or have contraindications to allopurinol, febuxostat
should be used according to EULAR [42] and ACR [44]
recommendations. The starting dose of febuxostat is 80
mg once daily. If the UA concentration in the blood does
not decrease within a month to the target values (less
than 360 umol/l), the dose is increased to 120 mg per
day. Taking the drug does not depend on food. Contrain-
dications for taking febuxostat are individual intolerance
of the active substance of febuxostat and chronic heart
failure. The drug’s therapeutic effect occurs after 4-5
weeks of therapy, and gout symptoms completely dis-
appear within 3-4 months. It is important to note that in
case of kidney damage, febuxostat does not lead to the
progression of CKD, unlike allopurinol, the dose of which
is titrated depending on kidney function. The pharmaco-
kinetics of febuxostat does not change in patients with
mild or moderate renal dysfunction [46]. It should be
emphasized that febuxostat differs from allopurinol in
lower toxicity, higher bioavailability, and longer duration
of action. Febuxostat at a dose of 80 mg corresponds
to a quantity of allopurinol of 300 mg. According to the
ACR recommendations, the decision to choose a drug
(allopurinol or febuxostat) should be made individually.
Drugs with a different mechanism of action are pre-
scribed only when it is impossible to achieve the target
serum UA level when using XO inhibitors or a combina-
tion with XO inhibitors [46]. It is essential that the poten-
tial nephro- and cardioprotective effects of these drugs
may be associated with the inhibition of XO [47-50]. The
obtained data show no significant difference in the fre-
quency of cardiovascular events when using febuxostat
and allopurinol. However, according to the CARES study,
the cardiovascular risk with febuxostat may be higher
than with allopurinol [51]. Therefore, during treatment
with febuxostat, dose correction is not required in elder-
ly patients, and its use is not contraindicated in people
with CKD.

Indications for prescribing uricosuric drugs are hy-
poexcretory type of gout in the absence of gouty GN,
mixed type of gout with daily UA excretion of less than
450 mg, and intolerance to allopurinol. This group of
drugs includes probenecid, sulfinpyrozone, etamide,
and benzbromaron. Allomaron is a combined drug con-
taining 100 mg of allopurinol and 20 mg of benzbroma-
rone in one pill. In addition, new uricosurics, the point
of application are urate transporters (transport proteins
involved in the reabsorption of uric acid in the kidneys)
— lesinurad and verinurad — are promising. Lesinurad
inhibits the function of two apical transporters respon-
sible for UA reabsorption, UA transporter 1 (URAT1) and
organic anion transporter 4 (OAT4). URAT1 is respon-
sible for most of the tubular reabsorption of UA, and
OAT4 is a transporter of UA. Lesinurad is taken 200 mg
once a day in the morning with food and water [52]. For
patients with crystal-verified severe, debilitating chronic
tophous gout and poor quality of life, in whom the tar-
get serum UA level cannot be achieved with any other
available drug at the maximum dose (including combi-
nations), pegloticase (a drug with a modified strain of
E. coli and catalyzing the oxidation of UA into allantoin).

Treatment of comorbid conditions with gout:

- correction of hypertension, hyperlipidemia, hyper-
glycemia, obesity, and smoking cessation are recom-
mended;

- with gout in a patient receiving loop or thiazide di-
uretics, if possible, diuretics are replaced;

- losartan and calcium channel blockers are consid-
ered for hypertension because these drugs have a mod-
erate uricosuric effect;

- with hyperlipidemia, the prescription of statins or
fenofibrate is preferred;

- the cancellation of low doses of acetylsalicylic acid
(for patients who take this drug according to the rele-
vant indications).

Conclusions. Thus, gout and asymptomatic hyper-
uricemia are highly associated with cardiovascular and
renal disease. Worsening of life prognosis in comorbid
patients with these diseases is associated with develop-
ing an earlier and more severe course of atherosclerosis,
ischemic heart disease, arterial hypertension, cardiovas-
cular catastrophes, and chronic kidney disease. Modern
methods of hyperuricemia and gout treatment, which
are based on lifestyle changes, compliance with dietary
recommendations, weight loss, correction of comorbid
conditions, and urate-lowering therapy, allow managing
these pathologies while achieving the target level of uric
acid in blood serum.

Prospects for further research. Further research on
selective inhibitors of urate transporters, both renal and
extrarenal (intestinal), and on the use of pro-, pre-, and
synbiotics in this category of patients is perspective.
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NOAATPA I TINEPYPUKEMIA AK AOOATKOBI ®PAKTOPU NOTIPLUEHHA NEPEBITY KAPAIANIbHOI TA PEHA/IBHOT
NATO/OrIA

CHirypcbKa l. O., boxKo B. B., Munocnascbkuii [l. K., CrapueHko T. I

Pe3tome. MNopyLueHHs 06MiHY NypUHIB (rinepypuKkemito Ta nogarpy) 3apas Ha3MBatoTb OAHMM 3 paKTOpiB pU3n-
KY PO3BUTKY TaKMX 3aXBOPIOBaHb, AK iluemiyHa xBopoba cepud, apTepianbHa rinepToHia, MeTaboniyHuii CMHAPOM,
naTonorii HAPOK. Y CTaTTi MOKa3aHO OCHOBHI MPUHUMUNK NiKyBaHHA NOpyLWeHb NyPMHOBOTO 0O6MiHY 3 ypaxyBaHHAM
OIETU Ta MeAUKaMeEHTO3HOI Tepanii. HaBeaeHO cxemu Npu3HayYeHHA OCHOBHUX aHTUMOAArpUYHMUX NpenaparTis 3 Ao-
3aMu, AKi pekomeHaytoTbeA. MNigKpecaeHo, Wo 0CHOBHUMM 3acobamm AnA NiKyBaHHA roCTPoro nogarpuyHoro ap-
TPUTY 3a/IMLWAOTLCA KOAXILUMH, HECTEPOIAHI NpOoTU3anabHi 3aco6M Ta MIIOKOKOPTUKOIAM, @ NPU iX HeedeKTUBHOCTI
— iHribiTopwm iHTepnemnkiHy-1. HaBeaeHO OCHOBHI MPUHLMUNKN AIETUYHOTO Xap4yyBaHHA AaHOI KaTeropii XxBopux. 3sep-
HEeHO yBary Ha NpoBeAeHHA AndepeHLioBaHOro Niaxody A0 NiKyBaHHA Nogarpu/rinepypuKkemii 3 ypaxyBaHHAM Ko-
MOpPBigHUX KapAiaibHUX Ta PEHAIbHUX NaToNOriN. MoKa3aHo, WO BaXK/MBUM KPOKOM Ha LWAAXY NiABULLEHHA edeK-
TUBHOCTI NiKyBaHHA rinepypuKkemii/nogarpy y KAiHiYHIN NPaKTULi € MOKPALLEHHA NPUXMUALHOCTI NALLIEHTIB 40 AaHUX
Nikapem pekomeHAaui. HaBeaeHo, Wwo npenapaTamum nepLioi NiHii Wwoao NikyBaHHA NOPyLUeHb NYPUHOBOrO 06MiHy
3a/MLLALOTLCA IHIBITOPY KCaHTUHOKCMAA3M. MepeBara LUxX NpenapaTiB Haj 3acobamu, Lo BMN/IMBAOTb HA BUBEAEH-
HS CEYOBOI KMCOTU, 3yMOBNEHA iX aHTUOKCUAAHTHUM edEeKTOM, LLLO OCOBANBO BAXKANBO Y XBOPUX 3 KOMOPDIAHO
KapAia/ibHO naTosiorieto. Mpu HenepeHoCMMOCTI iHrBITOPiB KCAHTMHOKCMAA3M NOKa3aHi YPUKO3ypUUHI npenapaTu.
Mpw rinoeKCKpeTopHOMY TUMi NOAArPy MOXJIMBO 3aCTOCYBaHHA KOMBiHOBaHMX 3ac06iB. NaLjieHTam 3 BaXKKOIO noaa-
rPoto, Y AKMX LiNbOBUIA CMPOBATKOBUIA PiBEHb CEYOBOT KUCIOTU HE MOXKe BYTU JOCATHYTUIM NPU 3acToCyBaHHI byab-
AKUX IHLWKNX JOCTYNHUX NiKaPCbKMX NpenapaTiB y MaKCMMasbHil 403i NOKa3aHi npenapar, AKi KaTani3yloTb OKUCNEH-
HSl CEYOBOI KMCIOTM B aNaHTOIH. MepcnekTMBHUM € HOBI YPUKO3YPETUKM, AIKIi NPUTHIYYIOTL peabcopbuio cevoBoi
KMCNOTU HUPKaMM Waaxom 610oKaam ii nepeHOCHUKIB. 3'aBAA0TbCA PO6OTH WoA0 ePEKTUBHOCTI 3aCTOCYBaHHA NpPoO-,
npe-, Ta CUHBIOTUKIB Y AAHUX XBOPUX.

KnrouoBi cnoBa: rinepypuKkemisa, nogarpa, CepLEBO-CYyANHHI 3aXBOPIOBaHHSA, 3aC0bU, AKi BN/IMBAOTb Ha 0OMIH
CeYOoBOI KUCNOTH

GOUT AND HYPERURICEMIA AS ADDITIONAL FACTORS OF DETERIORATION OF CARDIAC AND RENAL
PATHOLOGIES

Snigurska I. O., Bozhko V. V., Miloslavsky D. K., Starchenko T. G.

Abstract. Currently, purine metabolism disorders (hyperuricemia and gout) are called one of the risk factors for
the development of diseases such as coronary heart disease, arterial hypertension, metabolic syndrome, kidney
pathology. The article shows the basic principles of treatment of purine metabolism disorders, taking into account
diet and drug therapy. Schemes of prescribing the main anti-gout drugs with the recommended doses are given.
It is emphasized that the main drugs for the treatment of acute gouty arthritis are colchicine, nonsteroidal anti-in-
flammatory drugs and glucocorticoids, and in their ineffectiveness — interleukin-1 inhibitors. The basic principles of
dietary nutrition of this category of patients are given. Pay attention to a differentiated approach to the treatment of
gout/hyperuricemia, taking into account comorbid cardiac and renal pathologies. It has been shown that an impor-
tant step to improve the effectiveness of the treatment of hyperuricemia/gout in clinical practice is to improve the
adherence of patients to the doctor’s recommendations. It is emphasized that xanthine oxidase inhibitors remain
first-line drugs for the treatment of purine metabolism disorders. The advantage of these drugs over drugs that af-
fect the excretion of uric acid, due to their antioxidant effect, which is especially important in patients with comorbid
cardiac pathology. In case of intolerance to xanthine oxidase inhibitors, uricosuric drugs are indicated. In the hypoex-
cretory type of gout, the use of combined drugs is possible. Patients with severe gout in whom the target serum uric
acid level cannot be achieved with any of the other available drugs at the maximum dose are shown to catalyze the
oxidation of uric acid to allantoin. New uricosuretics are promising, which inhibit the reabsorption of uric acid by the
kidneys by blocking its vectors. There are studies on the effectiveness of pro-, pre-, and synbiotics in these patients.

Key words: hyperuricemia, gout, cardiovascular diseases, drugs that affect uric acid metabolism.
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NOAATPA I TINEPYPUKEMIA AK AOAATKOBI ®AKTOPU NOTIPLLUEHHA NEPEBITY

KAPOIANIbHOI TA PEHA/IbHOI MATO/OTIA
DY «HauioHanbHMit iIHCTUTYT Tepanii imeHi J1.T. Manoi HAMH YKpaiHu» (m. XapkiB, YkpaiHa)
vbozhko66@gmail.com

Modaepa € cucmeMHUM 30X80PHOBAHHAM, AKe BUHUKAE BHACNIOOK 8i0KAAOEHHA KpUCmMasie MoOHOypamy Hampito
Yy MKaHuHax. [Jo ¢hakmopis pu3uKy po3sumeky nooazpu HaAAexame 2irnepypuxkemis, 2eHemu4yHa CxusabHicme, 8iK,
407108i4a cMame, HAOMipHA Maca mina, diemuYHi 0cobaUBOCMI, B UBAHHSA G/IKO20/10 MA iHWI pakmopu. KniHivHa
KapmuHa nodazpu 8KaoYae 6e3cumnmomHy 2inepypukemiro, eocmpuli mnooazpuyHuli apmpum, mixcrnpucmynHul
nepiod ma xpoHiyHy mogycHy nooazpy.

OCHOBHUMU MPUHUUNAMU 8e0eHHsA NayieHmie 3 M00azporo €: KynipysaHHa 2ocmpux Hanadie nodazpu, MiKy8aHHA
XPOHIiYHOI nodazpu ma nNpoginaKmMuKa 3azocmpeHs. JliKy8asibHi 3aX00U MAKOMC 8K/H0YAIOMb 00OMPUMAHHSA 0iemu,
3MIiHY crnocoby ¥umms i 3acmocy8aHHA MiKAPCbKUX 30c00i8 015 3HUMEHHSA pigHA ce4o80i Kucaomu y cuposamui
Kposi 00 yinbosux 3HA4YeHb (Ypam3HUXCyrouYa mepania npomsa2oM mpueanozo 4acy). Bece ye 0o3eonsae docazamu
UinboBso2o pisHA Ce4yoBoi Kucsiomu y cuposamui Kposi, 3amobiede 3020CMPEHHI0 30XB0PIOBAHHA MA MOME
npu3soduMuU 00 PO34YUHEHHA Kpucmasie MoOHOypamy Hampito.

Cnid nam’amamu, wo nopyweHHA nypuHogo2o o06miHy (nodaepa ma 6e3cUuMNMOMHA 2inepypuxkemis)
— € CmaHamu, fIKi 8UCOKO acoyiliosaHi 3 KapdiasnbHOK mMa PeHAsbHOK Namoso2iamu. Y 0aHux nayieHmis
crocmepieaemscs po3eumMoK binblW PAHHL020 MA MAMKo20 nepebicy apmepianbHOI 2inepmeHsil, iwemiyHoi
Xx80pobu cepus, cepyeso-cyOUHHUX KAMAacmpog ma XPOHIYHUX 3aX80PHO8AHb HUPOK. TOMY, 8AMHIUBO20 3HAYEHHSA
Habysae memaboniyHa 6e3neka npenapamis, AKi 30cmMocosytomscs 045 fiKy8AHHA KOMopbidHOI namosoaii.
Ocob1u80 ye cmocyemoca (hapmakonoziyHux 3acobis, AKi NPU3HA4YarMbCA 0417 pe2ynAapHO20 mpueasozo npuliomy
npu apmepiansHoi 2inepmensii, IXC, uykposomy diabemi, ducninioemisx, Namoso2isx HUPOK.

lMepcrieKMUBHUM HAMPAMKOM iKYyS8AHHA MAUIEHMI8 3 MOPYWeEHHAMU MypuHoeo2o0 06MIHY 6a4yumecsa
30CMOCYB8aHHA ceneKkmusHUX iHeibimopie nepeHoCHUKI8 ypamis i npo-, npe-, ma cuHbiomukis.

Knrouoei cnoea: zinepypukemis, mooazpa, cepyeso-cyOuHHi 30X80pHO8AHHS, 3acobu, AKi 8Mausarome Ha 06MiH
ceyosoi Kucaomu.

38’A30K A0CNIAKEHHA 3 NN1aHOBUMM HAyKOBO-A0-
cnigHumu pobotamu. PesynbTaT AaHWX AOCAIAMKEHb
OTPMMaHI aBTOPaMKU MPU BUKOHAHHI HAayKOBO-A0CAIA-
Hoi poboTu y BiaAini apTepianbHOi rinepTeHsii Ta npo-
dinakTUKKM ii ycknagHeHo Y «HauioHanbHWUI iHCTUTYT
Tepanii imeHi J1.T.Manoi HAMHY» Ha Temy: «Po3pobu-
TM MeTogM ONTUMI3aLuii NiKyBaHHA XBOPMX Ha apTepi-
ANbHY riNepTeHsito 3 OXKMPIHHAM Ha NiACTaBi BUBYEHHA
rYMOpPanbHUX i enireHeTUYHUX daKTopiB Ta NapameTpis
MiKpobioTK KuweuyHuKa» (Ne pepxkaBHOI peecTpauii
0120U000070).

Bcryn. Mogarpa — ue XpoHiYHe CUCTEMHE 3aXBOpHO-
BaHHA, AKE PO3BMBAETLCA BHAC/IAOK 36iNblUEHHA BMICTY
ceyoBoi kucnotu (CK) y KpoBi, Wwo npusBoanTb A0 BiA-
KNadeHHA Kpuctanis HaTpiesoi coni CK (ypaTis) y TKaHu-
Hax OMOPHO-PYXOBOrO anapaTty, HUPKax, CEYOBMUX LIAA-
XaX, iHWWX BHYTPILIHIX OpraHax 3 iHAYKLi€0 BTOPUHHMX
peakTUBHUX 3ananbHUX 3miH [1].

Merta gocnigKeHHA — npoaHanisyBaTu CyyacHi nig-
XOAWN WOAO AiarHOCTMKM Ta METOAIB NiKYBAHHA Mopy-
weHb 06MmiHy CK, 0ocoba1BO y XBOpUX i3 CynyTHIMK 3a-
XBOPHOBAHHAMM BHYTPILLHIX OpraHis.
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06’eKT | MeToau AocnigKeHHA. 3 TeMUn JOoCNiayKeH-
HA ByB NpoBeAeHM MOLWYK Ta aHaNi3 HayKoBoi fiTepa-
TYpu B Takmx 6a3ax gaHux, Ak PubMed i Google Scholar.

Pe3ynbTati focnigKeHHs Ta iXx 06roBopeHHs.

Enigemionoria, ¢aktopu pusuky, Knacudikauis
nopyLlieHb NypMHOBOro o6miHy, B3aEMO3B’A3KKU Nopy-
weHb 06MiHy NypUHIB i3 3aXBOPIOBAHHAMM BHYTPILU-
HiX opraHiB. OCTaHHi AaHi NPO NOLWMPEHICTb Ta 3aXBO-
PHOBaHICTb Ha NoAarpy CMAbHO BigPi3HAOTLCA 3a/1€XKHO
Bif, 4OCNIAXKYBAHOI NONYANAL,ii Ta BUKOPUCTOBYBAHUX Me-
ToAiB, ane KonneatoTbeA Bia <1% o 6,8% i, 0,58-2,89 Ha
1000 ntoamHo-pokKiB, BianosigHo. MNogarpa vacTiwe 3y-
CTPIYAETLCA Y YOMOBIKIB, Hi>K Y XKIHOK, | MOLWNPIOBAHICTb
3axBOpPIOBAHHA 36inblyeTbcA 3 Bikom [2-4]. 3HayHO
yacrTille y CBiTi 3ycTpiyaeTbca 6€3cMMNTOMHA rinepypu-
Kemis (FYE) — nigBuweHnin piseHb CK y cMpoBaTLi KpoBi
6e3 nogarpuyHoro apTputy, Todycis abo ypaTHoro He-
dponitiasy (Hanpuknag, y CLUA nowwmpeHictb NYE cAarae
20% [5]). B YKpaiHi KinbKicTb BUMaAKiB nogarpu ctaHo-
BUTb 5-28 Ha 1000 yonosikie Ta 1-6 Bunaakis Ha 1000
JKIHOK, a nowmpeHicTb NYE — 15-20% [6].

dakTopu pusnkry (PP) po3BUTKY Nogarpu € HEMoAMU-
¢dikoBaHi Ta mogudikoBaHi. HemoandikosaHi — ue re-
HeTUYHI pakTopK, NoB’A3aHi, NepLw 3a BCe, 3 ypaTHUMMU
TpaHcnopTepamu, siKi 3abesnevytoTb npoLec peabcopb-
uii CK y Hupkax: URAT-1, SLC-2A9, GLUT-9, OAT-4 1a iH.,
Ta MEHLLOI MipOto 3 TUMMU, SIKi NOB’A3aHI i3 eKcKpeLjieto
CK (ABCG2) [7]. Oo moandikoBaHmnx ®P BigHOCATL OCO-
6AMBOCTI XapyyBaHHA, crnocoby xutta (CHK), npuiiom
ANKOTO/IbHUX HAMNOIB Ta AEAKUX NiKAPCbKMX Npenaparis
(TiasngHi Ta NeTAboBiI AiypPeTUKU, HMU3bKI 4031 aueTu-
CaniyuMNOBOI KMCAOTK, LUTOCTATUKM). [JO 3aXBOPHOBaHb,
AKI MOXKYTb NPU3BOAMTU A0 NiaBuweHHA piBHA CK, cnig
BigHecTV apTepianbHy rinepteHsito (Al), cepuey Heno-
cTaTHicTb (CH), XxpoHiuHy XxBopoby HMpPOK (XXH), ncopia3
Ta mienonponipepaTrBHi 3axBOptoBaHHA. YoN10BiKK Yac-
TiWe CcTpaXAatoTb Ha NoZarpy, HixK *KiHkK. Lle noAacHio-
€TbCA TUM, LLLO €CTPOreHN MaloTb 34aTHICTb 36iNbLIYBaATH
ekckpeuito CK [8].

Y po3BUTKY NOAArPU MOXKHA BUAINUTM TaKi cTagii [9]:

- 6escumntomHa YE (npmnbnunsHo y 20% umx nawi-
€HTIB Y MOAaNbLIOMY pO3BMBaAETbCA nogarpa) [10]. Bia-
NOBIAHO A0 pe3ynbTaTiB Cy4aCHUX AOCAIAXKeHb, y 24-
42% naujeHTiB 3 6escumnTomHoto MYE cnoctepiranuca
CYOKNiHIYHI BiAKNAAEHHS KPUCTANiB MOHOYPATy HaTpito
(MYH) y cyrnobax Ta cyxoXuansx Ta MigsullyBaBscs
PU3KNK PO3BUTKY HedponiTiasy [11, 12]. Y paai sunaakis
BiAKNageHHs MYH y pisHMX AinAaHKax opraHismy — 6es-
6onicHi Ta 6escumnTomHi [13]. B iHWKX BMNaaKax, byno
BM3HAYeHO, WO Yy nauieHTiB 3 6escumntomHoto TYE,
neno kpuctanis MYH 34aTHI BUKIMKATK aKTMBALiO 3a-
nanbHUX GaKTopPiB, TAKUX AK iHTEPNENKiH-6 (1/1-6) Ta I/1-8
[14]. Tomy, pouinbHO BUAINATM ABI CyOKAiHIYHI cTagii
I'YE: 6e3cumnTtomHy 'YE 3 BigcyTHicTIo BigKknageHs MYH
Ta 6escumnTomHy IYE 3 HasBHicTiO BigknageHb MYH,
ane 6e3 cumnTomiB nogarpu;

- TOCTPUIA NogarpuyHnin apTpuT (y 85—-90% nauieHTiB
cnocTepiraerbca MoHoapTpuT, y 10-15% — noniapTpur,
NoYMHaKuM 3 NepLLOi aTakK);

- MiXXNPUCTYNHUI nepiog — 6€3CMMNTOMHUN iHTep-
Ba/l MiX TOCTPMMM aTaKamu MOAArPUYHOIO aAPTPUTY.
MpnbnunsHo y 60% naLieHTiB Apyra aTaka pO3BMBAETLCA
yepes 1-2 poku, Toai AK y 5-10% navuieHTiB aTaka moxe
He NOBTOPUTbLCH;

- XpOHiYHa TodycHa noaarpa, AKa XapaKTepU3YETb-
CA HaABHICTIO MiAWKIPHUX, CMHOBIa/IbHUX abo CybXOH-
ApanbHux genosntis MYH.

Biaomo, wo BenuKy npobnemy ana NikyBaHHA no-
[arpn CTaHOBMTb BMCOKa 4YacToTa KOMopbigHMX CTaHiB
Y BAHUX XBOPUX, CEPeL, AKMUX HalbiNbLL 3HAYYLLOIO € Na-
TOJNIOTiA CepueBO-CYyaMHHOI CUCTEMM Ta HUPOK. KOHLEH-
Tpauia CK y KpoBi Kopentoe 3i cTyneHem BUPAXKEHOCTI
KOMMOHEHTIB meTaboniyHoro cuHapomy (MC) — abgo-
MiHA/IbHOTO OXKMPIHHA, TpUrAiLepuaemii, eHgoTeniaab-
HOI AMCOYHKUI, NiABULLEHUM PUSMKOM TPOMBOTUYHMX
YCKNaZHEeHb, TAaKOX — 3 LlYKPOBUM fiabeTom 2-ro Tuny
(CO2) [15, 16]. Y nitepaTypi € AaHi npo Te, wo NYE moxke
byTN nNpeanKTopom iwemiyHoi xBopobu cepus (IXC),
roctporo iHdapkTy miokapga (FIM), CH, roctporo no-
pylIeHHs Mo3KoBoro Kposoobiry (FMMK), cepueso-cy-
OVHHOI Ta 3arafbHoi cmepTHocTi [17-20]. 3a gaHummn
[ocnifrKeHb, yactota Al y XBOpMX Ha noaarpy Kosivea-
€TbCA Bif 36 7o 41%, a B NOeAHAHHI i3 MC 36inblyeTb-
¢ po 72% [21]. Bsaemogis Kpuctanis MYH 3 pisHumu
KNiTMHamu cyrnoba Nnpu3BOAUTb 4O CUHTE3Y LUMPOKOro
CNeKTpa «3anaibHUX» UUTOKIHIB, Takmx ak I/1-1, 1/1-6,
IN-8, akTOp HEKPO3Y NYyXAMHU anbda, XeMOKIHU, MeTa-
60niT apaxigOHOBOI KMUCNOTU, CYMEPOKCUAHI KUCHEBI
paaukanu, npoteiHasu [14, 22-24].

Y pocnigeHHi NHANES | (The National Health and
Nutrition Examination Survey) BuWsBNEHO He3anex-
HUI 3B’A30K MiXK [YE Ta 3pOCTaHHA cepueBO-CyAUHHOI
cmepTHocTi. Mpun 3pocTaHHi pisHA CK cMpoBaTKM KpoBi
Big, HalHWKYoro KBapTino (MeHwe 5,4 mr/an abo 321
MKMOAb/n) Ao Hamsuuoro (6inbwe 7 mr/an abo 416
MKMOAb/n) pu3nk cmeprTi Big IXC nigsuuyysascs Ha 77%
y YonosgikiB Ta Ha 30% y KiHOK, a 36inblUEHHA KOHLLEH-
Tpauii CK Ha 1 mr/an (59,5 mKmonb/n) acouitoBasnocs 3i
3HAYHUM 36inblIEeHHAM neTanbHOCTI Big KB3 cepes ocib
06ox ctatelt [25]. BusHayeHo, Wwo pmsnk po3suTky IXC
abo uepebpo-BackyNApHNX XBOPOD y xBopux Ha Al 3 TYE
niasuweHnin y 3-5 pasis y NopiBHAHHI 3 MauieHTammM 3
AT Ta HopmoypuKkemieto. locnigeHHa PIUMA, B aAkomy
6panu yyactb 1720 nauieHTiB 3 Al, TaKOXK NOKasasno, Lo
piBeHb CK cMpOBaTKM — CUIbHUIN NPEANKTOP CMEPTHOCTI
[26]. MiasunweHHA pisHA CK Ha 1 mr/an (59,5 Mkmonb/n)
acoL,itoBanoCh i3 36iNblLIEHHAM KapAioBacKyNAapHOI ne-
TaNbHOCTI Ha 26% [27].

Ob6cTexkeHHsA xBopux Ha L2 nokasano 3HauyHe
niasuweHHa yactotm MMK 3i 36inbweHHam pisHA CK
Ha KOXeH KBapTinb. Tak, 36inbweHHA CK noHag 295
MKMO/Ib/N acouitoBanoca 3i 3poCTaHHAM PU3KKY da-
TanbHoro Ta HedatanbHoro IMMK, npu Lbomy 3B’A30K
3a/1MLWABCA 3HAYYLUM HaBIiTb MiCAA BUKIIOYEHHA HLLMX
KapaioBackynapHux ®P [28]. AocnigxkeHHa LIFE nokasa-
710, Wo y xBopwux Ha Al i3 rinepTpodieto NiBOro WayHou-
Ka MeZMKaMeHTO3He 3HMKeHHA CK moxke 3meHLyBaTtu
CepueBO-CyAMHHUIA pu3nk [29, 30]. H1HI po3rnagatoTb-
CA KiNbKa MeXaHi3MiB, L0 NMOACHIOOTb MOK/MBY y4acTb
CK'y po3BuTKy KB3. TaK, € gaHi, Lo nomipHe nigsuLLeH-
HA CK MoOXe BUKAMKATU rOMepPYyNo-TybynapHi nouko-
OMEHHA | KOHCTPUKLiI0 HUPKOBUX CYAWMH, WO CMpUAE
aKTUBALLT peHiH-aHrioTeH3mnHoBOI cuctemm (PAC) Ta nig-
BULLEHHIO apTepianbHOro TUCKY, a TaKoXK bepe yyacTtb y
po3BUTKY AnchyHKLii eHgoTenito [31-33]. Mpu ubomy BCi
3MiHM 3a3HaBa/IM 3BOPOTHOTO PO3BUTKY MiCAA YCYHEHHA
I'YE [34]. IHWi noTeHUilHi MexaHi3MmK, 3a AOMNOMOroH
Akux TYE Ta/abo nigsuileHa akTUBHICTb GepmeHTy
KcaHTUHOKcuAasn (KCO) MoxKyTb CnpuaTh CyguHHOMY
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YWKOAKEHHIO, BK/tOYAlOTb afresito TpombouuTis, Npo-
nidepauito rnasKom’ a30BUX KAITUH CYAUH Ta CTUMYAA-
Lito 3ananbHoi Bignosiai [35]. MaTonoria HAPOK Npu no-
Oarpi nos’si3aHa 3 KpuCTanisaujieo ypaTiB y HUPKaAX Ha
TAi NiABMLEHHSA iX BUAiNeHHs (6inblwe 800 mr Ha aoby).
Y uux BUNaaKax poO3BMBAETLCA ypaTHA nogarpuyHa He-
¢dponaria (HON). Npu nogarpuyHin HOM po3BuBatoTLCA
ceyokmucna 610Kaga KaHaNbLiB HUPOK, CEYOKUCNIA He-
dponiTias Ta XPOHIYHWUI ypaTHUIA TyByNno-iHTEpCTULiaNb-
HUI HedpwuT [36].

CTaHAApTM NiKyBaHHA NopyleHb NypUHOBOro 06-
MiHy. B AaH1I1 Yac MiXKHapOAHMMM eKcrnepTamm BU3Ha-
YeHO MOKasaHHA ANA NMPOBeAEHHA YPaT3HMKYYOI Te-
panii (Y3T) npu 6escumnTomHin MNYE, aAkumu €:

- CTiMKi pisHi CK suwe 13 mr/gn (770 mkmonbs/n) y
yonosikie abo 10 mr/an (600 mKmonb/n) y iHoK (Ui
3HAYeHHA NiABULLYIOTb PU3UK HEPPOTOKCUYHOCTI, a Y3T
MOe YMOBiNIbHIOBATM MNpPOrpecyBaHHA 3axBOPHOBAHb
HMPOK Ta 3anobiratv UMM pusmKam);

- eKckpeuia CK HMpKamu, wo nepesuitye 1100 mr Ha
[06y (ue nos’A3aHO 3i 36i/bWEHHAM PU3NKY PO3BUTKY
ocageHHsa CK y Burnagi kameHis Ha 50%);

- MiArOTOBKA MALiEHTa A0 MPOMEHEBOI UM XimioTe-
panii (npodinakTvka HPIM Ta iHWKUX NpoABiB cMHAPOMY
nisucy nyxauuu) [37].

3 HenaBHLOrO Yacy E€BPOMENCbKUMM CYCMiNbCTBOM
Kapaionoris (ESC) TYE po3rnaaa€eTbecs K OAMH i3 paKkTo-
piB cepueBo-cyanHHoro pusmnky (CCP), y 38’A3Ky 3 umm
pekomeHA0BaHO BM3HayYeHHA pisHA CK ycim nauieHTam
3 Al [38, 39]. binblwe Toro, WoA0 NaLieHTIB 3 6escumn-
TomHoto 'YE Ta Bucokum CCP, ESC npuiHATO KOHCEH-
CyC, 3ri4HO 3 AKMM PEKOMEHZO0BAHO npoBeaeHHA Y3T y
AaHoi rpynu nauieHTis [40, 41]. Mpu Kopeku,ii 'YE Heob-
XigHi mogunodikauia ®P ta CHK, pieTnyHi pekomeHaauii,
NIKyBaHHA CYyNyTHiX 3aXBOPIOBaHb. Y XBOPUX i3 3101Kic-
HMMW HOBOYTBOPEHHAMMW NpPU MPU3HAYEHHI LMTOCTaTh-
KiB HeobxigHa npodinakTnKa roctpoi cevokmcnoi HOM,
Yy 3B’S3KYy 3 UMM MOKasaHO npu3HauyeHHs Y3T. Megu-
KaMeHTO3Ha KopeKLis 6escumntomHoi MYE nokasaHa
TAKOX poAMYamM MalieHTIB 3i cnagkoBum aediuntom
depmeHTiB, Wo peryntotoTb cuHTe3 CK (Hanpuknag, ae-
diuMT rinokcaHTUHryaHiHy pocpopmnbosnntpaHcdepasm
— cnHapom Jlewa—HixeHa Ta cnHapom Kenni—Cirmine-
pa). MauieHTn 3 0b6TAKEHO cnaakosicTio no aebroty
nogarpv B MONOAOMY Bili MOBWUHHI OyTU O6CTEKEHi
wopno 36inbweHHA ekckpeuii CK 3 ceveto. Ekckpeuia CK
6inbwe 1100 mr Ha goby nos’A3aHa 3 50%-HUM pU3MKOM
YTBOPEHHA KaMiHHA. Hopmanisauito pisHAa CK y uux na-
LiEHTIB HEOOXiAHO PO3MOYATU 3 AIETUYHUX PEKOMEHAa-
Uit (obmerkeHHA nypuHiB). IHriGiTopu KCO cnig 3acToco-
BYBATH, AKLLO AOTPUMAHHA LIETU HE 3HUXKYE EKCKpeLLito
CK meHW Hix go 1000 mr Ha go6y. [lo3a npenaparTis no-
BMHHA BYTM CKOPUToBaHa A0 AOCATHEHHA LiIbOBUX 3Ha-
yeHb ekckpedii CK — Huxkue 800 mr Ha gob6y. Y nauieHTiB
3 I'YE Ta Bucokum CCP pekomeHayeTbea [40, 41]:

- OUiHMTK piBeHb CK y cMpoBaTLi KpPoBi (BBaXKaTu BU-
COKUM piBeHb noHag, 360 MKmonb/n);

- OUiHMTK HasABHICTb CYMyTHIX 3axBOploBaHb (y na-
LieHTiB 3 BMCOKOIO PCP winboBum BBaxaTu piseHb CK y
cMpoBaTLi KPoBi HUKYe 300 MKMOsb/n);

- iHpopmyBaTH NaLieHTa Npo papmaKonoriyHi Ta eni-
AemionoriyHi ¢akTopu, Wo BnamBatoTb Ha I'YE, cynyTHi
3aXBOPIOBAHHA Ta cepueBo-cyauHHi ®P. PekomeHayBa-
TN 3MiHK CHXK, AI€TM Ta 3HMMKEHHA Macu Tina, a TakoX
CYBOPY MPUXMJIBbHICTb A0 PEKOMEHA0BAHOIO NiKYBaHHA.

CKacyBaTu NO MOKAMBOCTI MpenapaTtu, WO BMIMBaOTb
Ha piBeHb CK.

Po3nouaTtu Tepanito anonypuHonom y ao3sysaHHi 100
MT 3 HacTynHoto TuTpauieto go 300-600 mr Ha aoby Ao
pocArHeHHA uinbosoro pisHA CK. Y nauieHTis 3 AT, IXC,
IMMK B aHamHe3i, U2 ta XXH, aki He gocarnu WwinboBo-
ro pisHs CK, po3risaHyTy MOXAUBICTb KOMBIHOBaHOT Te-
panii (anonypuHon + npenapat 3 YPUKO3YPUUHOIO Ai€to).
CyyacHa cTparteria NiKyBaHHA Nogarpu rpyHTYETbCA HA
pekomeHzauiax €BpoONencbKOi aHTUPEBMATUYHOI Jlirn
[42, 43], Ta AmepwmKaHcbKoi Konerii peematosoris (ACR)
[44]. 3aranbHi NpUHLMAM Tepanii NONAraloTb Y TOMY, LLLO
KOMKEH MaLiEHT 3 nogarpoto NoBMHeEH ByTW OOKNAaAHO
noiHbopmoBaHUi Npo naTtodisionorito 3axBOPIOBaAHHS,
HasABHICTb ePEeKTUBHUX METOLIB NiKYBaHHA, MeTOAM Te-
panii rocTporo Hanaay apTpuTy Ta eniMmiHaLii Kpuctanis
YpaTiB WAAXOM [OBiYHOIO 3HWMKEHHA CUPOBATKOBOIO
pisHAa CK HMKue 3a LinboBuit piseHb (360 mKmonb/n).
Ko)KeH nalieHT, AKUI CcTpaxKAae Ha nogarpy, nosu-
HEeH OTpMMYyBaTK pekomeHaauii woao CH, Bkatoyaroum
3HMMKEHHS Macu Tifla Npu HeobxigHOCTI, BiAMOBY Big,
KYPiHHA, npuitomy ankoronto (ocobavMBo nuea Ta Mil-
HUX aNKOrO/bHWUX HamnoiB) Ta MiACONOAMKEHUX HAMOIB,
nepeifaHHA, HaAMIPHOrO CNOXKMBaHHA M'Aca Ta Mope-
npoaykTiB. Cnig, 3a0X04yBaTV CMOMKMBAHHA 3HEXUpe-
HWUX MOJIOYHMX MpoAyKTiB. MOTPiBHO pekomeHAyBaTH
perynapHi ¢i3vyHi Bnpasu. KoxeH nauieHT 3 nogarpoto
NoBUHEH BYTU CUCTEMATUYHO CKPUHOBAHMWI WOAO BU-
ABNEHHA KOMOPBIAHWUX CTaHiB i cepueBo-CyauHHUX OP,
BKkAtovatoum XXH, IXC, CH, TTIMK, atepocknepos nepu-
depuyHnx apTepii, OXKUpiHHSA, rinepainigemito, AT, CA2,
npodinakTMKa i Tepania AKUX MOBMHHI PO3rNALATUCS.
JlikyBaHHA NoJarpy CKNALAETLCA 3 YCYHEHHA rOCTPOro
Hanmagy apTpUTy Ta Tepanii B MiKNPUCTYNHWUI nepiog,
(NpodinakTMKM NOBTOPHUX 3arocTpeHb CyrnoboBoro
CUHAPOMY, NiKyBaHHA no3acyrnoboBux nposAsiB noaa-
rpu — NOJArpuYHMX TeHAMHITIB, nogarpmnyHoi HOM Ta
iH.). MpK nogarpi Npu3Ha4yaeTbCs NiKyBa/bHE Xapyy-
BaHHA 3 BUKIOYEHHAM MPOAYKTIB, WO MiCTATb BEJNKY
KiZIbKICTb MYPUHIB, OOMENKEHHS Cconi Ta Kupy (Kupu
MaloTb rinepypukemiyHy Aito). CymapHuii BmicT 6inka
Ma€ nepebyBaTn B Meax HOPMW, ane MoTpibHe 3HK-
YKEHHA 0031 TBapUHHUX 6inkKiB. [1o paLioHy BKAOYAIOTb-
CA NYXKHi MiHEepanbHi BOAM Ta UUTPYCOBI ANA NOCUIEH-
HA BMBEAEHHA 3 OpraHiaMmy yparTiB. 3arafibHy Ki/lbKiCTb
BiZIbHOT PiANHM, LLLO CNOXKMBAETLCA Ha 06y, cig, 36i1b-
WwyBaTM A0 2,5 N, AKWO HEMAE NPOTUMNOKa3aHb 3 BOKy
cepueBo-CyaMHHOI cnctemu. MNMpu noegHaHHI nogarpu 3
OXMPIHHAM MPU3HAYAETLCA TiNOKanaopiHWU cTin (y pa-
LLiOHI CKOPOYYETbCA KiNbKiCTb XN1i606yn0YHMX BMpPOLIB,
Kall, BYFIeBOZiB, WO JIErKO BCMOKTYIOTbCS, KUpiB). Y
TOM e Yac XBOPUM He PEKOMEHYETLCA NOBHE ro/I0AyY-
BaHHA, TOMY L0 BOHO B¥Xe B NepLi AHi Npn3BoauTb 40
36iNbLUEHHSA YpUKeMil.

MpenapaTamu «nNepLoi AiHii» ANA yCyHEHHA rocTpoi
NoAarpuMyHoi aTakm € HecTepoiAHI NPOTM3ananbHi npe-
napatv (HMN3M) Ta/abo KonxiuuH (ankanoig nisHLOUBI-
Ty). EGeKT KonxiumHy obymoBaeHUI 3MEHLIEHHAM BU-
Bi/IlbHEHHSA Ni30COMabHUX PEePMEHTIB i3 HelTpodinis,
3HUKEHHAM YTBOPEHHA N1aKTaTy, cTabinisauiero pH TKa-
HWUHHOI PiaMHU 3 0bmerkeHHAM KpucTanidauii CK. Konxi-
LMH MOKHa MPM3HAYaATU 338 TaKUMMK CXEMAMMU:

- 0,5 Mr LWOroanHN [0 YCYHEHHRA apTpuTy abo 4o Ao-
CArHEHHA MaKCMMa/IbHO A0NYCTUMOI 403K (6 Mr);
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- 1,0 Mr yepes KOXHi 3 rogMHN A0 MAaKCMMAbHO A40-
nycTumoi Ao3u (8 mr);

- 1-i aeHb — no 1 mr 3 pasu Ha goby nicnsa ki, a y
2-1 AeHb — no 1 mr BpaHLi Ta BBeYepi, Hagani —no 1 mr/
[oby. Ansa 3anobiraHHA MOBTOPHMX cyrnoboBMX aTak,
ocobnmBO B nepuwi micaui nicaa noyaTky Y3T, 4ouUiNbHO
npusHayeHHA 1-2 Mr KoAXiuMHY Ha 406y WwoaHsA, niaTpu-
mytoda gosa — 0,5-1 mr Ha goby. A6CONOTHUM NPOTH-
NMOKa3aHHAM 418 NMPU3HAYEHHA KOXILWHY BBAXKAETbCA
NOEAHAHHA HUPKOBOI Ta NEYiHKOBOi HeZoCTaTHOCTI. Mpwm
TPUBANOMY NliKYBaHHI KOAXILUHY MOX/IUBUIA PO3BUTOK
Mmienocynpecii (nelikoneHis, arpaHy10uunTO3, anaacTmy-
Ha aHemia, TpombouuToneHia), obopoTHa anoneuis,
ne4viHKOBa HeAOCTATHICTb, MionaTia, nepudepuyHi He-
BpuTU. LLIMPOKO 3acTOCOBYIOTLCA ANA YCYHEHHA noja-
rpuyHoi ataku HIM3MM. 3 6e3neKkun, 3 ypaxyBaHHAM PO3BU-
TKY NOGIYHUX edeKTiB HecTepoigHUX NpoTU3anasabHUX
3acobiB, 0c0611BO 3 6OKY LLTYHKOBO-KULLKOBOTO TPAKTY,
nepesara HafA€ETbCA CENIEKTUBHUM iHribiTopam LMKAO-
OKcUreHasu-2 (HanpuKknag, Himecynigy, MmesoKCcukamy).
Y pasi HeedpeKTMBHOCTI abo HAABHOCTI NPOTMMNOKa3aHb
00 3actocyBaHHA HM3MM Ta KonxiuMHy BUKOPUCTOBYIOTb
rntokokopTuKoigm (FK). Cxema npusHayeHHs MK:

- NpeaHi3010H nepopanbHo 0,5 mr/Kr Ha 1-y aoby i3
NoAanbWNM 3HUKEHHAM 031 NO 5 Mr Yyepes AeHb;

- AeKcamMeTasoH BHYTPILWHbOM'A30BO 8 Mr, Npw He-
0b6xigHOCTi NOBTOPUTU BBEAEHHS Yepes 24-48 roa;

- 6beTaMeTa3oH NepiapTikyIAPHO — 4033 BU3HAYAETb-
CA BE/IMYMHOLO cyroba;

- METUINPEAHI30/I0OH BHYTPILWHbOBEHHO KpPaniauH-
He 250-500 mr, npu HeobxigHOCTI BBEAEHHA NOBTOPUTU
yepes 24 rogmHu.

Y naui€eHTiB 3 YaCTUMKW Hanagamu apTpUTy Ta Npo-
TUNOKa3aHHAMWU A0 NpU3HaAYeHHA KonxiunHy, HIM3M Ta
K (nepopanbHO Ta NepiapTUKYAAPHO) CAif, PO3MASHYTU
MOMK/IUBICTb BUKOPUCTAHHSA iHribiTopiB I/1-1. 3 TpbOX iH-
ribitTopis I/1-1 (KaHakiHymaby, aHaKiHpW, pUaoHaLUenTy),
3rigHo 3 pekomeHgauiamn EMA (EBponeicbke areHT-
CTBO NiKapcbKux 3acobis) Ta FDA (YnpasniHHA 3 caHiTap-
HOrO HarnAaay 3a AKICTIO XapyoBMX NPOAYKTIB Ta MeAMKa-
meHTiB, CLLA) ans nikyBaHHA BayKKoI TodycHOI nogarpm,
pPe3nCTeHTHOI A0 TPaAMUIAHOI, NMOKa3aHUIM KaHaKiHy-
mab. MpenapaT NnpusHayaeTbea y 403i 150 mr nigwkip-
Ho. MNpKn HeobXiAHOCTI NOBTOPHOIO BBEAEHHA KaHaKiHY-
Mab iHTepBan MixK iH eKLiAMU NOBMHEH BYTN HE MeHLe
12 TuiKHiB. 3a BiacyTHOCTI edeKTy nicna nepwoi iHy3ii
NOBTOPHE BBEAEHHA MPOBOAMTU HeAoUiNbHO. 3rigHO 3
pekomeHaauiamn EULAR 2016 [42], noKasaHHAMM A0
noyatky Y3T €: NOBTOPIOBAHI Hamagm NogarpuyHoOro ap-
TpUTy (He meHwe 2 Ha piK), HaABHICTb TOdyCiB, ypaTHI
apTponarii Ta/abo HasfABHICTb KAMEHIB Y HUPKaX, NaLjieH-
T MOJIOAOTO BiKY 3 MOKasHuKamm CK y cmpoBaTu,i Kposi
BulLe 8 mr/on (480 mkmonb/n) Ta/abo 3 cynyTHiMK 3a-
xBoptoBaHHAMM (XXH, AT, IXC, CH).

Lini Y3T:

— 3HWKeHHA piBHA CK meHLwue 360 MKMonb/n;

- 3MEHLUEHHA BOTHWLL, HAKOMWYEHHA ypaTiB B opra-
Hi3Mmi;

- 3MeHLUeHHs obcary (po3mipis) Todycos;

- 3HaYHe 3HM)KEHHSA YacToTM Hanagis nogarpu [45].

MpenapaTom nepworo Bnubopy € anonypuHon, no-
YMHATK Tepanito HeobXiAHO 3 HM3bKKX A03 (100 mr Ha
0o6y) i 36inbwyBaTV Npu HeobxiaHocTi Ha 100 mr yepes
KOXHi 2-4 TWXKHI 3a41A O0CATHEHHS Li/IbOBOro pPiBHA
CK. TpmBanicTb Takoi Tepanii ctTaHOBUTb 6 micAuis. Ha-

[ani NpU3HAYa€eTbCA MiIATPUMYOYA [03a anonypuHoONy
— 100 mr/po6y. MNpu HeaocTaTHOCTI GYHKLiT HUPOK A03a
a/IoNypUMHOY BM3HAYAETLCA BiAMOBIAHO A0 BEANYMHU
KNipeHCYy KpeaTUHiHy: Npu 3HauYeHHAX noHag 60 mn/xs
npu3HavaeTbca anonypuHon y aosi 200 mr/goby; npu
BenMunHi meHwe 40 ma/xe — 100 Mr, @ NPU 3HUNKEHHI
KAipeHcy KpeaTuHiHy Hukye 10 ma/xB npuitom anony-
puHony obmexkyeTbea 100 mr 3a 3 gobu. 3actocyBaHHA
6inbWw BMCOKMX A03 MOXe npu3BecTn A0 36inblueHHA
XXH. Ue nos’a3aHo 3 TUM, WO anonypuHon 610Kye ny-
PUHOBWMI PO3Maj [0 KCAaHTUHY, piBeHb OCTAHHbOMO B
KpoBi Ta B ceyi 3pocTae 6aratopa3oBo, a KCAHTUHEMIA Ta
KCaHTMHYPiA MOXKYTb MaTU LWKIANNBUIM BNAWUB HA HUPKW.
MpoTMnNoKa3aHHA A0 3aCTOCYBaHHA aNoNypPUHONY E: BU-
parkeHi nopyweHHA ¢YHKUii NeYiHKn, remoxpomaros,
BariTHICTb, AUTAYMI BiK (KpPiM 3/105KiCHUX 3aXBOPIOBaHb
3 I'YE). Y naujeHTiB 3 nogarpoto, AKi HevyTamsi 4o ano-
nypvHony abo matoTb NPOTUMNOKA3aHHA A0 MOro 3acTo-
CyBaHHA, 3rigHo 3 pekomeHgauiamu EULAR [42] Ta ACR
[44], HeobxigHO BMKOpUcTOBYBaTM ¢ebykcocTaT. [Mo-
YyaTKoBa Ao03a dpebykcocTaTy cTaHOBUTL 80 Mr O4MH pas
Ha £06y. AKWO NpoTArOM MICALA MOKA3HUKU KOHLLEH-
Tpauii CK y KpoBi He 3HUKYHOTbCA A0 LLiIbOBMX 3HAYEHb
(meHwe 360 mkmonb/n), o3y 36inbLuytoTb A0 120 mMr Ha
no6y. MNpuitom npenapaty He 3a1eXnTb Big TKi. NpoTu-
noKasaHHAMW Ans npuiiomy debykcocTaty € iHaMBIAy-
a/fibHa HenepeHOCUMMICTb aKTUBHOI pevyoBuHU ¢ebyk-
COCTaTy, a TaKOX XpOHiyHa CH. TepaneBTUYHUI edeKT
npenapaTy HacTa€e yepes 4-5 TWXKHIB. Tepanii, a NoBHe
3HMKHEHHA CMMMNTOMIB Mogarpu BiAOyBaeTbCcA NpoTaA-
rom 3-4 micAuis. Baxknneo Big3HAuMTK, WO Yy pasi ypa-
YKEHHA HUPOK Npuiiom pebyKcocTaTy He NPU3BOAUTbL [0
nporpecysaHHA XXH, Ha BiAMiHy Big anonypuHony, n4o3a
AKOrO TUTPYETLCA 3aNeXKHO Bif QYHKLIT HUPOK. Papma-
KOKiHEeTMKa ¢debyKcocTaTy He 3MIHIOETLCA Y NaLLiEHTIB 3
nerkum abo cepeaHim cTyneHem HUPKOBOI AUChYHKLT
[46]. Cnip niakpecnnTn, wo pebykcocTaT BiApi3HAETLCA
BiZL aN0NYyPUHOY MEHLIOK TOKCUYHICTIO, Binblw BUCO-
Kot GiogocTynHicTio Ta Binbwoto TpusanicTio Aii. Pe-
b6yKcocTaT y aosi 80 mr Bianosigae fo3i anonypuHony
300 mr. BignosigHo o pekomeHgauit ACR pilieHHsA
npo Bubip npenapaty (anonypuHon abo debykcocrar)
Ma€e npuimaTtucs iHameigyanbHo. MNpenapaTtv 3 iHWKUM
MEeXaHi3MOM Aji NpM3HAYaloTb Anlle y TOMY BUMAAKY,
KOJIN He BOQETLCA JOCATTU LinboBoro pisHA CK cuposaT-
KM NPW BUKOPUCTaHHI iHribiTopie KCO abo KombiHauii
3 iHribiTopamn KCO [46]. BaxKnu1Bo, WO 3 iHribyBaHHAM
KCO, MmoKnu1BOo, Nos’s3aHi NoTeHUilMHi Hedpo- i Kapaio-
NPOTeKTUBHI edekTn umx npenapaTis [47-50]. OTpumaHi
[aHi CBiAYATb NPO BiACYTHICTb CYTTEBOI Pi3HULL y YACTOTI
CEpPLEBO-CYAMHHUX MOAIM NPK 3acTOCyBaHHI ¢pebyKcoc-
TaTy Ta anonypuHony. OgHak 3a JaHUMW JOCNIAXKEHHA
CARES, cepue-cyauHHUA pU3NK Ha GOoHI npuitomy de-
byKcocTaTy MoxKe ByT BULLMM MOPIBHAHO 3 asonypu-
Honom [51]. Mpwu nikyBaHHI pebyKcocTaTom He NoTpibHa
KOpPEeKLia A03M1 Y NALEHTIB NOXMIOrO BiKy Ta MOro 3acTo-
CyBaHHSA He NpoTunokasaHe ocobam 3 XXH.
MoKa3aHHAMKW ANA NPU3HAYEHHA YPUKO3YPUUHUX
npenapaTiB €: riNOeKCKPeToOpHUI TMN nogarpu 3a Big-
cyTHOCTi nogarpuyHoro H®M; 3miwaHnin TN noaarpwm
npu nob6osi ekckpeuii CK meHwe 450 mr; HenepeHo-
cMmicTb anonypuHony. [lo uiei rpynu npenaparis Bia-
HocaTbcs npobeHeuuna, cynbdiHNiPpoO30H, eTamia, GeH-
36pomapoH. KombiHOBaHMM NpenapaTtom € aslOMapoH,
LLLO MICTUTb B 04HIN TabneTwi 100 mr anonypuHony Ta 20
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mr 6eH36pomapoHy. MepcnekTUBHUMU € HOBI YPUKO3Y-
PETUKM, TOYKOO 3aCTOCYBAHHA AKMX € ypaT-TPaHCNopTe-
pu (TpaHcnopTHI 6inkK, Wo 6epyTb yyacTb y peabcopb-
uii CK y HMpKax) — nesnHypag, i BepuHypaa,. SleanHypag,
NPUrHiYye QyHKLiO ABOX anikafbHUX TpaHCMopTepis,
BiAnNoBifanbHMX 3a peabcopbuito CK, — nepeHocHMKa
CK-1 (URAT1) Ta opraHiyHOro aHioH-TpaHcnoptepa-4
(OAT4). URAT1 Bianosigae 3a 6inbluy YaCTUHY KaHasb-
uesoi peabcopbuii CK, OAT4 € nepeHocHukom CK. Jle-
3MHypag npuinmaetbea no 200 mr 1 pas Ha aoby, BpaHui
3 i»keto Ta Bogoto [52]. MNauieHTam 3 Kpuctan-sepugdiko-
BAHOK BA’KKOK, BUCHAXKJ/MBOK XPOHIYHOK TODYCHOH
noAarpoto i HU3bKOK AKICTIO KUTTA, Y AKUX LiNbOBUIA
cMpoBaTKOBUI piBeHb CK He moxke 6yTn [OCATHYTUN
NpW 3acTocyBaHHi Byab-AKUX iHWWX OOCTYMHUX NiKap-
CbKUX MpenapaTiB y MaKCMManbHilt A03i (BKAoYaoum
KoMbiHau,ii), NnoKasaHa nernoTikasa (npenapat moaunodi-
KoBaHMM wTamom E. coli i kaTanisytounin okncneHHa CK
B a/1aHTOIH).

JlikyBaHHA KOMOPBIAHWUX CTaHiB Npy noaarpi:

- peKkomeHAyeTbCcA KopekKuia Al, rinepainigemii, ri-
nepraikemii, OXXMpPiHHA Ta BiAMOBA Bif, KYPiHHA;

- Npu noagarpi y NauieHTa, AKWUIA OTPUMYE NETNbOBI
abo TiasngHi AiypeTuKK, AKLLO MOXKIMBO, AiYPETUKK 3a-
MiHIOIOTb;

- npu AT po3rnagaatoTb 03apTaH i 610KaTopm KanbL,i-
€BMX KaHanis, TOMy LLO Ui npenapaTy MatoTb NOMipHUI
YPUKO3YPUUHUI edeKT;

- Npwu rinepninigemii nepeBa*kHO NPU3HAYEHHA CTa-
TUHIB abo dpeHodibpaTy;

- BiAMiH@ HM3bKNX 403 aLUETUNCaNILUA0BOI KUCNOTHU
(&nsa nauieHTiB, AKi NpUiiMatoTb Lel Npenapart 3a Bigno-
BiZHMMM NOKa3aHHAMM).

BUCHOBKM. TaKMM YMHOM, Nnogarpa Ta 6escMmnTom-
Ha rinepypuKeMmia € cTaHammM, BUCOKO acoLiioBaHMMM 3
NaTo/IONED CepLeBO-CYyaMHHOI CUCTEMM Ta HUPOK. Mo-
TipLIEeHHA XUTTEBOFO NPOrHO3Y Y KOMOPOiAHMX NaLlieH-
TiB i3 UMMM 3aXBOPHOBAHHAMM NOB’A3aHE 3 PO3BUTKOM Y
HUX BiNblU PaHHbOIO Ta TAXKKOro Nepebiry atepockaepo-
3y, illemivHOi XxBOpOobU cepua, apTepianbHOI rinepTeHsii,
CepLeBo-CYAUHHUX KaTacTpod Ta XPOHIUHOI XxBOpobHU
HMPOK. Cy4acHi meToam NiKyBaHHA rinepypuKemii Ta no-
Oarpu, AKi 3acHOBaHi Ha 3MiHi cnocoby »KUTTA, A0TPU-
MaHHi LIETUYHUX PEeKOMEeHZaL,iN, 3HUKEHHI macu Tina,
KOpeKLii KoMopbiaHNX CTaHiB Ta 3aCTOCYBaHHI ypaT3HU-
YKytoUoi Tepanii, 403BONAKOTb KepyBaTU LLUMW NATONOTI-
AMW NPU JOCATHEHHI LLiIbOBOTrO PiBHA CEYOBOI KMC/OTH
Y CMpPOBATL,i KPOBI.

MepcnekTuBM noganblunx gocnigxKeHb. Nepcnek-
TUBHUM 6AYNTBLCA NOAANbLUI AOCNIAMKEHHSA LWOAO CENeK-
TUBHMX iHTBGITOPIB NEpPeHOCHMKIB ypaTiB, AK HUPKOBUX,
TaK, i N03aHNMPKOBUX (KULLIKOBMX) Ta LLLOAO 3aCTOCYBAHHSA
npo-, npe- Ta CUHBIOTUKIB y AaHOT KaTeropii XBOpMX.
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NOAATPA I FINEPYPUKEMIA AK AOOATKOBI ®PAKTOPU MNOTIPLUEHHA NEPEBITY KAPAIANBHOI TA PEHA/IBHOT
NATO/NOrIA

CHirypcbKa l. O., boxKo B. B., Munocnascbkuii [l. K., CrapueHko T. I

Pestome. MopyLueHHs 0bmiHy NypuHiB (rinepypukemito Ta nogarpy) 3apas Ha3MBaloTb OAHUM 3 GpaKTopiB pU3Kn-
KY PO3BUTKY TaKMX 3aXBOPIOBaAHb, SIK ilLleMiYHa XBOpoba cepus, apTepianbHa rinepToHia, MeTaboniuHuUi CMHAPOM,
naTonorii HAPOK. Y CTaTTi MOKa3aHO OCHOBHI MPUHLMMM NiKyBaHHA NOPYLUEHb NYPUHOBOFO 06MiHY 3 ypaxyBaHHAM
LIETU Ta MeAMKAaMeHTO3HOI Tepanii. HaBeaeHO cxemu Npu3HayYeHHA OCHOBHUX aHTUNOAArpUYHMUX NpenaparTis 3 Ao-
3amu, AKi pekomeHayTbeA. MNigKpecneHo, Wo 0CHOBHUMM 3acobamu a5 NiKyBaHHA FOCTPOro NogarpuyHoro ap-
TPUTY 3a/IMLLAIOTLCA KOAIXILMH, HECTEPOIAHI NPOTM3anasbHi 3aC0bU Ta IMHOKOKOPTUKOIAM, a Npu iX HeeheKTUBHOCTI

98 ISSN 2077-4214. Bichuk npo6nem 6ionorii i Meguumnm — 2022 - Bun. 3 (166) / Bulletin of problems in biology and medicine — 2022 - Issue 3 (166)



ornaaun NITEPATYPU / LITERATURE REVIEWS

— iHribiTopu iHTepnenkiHy-1. HaBeaeHO OCHOBHI MPUHUMNK AIETUYHOTO Xap4yyBaHHA AaHOT KaTeropii XBopux. 3Bep-
HeHO yBary Ha npoBseaeHHA andepeHLinoBaHOro niaxoay Ao AiKyBaHHA nogarpu/rinepypuKkemii 3 ypaxyBaHHAM Ko-
MOpPBigHUX KapaiaibHMX Ta PEHANbHUX NaTONOriN. MoKa3aHo, WO BaXK/IMBUM KPOKOM Ha LWAAXY NiABULLEHHA edeK-
TUBHOCTI NiKyBaHHA rinepypukemii/nogarpu y KNiHiYHi NpakTULi € NOKPaLLEHHA NPUXUALHOCTI NALIEHTIB 40 AAaHUX
Nikapem pekomeHzalii. HaBeaeHo, Wo npenapaTamm NepLlioi NiHii Woao NikyBaHHA NOpYyLLEHb NYPUHOBOFO 06MiHY
3a/MLLAOTLCA iHMBITOPM KCaHTUHOKCMAA3K. MepeBara LUX NpenapaTiB Haj 3acobamu, Lo BMN/IMBAIOTb HA BUBEAEH-
HS CEYOBOI KMCNOTW, 3yMOBEHA iX aHTUOKCUMAAHTHUM edeKTOM, Lo 0COBNMBO BAXKAMBO Y XBOPUX 3 KOMOPOIAHO
KapAianbHoo natosiorieto. Mpu HenepeHoCMMOCTi iHriBITOpiB KCAHTMHOKCMAA3M MOKa3aHi ypUKO3ypUMUHi NpenapaTu.
Mpw rinoeKkcKpeTopHOMY TUNi NOAArPY MOMKIMBO 3aCTOCYBaHHA KOMBIHOBaHMX 3acobiB. MaujieHTaM 3 BaXKKoto noga-
rpoto, Yy AKMX LLiIbOBUIN CUPOBATKOBUI PiBEHb CEYOBOI KUCIOTU HE MOXKe BYTU JOCATHYTUI NPWU 3aCTOCYBaHHI byab-
AKMX iIHWWX AOCTYNMHUX JIIKAPCbKMX MpenapaTiB y MakCMMasbHi A03i MOKasaHi npenapart, sKi KaTani3yloTb OKUCIEH-
HS CEYOBOI KMCNOTK B aNaHTOIH. MepcnekTMBHMM € HOBI YPUKO3YPETUKM, AKI NPUTHIYYIOTb peabcopbuito ceyoBoi
KMCNOTU HUPKaMM WAAXOM B1oKaam i nepeHoCHUKIB. 3'aBAA0TbCA poboTH Woa0 edeKTUBHOCTI 3aCTOCYBAHHA NPO-,
npe-, Ta CUHBIOTUKIB Y AAaHUX XBOPUX.

KntouoBi cnoBa: rinepypurKkemisa, nogarpa, CepLEBO-CYAMHHI 3aXBOPHOBAHHA, 3aC06M, AKi BNIMBAOTb Ha 0O6MIH
CeYoBOI KUCNOTH

GOUT AND HYPERURICEMIA AS ADDITIONAL FACTORS OF DETERIORATION OF CARDIAC AND RENAL
PATHOLOGIES

Snigurska I. O., Bozhko V. V., Miloslavsky D. K., Starchenko T. G.

Abstract. Currently, purine metabolism disorders (hyperuricemia and gout) are called one of the risk factors for
the development of diseases such as coronary heart disease, arterial hypertension, metabolic syndrome, kidney
pathology. The article shows the basic principles of treatment of purine metabolism disorders, taking into account
diet and drug therapy. Schemes of prescribing the main anti-gout drugs with the recommended doses are given.
It is emphasized that the main drugs for the treatment of acute gouty arthritis are colchicine, nonsteroidal anti-in-
flammatory drugs and glucocorticoids, and in their ineffectiveness — interleukin-1 inhibitors. The basic principles of
dietary nutrition of this category of patients are given. Pay attention to a differentiated approach to the treatment of
gout/hyperuricemia, taking into account comorbid cardiac and renal pathologies. It has been shown that an impor-
tant step to improve the effectiveness of the treatment of hyperuricemia/gout in clinical practice is to improve the
adherence of patients to the doctor’s recommendations. It is emphasized that xanthine oxidase inhibitors remain
first-line drugs for the treatment of purine metabolism disorders. The advantage of these drugs over drugs that af-
fect the excretion of uric acid, due to their antioxidant effect, which is especially important in patients with comorbid
cardiac pathology. In case of intolerance to xanthine oxidase inhibitors, uricosuric drugs are indicated. In the hypoex-
cretory type of gout, the use of combined drugs is possible. Patients with severe gout in whom the target serum uric
acid level cannot be achieved with any of the other available drugs at the maximum dose are shown to catalyze the
oxidation of uric acid to allantoin. New uricosuretics are promising, which inhibit the reabsorption of uric acid by the
kidneys by blocking its vectors. There are studies on the effectiveness of pro-, pre-, and synbiotics in these patients.

Key words: hyperuricemia, gout, cardiovascular diseases, drugs that affect uric acid metabolism.
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