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Pozadie problému: Tofézna dna sa CastejSie vyskytuje, ak sa ochorenie
zafina v mladSom veku, pri dlhom trvani aktivnej a nelie¢enej choro-
by, po ¢astych dnavych zachvatoch a pri pretrvavani vysokych hodnot
kyseliny mocovej v sére.

Ciel': Ukazat prehlad Kklinickych manifestacii chronickej toféznej dny
a porovnat so skupinou pacientov s non-toféznou dnou.

Metody: Autori pozorovali v siibore 145 pacientov s dnou chronické
tofozne Stadium choroby u 22 pacientov (15,2 %) s priemernym ve-
kom 55,4+11,7 roka. Priemerny vek na zac¢iatku ochorenia bol 39,3+12,1
roka a priemerné trvanie ochorenia bolo 15,6+10,3 roka. Kompletné
klinické, radiologické a laboratorne vySetrenie sa uskutocnilo
u kazdého pacienta za pouzitia su¢asnych metod.

Vysledky: Rodinna anamnéza dny bola pozitivna u 22,7 % pacientov
s tofoznou dnou. Invalidny déchodok pre tazkua chronicki dnu sa zis-
tilv 18,2 %. Priemerna hladina urikémie bola 714,9+144,3 pmol/l. Tofy
sa najéastejSie vyskytovali na prstoch rik (36,4 %) a MTP I kiboch
(31,8 %) a z extraartikularnych lokalizacii na uSnici (27,3 %). Pri
porovnani pacientov s tofoznou a non-toféznou dnou sa zistilo signi-
fikantne dlhsie trvanie choroby (15,6 vs 8,4 roka; p<0,02), vyssi vyskyt
nefropatie (50 % vs 26,02; x>=4,06; p<0,05), nizSia priemerna exkrécia
kyseliny mocovej za 24 h (2,67 vs 3,29 mmol; p<0,02) a nizsi priemerny
renalny klirens kyseliny mocovej (3,22 vs 4,17 ml/min; p<0,02)
u pacientov s toféznou dnou.

Zdver: Autori uvadzaji, ze véasna a adekvatna medikamentézna
a nefarmakologicka liecba vratane racionalnych dietetickych opatreni
zniZi prevalenciu chronickej tofoznej dny.

Klucové slova: dna, tofy.

UVOD

Klinicky obraz dny mozno rozdelit na 3 §tadia: akutna
dnava artritida, medzizachvatové obdobie a chronicka to-
fézna dna. Prvy dnavy zachvat sa najcastejSie objavi u mu-

Summary

Background: Tophaceous gout is often associated with an early age at
onset, a long duration of the active but untreated disease, frequent
gouty attacks and high serum uric acid values.

Objective: To present a survey of the clinical manifestations of topha-
ceous gout and to compare the results with a group of patients with
non-tophaceous gout.

Methods: In a group of 145 gouty patients the authors observed the
chronic tophaceous stage of the disease in 22 patients (15.2 %) with
a mean age of 55.4+11.7 years. The mean age of onset of the disease
was 39.3+12.1 years and the mean duration of the disease was 15.6+10.3
years. Complete clinical, laboratory and radiological investigation were
carried out on each patient using standard methods.

Results: A family history of gout was positive in 22.7 % of patients with
tophaceous gout. 18.2 % of patients received disability pension due to
severe chronic gout. Mean serum levels of uric acid were 714.9+144.3
pmol/l. Tophi were localised, most frequently on the fingers of the hands
and MTP I joints (36.4 % and 31.8 % respectively) and, concerning
extra-articular localisations, the helix of the ear (27.3 %).A comparison
between patients with tophaceous gout and non-tophaceous gout showed
a significant difference in the duration of the disease (15.6 and 8.4 years;
p<0.02), nephropathy (50 % and 26.02 %; x*=4.06; p<0.05), mean 24-
hour urinary uric acid excretion (2.67 and 3.29 mmol; p<0.02) and re-
nal clearances of uric acid (3.22 and 4.17 ml/min; p<0.02).

Conclusion: The authors suggest that an early and adequate medica-
mental therapy and non-pharmacological treatment including rational
diet measures will decrease the prevalence of chronic tophaceous gout.
Key words: gout, tophi.

INTRODUCTION

Three stages can be distinguished in the clinical picture of
gout: acute gouty arthritis, an intercritical period and chronic
tophaceous gout. The incidence of the first gout attack in men



zov medzi 40. a 60. rokom Zivota. S pribudajicimi rokmi
trvania choroby sa dnavé artritidy vyskytuju coraz Castej-
Sie. Na opakovane postihnutych kiboch sa mézu objavit ire-
verzibilné znamky deformacii a deformit. Chronické zme-
ny na kiboch zapri¢ifiujii usadeniny mikrokrystalikov
mocanu sodného (tofy), ktoré sposobuju destrukciu chrup-
ky a sekundarne degenerativne zmeny. V poslednom obdobi
sa vdaka antiuratickej liecbe tofy a s nimi suvisiace defor-
mujice a destrukéné zmeny na kiboch vyskytuju ovela zried-
kavejSie ako v minulych rokoch (8). Predsa sa vsak s pa-
cientmi s chronickou dnavou artritidou stale stretavame.
Cielom nasej prace bolo ukazat prehlad klinickych mani-
festacii chronickej dny v nasom subore pacientov s arthri-
tis urica.

SUBOR CHORYCH A METODY

Do pozorovania sme postupne zaradili 145 pacientov
(138 muzov a 7 zien) s potvrdenou diagndzou primarne;j
arthritis urica, podla kritérii ARA (14). Klinické, laborator-
ne a radiologické vySetrenia sme urobili u kazdého pacien-
ta (5). Subor sme rozdelili na dve skupiny. V prvej boli pa-
cienti s chronickou toféznou dnou. U vsetkych z nich sme
dokazali mikrokrystaliky mo¢anu sodného v Case vyskytu
dnavého zachvatu. Do druhej skupiny sme zaradili ostat-
nych pacientov s non-toféznou dnou. Obe skupiny pacien-
tov sme navzajom porovnali.

VYSLEDKY

Zakladna charakteristika oboch pozorovanych skupin
pacientov s dnou je v tabulke 1. Chronicka tofézna dna sa
vyskytla u 22 pacientov (15,2 %). V tejto skupine vyskyt
dny aspon u jedného dalSieho prvostupnového pribuzného
uviedlo 22,7 % chorych. Pre zavaznost ochorenia chronic-
kej dny sa invalidny dochodok priznal u 18,2 % pacientov.

Tab. 1. Zakladna charakteristika pacientov s chronickou toféznou dnou
a pacientov s non-toféznou dnou.

is most commonly between the 40th and 60th year of their life.
Gouty arthritis becomes more frequent with age. Irreversible
symptoms consisting of deformations and deformities can oc-
cur on repeatedly affected joints. Chronic changes in joints
culminating in destructive processes in cartilage and seconda-
ry degenerative changes are caused by microcrystals deposits
of sodium urate (tophi). Recently, because of antiuratic treat-
ment, the occurrence of the tophi and consequent deformative
and destructive changes in the joints are less frequent than be-
fore (8). Nevertheless, patients suffering from chronic gouty
arthritis are still presenting. The primary objective of our study
is to summarise the clinical manifestations of chronic gout in
a group of patients with arthritis urica.

GROUP OF THE PATIENTS AND METHODS

145 patients (138 males and 7 females) with a diagnosis
of primary arthritis urica according to ARA criteria (14) were
gradually included into our group. Clinical, laboratory and
radiological examinations were performed on each patient
(5). Afterwards, the group was divided into two subgroups.
The first subgroup comprised of patients with chronic topha-
ceous gout. The occurrence of microcrystals of sodium urate
measured during a gout attack, was recorded in all these pa-
tients. The second subgroup consisted of patients with non-
tophaceous gout. These subgroups were then compared.

RESULTS

The basic characteristics of both examined subgroups of
patients with gout are shown in Table 1. Chronic tophaceous
gout was detected in 22 patients (15.2 %). In this subgroup
22.7 % of patients confirmed gout in first-degree relatives.
18.2 % of patients were awarded disability pension due to se-
vere chronic gout. A comparison between patients with chro-
nic tophaceous gout and those with non-tophaceous gout sho-

Tab. 1. Primary characteristics of the patients with chronic tophaceo-
us gout and non-tophaceous gout.

Chronicka tofézna dna Vs Non-tofézna dna Chronic tophaceous gout Vs Non-tophaceous gout
22 (M:20; Z:2) Pocet pacientov 123 (M:118; Z:5) 22 (M:20; F:2) Number of patients 123 (M:118; E:5)
55,4£11,7 Vek (v rokoch) 50,0+9,8 55.4+11.7 Age (in years) 50.0+9.8
39,3+12,1 Vek na zaciatku dny 41,5+10,1 39.3+12.1 Age at the onset of 41.5£10.1

(roky) gout (y)
15,5+10,3 Trvanie dny (roky) 8,4+6,4 15.5+£10.3 Duration of gout (y) 8.4+6.4
714,9+144,3 Urikémia (pmol/l) 668,8+116,2 714.9+144.3 Uricaemia (pmol/l) 668.8+116.2
2,67+1,31 Urikozuria (umol/24h)’ 3,29+0,98 2.67+1.31 Uricosuria (umol/24h)" 3.29+0.98
3,224+1,60 Klirens kyseliny 4,17+1,68 3.22+1.60 Clearance of uric acid 4.17+1.68

11 (50,0 %)

mocovej ml/min”
Nefropatia™

32 (26,02 %)

11 (50.0 %)

ml/min”
Nephropathy ™

32 (26.02 %)

"p<0,02; " p<0,05

"p<0.02; ' p<0.05



Tab. 2. Rozdelenie pacientov s chronickou tofoznou dnou podla veku
na zafiatku dny.

Tab. 2. Break-down of patients with chronic tophaceous gout accor-
ding to age at the onset of gout.

Vek na zadiatku 30-39 40-49 50-59 60 a viac Age at the onset 30-39 40-49 50-59 60 and more
dny (roky) of gout (years)

Pocet 14 5 1 2 Number 14 5 1 2

% 63,6 22,7 4,6 9,1 % 63.6 22.7 4.6 9.1

Tab. 3. Lokalizacia artikularnych tofov u pacientov s chronickou dnou.

Tab. 3. The locations of the articular tophi in the patients with chronic gout.

Lokalizacia Pocet % Locations Number %

Prsty rik 8 36,4 Fingers 8 36.4
MTP I 7 31,8 MTP I 7 31.8
Laket 6 27,3 Elbow 6 27.3
IP palca nohy 3 13,6 Toe IP 3 13.6
Koleno 2 9,1 Knee 2 9.1
Zapéstie 2 9,1 Wrist 2 9.1
Clenok 1 4,6 Ankle 1 4.6
Priehlavok 1 4,6 Tarsus 1 4.6

Pri porovnani pacientov s chronickou toféznou dnou so sku-
pinou pacientov s non-toféznou dnou sa zistilo signifikant-
ne dlhsie trvanie choroby v rokoch (15,6 vs 8,4; p<0,02),
vy$8i vyskyt nefropatie (50,0 % vs 26,02 %; x*=4,00;
p<0,05), Statisticky vyznamne niz§ia priemerna exkrécia
kyseliny mocovej za 24 h (2,67 vs 3,29 mmol/l; p<0,02)
a niz§i priemerny renalny klirens kyseliny mocovej (3,22
vs 4,17 ml/min; p<0,02) u pacientov s chronickou tofdz-
nou dnou.

Rozdelenie pacientov s chronickou toféznou dnou pod-
Ta veku na zaciatku ochorenia je v tabulke 2, pricom naj-
viac pripadov sa zaznamenalo v najnizsej vekovej katego-
rii. Pri prvom dnavom zachvate sa v skupine pacientov
s chronickou toféznou dnou monoartritida vyskytla v 90,9 %
pripadov, pri dal$ich zachvatoch v 63,6 %, oligoartritida
v 9,1 %, resp. 27,3 % a polyartritida sa vyskytla v 9,1 %
pripadov. Prsty rik boli CastejSie postihnuté dnavou artriti-
dou ako v skupine s non-toféznou dnou. Lokalizécia arti-
kularnych tofov pacientov s chronickou dnou je v tabulke
3. Tofy sa najcastejSie vyskytovali na prstoch ruk (36,4 %)
a MTP I kiboch (31,8 %) a z extraartikuldrnych lokaliza-
cii na usnici (27,3 %) a Achillovej §lache (9,1 %). V jed-
nom pripade sa zaznamenal nezvycajny vyskyt tofu v ob-
lasti nosovej priehradky (obr. 1). Iba 7 pacientov malo
viditelne podkozné tofy bez rontgenologickych nalezov ty-
pickych kostnych erdzii.

Sprievodné mimokibové komplikacie u pacientov
s chronickou toféznou dnou st v tabulke 4. Okrem nefro-
patie sa vyskyt ostatnych komplikacii medzi oboma skupi-
nami pacientov Statisticky vyznamne nelisil.

Obr. 1. Zriedkavy vyskyt tofu v oblasti nosovej priehradky.
Fig. 1. Unusual occurrence of a tophus in the area of septal cartilage
of the nose.

wed that in the former the duration of the disease was signifi-
cantly longer (15.6 years and 8.4 years; p<0.02), the occurren-
ce of nephropathy was higher (50.0 % and 26.02 %; x2 =4.06;
p<0.05), there was a statistically significant lower mean for
twenty-four hours urinary excretion of uric acid (2.67 and 3.29
mmol/l; p<0.02) and a lower mean renal clearance of uric acid.

Breakdown of the patients with chronic tophaceous gout
according to age at onset is illustrated in Table 2. Most of the
cases fall into the early age group. In the subgroup of pa-
tients suffering from chronic tophaceous gout, the first gouty
attack was accompanied by monoarthritis in 90.9 % and by
oligoarthritis in 9.1 % of all the cases, subsequent attacks
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Tab. 4. Sprievodné mimokibové komplikdcie u pacientov s chronickou
toféznou dnou.

Tab. 4. Concomitant extra-articular complications in the patiens with
chronic tophaceous gout.

Pacienti (n=22) Pocet % Patients (n=22) Number %

Obezita 20 90,9 Obesity 20 90.9
Hypertenzia 17 77,3 Hypertension 17 77.3
Hyperlipoproteinémia 14 63,6 Hyperlipoproteinaemia 14 63.6
Nefropatia 11 50,0 Nephropathy 11 50.0
Hepatopatia 10 45,5 Hepatopathy 10 45.5
Nefrolitidza 8 36,4 Nephrolithiasis 8 36.4
Ischemicka choroba srdca 8 36,4 Coronary heart diseases 8 36.4
Diabetes mellitus 5 22,7 Diabetes mellitus 5 22.7
Porucha glukdzovej tolerancie 3 13,6 Deranged glucose tolerance 3 13.6

Obr. 2. Chronicka tofézna dna.
Fig. 2. Chronic tophaceous gout.

Obr. 4. Rtg obraz eréziiv MTPI u pacienta s chronickou toféznou dnou.
Fig. 4. Radiological picture of MTP I erosions in a patient with chro-
nic tophaceous gout.

DISKUSIA

Vyskyt a rozsah toféznych depozit zavisi od koncentra-
cie kyseliny mocovej v sére a od trvania hyperurikémie.

Obr. 3. Pocetné tofy v oblasti prstov rik.
Fig. 3. Numerous tophi localized on fingers.

were accompanied by monoarthritis in 63.6 % and by oligo-
arthritis in 27.3 % and polyarthritis occurred in 9.1 % of all
cases. Fingers were more frequently affected by gouty arthri-
tis in patients with tophaceous gout than those with non-top-
haceous gout. Locations of the articular tophi in the patients
with chronic gout are shown in Table 3. Tophi were localised
on the fingers and MTP I joints (31.8 %), on the extraarticu-
lar areas such as helix of the ear (27.3 %) and Achilles ten-
dons (9.1 %). An unusual localisation of a tophus in the area
of septal cartilage of the nose was recorded in one case (Fi-
gure 1). Only 7 patients had visible subcutaneous tophi wit-
hout radiological findings of the typical bone erosions.

Concomitant extraarticular complications are given in
Table 4. Excluding nephropathy, other complications did
not significantly differed between the subgroups.

DISCUSSION

Distribution and extent of tophaceous deposits depend
on the concentration of uric acid in serum and duration of
hyperuricaemia. The incidence of tophaceous gout increa-
ses with an early age of disease onset, with the long-term
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Tofézna dna sa vyskytuje Castejsie, ak sa ochorenie za¢ina
v mladSom veku, pri dlhom trvani aktivnej a nelie¢enej
choroby, po Castych dnavych zachvatoch a pri pretrvavani
vysokych hladin kyseliny moc¢ovej v sére (10).

V poslednom obdobi sa s chronickou toféznou dnou
stretavame zriedkavejSie. Pred érou antiuratik sa tofy a tr-
valé kibové zmeny vyvinuli u 50—70 % os6b s dnou (3,
8). V retrospektivnej analyze 1165 pacientov s dnou z ob-
dobia pred vSeobecnym podavanim antiuratickej lieCby sa
zistilo, Ze za 5 rokov od vzniku prvého dnavého zachvatu
malo 30 % pacientov tofy, po 10 rokoch trvania choroby
stupol pocet pacientov s tofami priblizne na 50 % a po 20
rokoch trvania choroby bez terapie sa pocet pacientov s to-
fami zvysil na 72 % (3). Po zavedeni liecby urikozurikami
klesla incidencia tofov na menej ako 35 % (17). Dalsie zni-
zenie v poslednych 25 rokoch je pravdepodobne spdsobe-
né zavedenim lie¢by urikostatikami (alopurinol) a spravnou
Zivotospravou. V populacii 4110 Japoncov s dnou malo po
viac ako 19-roénom pozorovani a pri sustavnej liecbe iba
9,2 % 0s06b tofy (7). Na Mayo klinike prevalencia tofov klesla
z 11 % roku 1959 na 3 % roku 1972, pricom podstatné
zmeny v prevalencii akutnej dny sa nevyskytli (8). Vyskyt
chronickej toféznej dny v nasej stadii bol 15,2 %. Chronic-
ké destruktivne zmeny viedli v tejto skupine pacientov k tr-
valej invalidite az v 18,2 % pripadov.

Tofy st usadeniny spravidla radidlne uloZzenych mno-
honasobnych zhlukov mikrokrystalikov sodnej soli kyseli-
ny mocovej. St to tuhé utvary velkosti Spendlikovej hlavic-
ky az holubieho vajca. Najcastejsie sa zistia v okoli kibov
(prsty ruk a noéh, laket), chrupiek (na u$nici), $liach (Achil-
lova §lacha), burz (burza olecrani, prepatelarne burzy) a vo
vnutornych organoch (napr. oblicky). Neusadzuji sa v priec-
ne pruhovanom svalstve, peceni, slezine, plicach a v ner-
vovom tkanive (10).

Predilekéne sa tofy lokalizuju najmé na hornych konca-
tinach (10). Periartikularne tofy najmi na proximalnych
interfalangealnych kiboch ruk tvoria &asto bizarné defor-
mity (obr. 2 a 3). KoZa nad tofami sa stencuje, stava sa lesk-
lou a mozno cez nu vidiet bielu hmotu uratovych ulozZenin.
Tofy mdzu narusit integritu koze a obsah tofov méze po-
stupne odchadzat (1). Tieto udaje z literatiry mézeme po-
tvrdit aj u nasich pacientov s chronickou dnou. Tofy sa naj-
¢astejsie vyskytli na prstoch rik (36,4 %) a MTP I kiboch
(31,8 %). Z extraartikularnych lokalizacii sa tofy najcas-
tejsSie zaznamenali na usnici (27,3 %) a Achillovej slache
(9,1 %). Udaje o vyskyte tofov v axialnom skelete st zried-
kavé. Literatura poskytuje niekolko udajov o toféznych ulo-
zeninach, ktoré vyvolali neurologické priznaky nasledkom
kompresie miechy alebo nervovych korenov (10). Zriedka-
vo moze vzniknuty tofus vyvolat kompresiu n. medianus
s naslednym syndréomom karpalneho tunela (10).

Postupnou destrukciou kostnej chrupky pre subchondral-
ne ukladanie uratov vznika charakteristicky rtg obraz to-

duration of the active and untreated disease, a high frequ-
ency of gouty attacks and more persistent high uric acid
levels in serum (10). At present, chronic tophaceous gout is
becoming rare. Before urate-lowering agents were introdu-
ced, tophi and permanent articular changes would develop
in 50-70 % of people suffering from gout. Retrospective
analyses of 1165 patients, registered before the application
of antiuratic treatment was universally approved, demon-
strates that, after 5 years from the onset of the first gouty
attack, tophi were recognized in 30 % of patients, after 10
years there was an increase in the number of patients with
tophi to 50 %, and after a 20-year period of untreated dise-
ase the number of patients with tophi was elevated to 72 %
(3). The introduction of uricosuric treatment reduced the
incidence of tophi to less than 35 % (17). Another decrease
of chronic tophaceous gout during the last 20 years is more
likely to result from the application of uricostatic treatment
(allopurinol) and a healthier lifestyle. In a population of
4110 gouty Japanese and after more than 19 years of obser-
vations and systematic treatment, only 9.2 % of them had
tophi (7). At Mayo clinic, the prevalence of tophi declined
from 11 % recorded in 1959 to 3 % in 1972 without sub-
stantial changes in the prevalence of acute gout (8). In our
study there was a 15.2 % occurrence of chronic tophaceous
gout. Because of the chronic destructive changes, 18.2 % of
the patients from this group were entitled to a permanent
disability pension.

Tophi are the deposits of multiple clusters of sodium ura-
te microcrystals predominantly laid radially. They are the solid
formations from pin-head to pigeon egg size. They can be
found usually in the areas of joints (fingers and toes, elbow),
cartilages (on the helix of the ear), tendons (Achilles ten-
don), bursae (bursa olecrani, pre-patellar bursae) and also in
the internal organs (e.g. kidneys). Tophi are not found in stria-
ted musculature, liver, spleen, lungs or nerve tissue (10).

Fingers and hands are the areas most frequently affec-
ted by tophi (10). Periarticular tophi positioned on the pro-
ximal interphalangeal joints of hands can often form bizar-
re deformities (Figure 2 and 3). Skin above the tophi becomes
thinner and shiny with a visible white mass of urate depo-
sits. Tophi can erode the integrity of the skin so that the
contents of them can gradually leak out (1). The same symp-
toms were found in our group of patients with chronic gout.
Tophi were more frequently located on the fingers (36.4 %)
and MTP I joints (31.8 %). When localised in the extra-
articular areas, they were most frequently on the auricles
(27.3 %) and Achilles tendon (9.1 %). Information about
tophi located on the axial skeleton is rare. Some sources
provide information about tophi deposits that stimulated
neurologic responses by compressing the spinal cord or nerve
radices (10) . Even rarer is the case when tophus provokes
compression of n. medianus with consequential carpal tun-
nel syndrome (10).
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féznych kostnych defektov. Ostro ,,vyhlodané* okruhle ale-
bo ovalne defekty lokalizované v marginalnych plochach
kibu, osteoskleréza a okolity lem poukazujii na dnu (obr.
4). Ich velkost variruje od 1 mm do 3 cm. Asymetrické ero-
zie vacsie ako 5 mm svedéia velmi pravdepodobne o dne
(16). Diagnosticky vyznamné je najmi centralne uloZenie
takejto 1ézie v prvom metatarzofalangedlnom kibe. Pocas
vyvinu chronickych zmien vznika sekundarna osteoartréoza
s rozrusenou chrupkou, zuZovanim kibovej strbiny, tvorbou
osteofytov a osteopordzou z inaktivity.

V literatire mozno najst niekolko vzacnych pripadov
koexistencie toféznej dny a reumatoidne; artritidy (4, 6, 9).
Dalsi autori opisali chronickt toféznu dnu v koexistencii
so systémovym lupus erythematosus (13). Aj diuretika, kto-
rymi sa pacienti so SLE liecili, prispievaju k rozvoju dny
(11, 15). Baethge a spol. (2) opisali rychly rozvoj chronic-
kej toféznej dny u 4 pacientov po transplantacii obli¢iek pri
hyperurikémii asociovanou s cyklosporinom A v kombina-
cii s diuretickou liecbou. Pri podavani antiuratickej liecby
treba mysliet aj na interakciu alopurinolu s azatioprinozi-
nom, ktory sa tiez pomerne Casto pouziva v lieCbe pacien-
tov po transplantacii, a tomu prispdsobit davkovanie tychto
liekov.

Hyperurikémia je bezna pri chronickej renalnej insufi-
ciencii, ale dnava artritida a tofy st zriedkavé. Prevalencia
dny u pacientov s chronickou renalnou insuficienciou je
v rozpdti 0,5—1,0 % (12). Hoci mierne postihnutie inter-
sticia obli¢iek sa vyskytuje u malej ¢asti pacientov s chro-
nickou dnavou artritidou, nefropatia zvyc¢ajne vyplyva z hy-
pertenzie, vaskularnych choréb, alebo nezavislej renalnej
choroby. V niektorych pripadoch méze byt nasledkom in-
toxikacie olovom. V niektorych rodinach s dnou sa pred-
poklada autozomalne dominantna vrodena nefropatia, kde
hyperurikémia je v€asnou manifestaciou renalneho postih-
nutia. Incidencia nefropatie pri dne teda nie je pravdepo-
dobne vyssia ako u 0séb s porovnatelnym vekom a podob-
nym stupfiom hypertenzie. V naSom subore pacientov
s primarnou dnou sa nefropatia v skupine s chronickou to-
féznou dnou zistila v 50,0 % pripadov, kym v skupine s non-
toféznou dnou len v 26,02 % pripadov. Rozdiel bol Statis-
ticky vyznamny (p<0,05). Predpokladame, Ze i§lo prevazne
o tubulointersticialnu nefritidu, resp. nefrosklerézu, biopsia
obliciek sa vSak z technickych pri¢in nerobila. Vyskyt hy-
pertenzie ani nefrolitidzy sa v oboch pozorovanych subo-
roch nelisil.

Diferencialnodiagnosticky je potrebné pri toféznej
dne odlisit reumatoidné uzliky, Heberdenove nodozity,
gangliomy, xantomy, xantelazmy a nadory. Ddsledné do-
drziavanie diéty s obmedzenim purinov a urikostatika
(alopurinol), pripadne alkaliza¢né pripravky (Alkalit) su
zakladom liecby chronickej toféznej dny. Prilis velké tofy
mozno odstranit chirurgicky. Adekvatnou a sustavnou
medikamentdznou liecbou a dietetickymi opatreniami

Gradual destruction of bone cartilage caused by sub-
chondral depositing of urates can lead to a characteristic
radiological picture of tophaceous bone defects. Extensive-
ly eroded circular or oval defects, located in the marginal
areas of joints, along with osteosclerotic margins and over-
hanging edges are all signs of gout (Figure 4). Their size
can vary from Imm to 3 cm. Asymmetric erosions larger
than 5 mm indicate the presence of gout with high probabi-
lity (16). An erosive lesion positioned centrally in the first
metatarsophalangeal join is a very important diagnostic pa-
rameter. With chronic changes in progress, secondary oste-
oarthrosis with cartilage erosion, narrowing of the joint fis-
sure, formation of osteophytes and osteoporosis of disuse
can be observed.

Some sources also present a few rare cases of the coe-
xistence of tophaceous gout with rheumatoid arthritis (4,6,9).
The coexistence of chronic tophaceous gout with systemic
lupus erythematosus (SLE) was documented by other aut-
hors (13). Diuretics that were used for the treatment of pa-
tients with SLE could also contribute to the development of
gout (11, 15). Baethge et al (2) show in their study how
chronic tophaceous gout developed rapidly in a group of 4
patients after renal transplantation was performed, when
hyperuricaemia treated with cyclosporine A was combined
with diuretic therapy. During antiuratic treatment the fact
that, allopurinol can react with azatioprinozine, which is
a pharmaceutical drug quite frequently used for the treat-
ment of patients with renal transplants, should be taken into
consideration and adequate doses of the drugs prescribed.

Hyperuricaemia is common in chronic renal insufficien-
cy, but gouty arthritis and tophi are quite rare. The preva-
lence of gout in patients with chronic renal insufficiency
ranges from 0.5 % to 1.0 % (12). Renal interstitia, slight
affliction of the kidneys, develops in a few patients suffe-
ring from chronic gouty arthritis. However, nephropathy
mostly results from hypertension, vascular diseases or in-
dependent renal disease. Nephropathy can be caused by lead
poisoning in some cases. Finally, in some gouty families
the presence of autosomally dominant inherited nephropat-
hy is presumed, and hyperuricaemia is viewed as an early
manifestation of renal affection. Nephropathy incidence in
gouty people is not likely to be higher than in other people
of the same age and similar hypertensive level. Considering
our group of patients with primary gout, in the subgroup
with chronic tophaceous gout nephropathy was found in 50
% of the cases, while in the subgroup with non-tophaceous
gout only in 26.02 % of all cases. This difference was statis-
tically significant (p<0.05). In our view, it was predomi-
nantly tubulointerstitial nephritis, respectively nephroscle-
rosis. However, a kidney biopsy was not performed for
technical reasons. The occurrence of both hypertension and
nephrolithiasis was the same in both subgroups in which
our observations were performed.
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mozno vyskyt tofoznej dny podstatne znizit alebo aspon
oddialit.
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K. Trnavsky, Y. Sulcova

NEMOCI RAMENNIHO KLOUBU V REVMATOLOGICKE PRAXI

Prakt Lék, 77, 1997, ¢. 8, 5. 399—401.

Autofi podavaji piehled o vyskytu postizeni ramenniho
kloubu v kombinované a spolecné revmatologicko-rehabi-
lita¢i ambulantni praxi. Béhem jednoho roku incidence afek-
ci ramenniho kloubu je reprezentovana 5,9 %. Pievladaly
tendinitidy manzety rotatorti s pfiznaky uskfinuti a tendo-
nitidy dlouhé hlavy bicepsu. Diagndza vychazi predevsim

z klinickych pfiznakt. Opird se o vySetieni sonografické
a rentgenologické. Podrobné jsou popsany 1é¢ebné postu-
py, zejména metodika 1é¢by. Pti spravném rozpoznani one-
mocnéni a vhodné 1€¢bé je progndza prizniva.

M. VYKYDAL
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V. Hor¢icka, M. Myslivecek
RADIACNI SYNOVIORTHESA

Zprav klin Farmakol Farmac (Olomouc), 11, 1997, ¢. 2, s. 16—17.

Radiacni synoviortesa je vhodnou konzervativni alter-
nativou, nikoliv konkurenci, k chirurgické synovektomii.
Lécebné vysledky jsou srovnatelné. Radiaéni postup je vSak
po vsech strankach méné narocny, zejména pokud se zate-
ze pro nemocného tyCe. Svymi vysledky zlepSuje kvalitu
zivota i v pfipadech, kdy chirurgickou synovektomii nelze
z riznych pficin provést.

Nejvhodnéjsi radionuklidy, uzivané k synoviorthese jsou
mistné pusobici beta-zafice. Jsou fagocytovany bunkami
synovialni membrany, makrofagy a granulocyty. Tim je
umoznéna pfima expozice tkan¢. Pouziva se Castic takové

T. Gliick, R.H. Straub, J. Schélmerich, B. Lang

INFEKCIE A VASKULITIS
INFEKTIONEN UND VASKULITIS
Z Rheumatol, 56, 1997, ¢. 3, s. 105—113.

Vaskulitidy st zriedkavé, viac systémové zapalové ocho-
renia, ktoré postihuju v réznom stupni a charaktere cievny
systém. Je nevyhnutné rozlisit, ¢i ide o primarnu, etiolo-
gicky nejasnu vaskulitidu, alebo sekundarnu, ktord moze
mat rézne pri¢iny (infekcie, lieky, nadory). Klasickymi pri-
kladmi pre vaskulitidy vyvolané infekciou su panarteritis
nodosa pri chronickej hepatitide B a kryoglobulinémia pri
hepatitide C. Aj pri velkom pocte pacientov s virusovymi
hepatitidami je vznik vaskulitidy pomerne zriedkavou kom-
plikaciou. Aj pri HIV pozitivite sa vyskytuju vaskulitidy,
ktoré mozu byt zavinené Castymi infekciami, alebo defek-

velikosti, které nedovoli transport do krevniho nebo lymfa-
tického ob&hu. Aplikaci radionuklidd je nutno provadét pti
dodrzeni vSech pravidel asepse a sterility. Pfisn¢ intraarti-
kularn€, pokud mozno po odsati co nejveéts§iho mnozstvi
pfipadného vypotku.

Zejména aplikace *°Y proZziva renesanci. Na klinice nuk-
learni mediciny ve spolupréci s revmatologickou skupinou
III. interni kliniky LFUP a FN v Olomouci pfedstavuje sta-
bilni 1é¢ebny program. Autofi maji s metodou uz vice nez
dvacetileté zkusenosti.

M. VYKYDAL

tom v imunoregulacii. Okrem toho sa objavuji oznamenia
o jednom alebo o menSich séridch pripadov zavinenych
rozli¢nymi vyvolavatelmi vaskulitidy, pri ktorych dochadza
k poskodeniu ciev bud priamou infekciou endotelu, alebo
indukciou imunologického procesu. U kazdého pacienta,
u ktorého vznika vaskulitida na podklade imunologického
mechanizmu, sa vyskytuje predispozicia imunitného systé-
mu. Po uspesnej liecbe infekcie sa spravidla zlepsi aj vas-
kulitida. KedZe je tu mozna kauzélna liecba, je nevyhnutné
pri kazdej vaskulitide hladat infekciu, ktora ju vyvolala.

T. URBANEK



