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Súhrn
Pozadie problému: Polymyalgia rheumatica (PMR) a temporálna
arteritída (TA) sa vyskytujú u ¾udí vo vy��om veku.
Cie¾: Cie¾om práce bolo posúdi� diagnostickú pohotovos� a charakter
lieèby týchto ochorení.
Metódy: V spolupráci s reumatológmi, neurológmi a oftalmológmi
sme hospitalizovali 40 pacientov (29 �ien a 11 mu�ov) s podozrením
na PMR a TA. U týchto pacientov sme sledovali klinický obraz,
vybrané laboratórne parametre a lieèbu sledovaných ochorení.
Výsledky: Diagnózu PMR alebo TA sme potvrdili u 26 pacientov �
u 14 pacientov PMR, u 4 PMR ako diagnózu pravdepodobnú a u 8
pacientov TA. �tyria pacienti s TA oslepli. Èas� pacientov u�ívala
prednizón e�te pred hospitalizáciou. Úvodná dávka prednizónu
u týchto pacientov bola vy��ia (10�60 mg) ako poèiatoèná dávka
podaná nelieèeným pacientom vo VÚRCH (10�20 mg). Pacienti s TA
lieèení prednizónom e�te pred hospitalizáciou mali v úvode ni��iu
dávku (20�60 mg) ako pacienti, u ktorých sa lieèba kortikoidmi
(prednizolón, metylprednizolón) zaèala a� poèas hospitalizácie (20�
1000 mg).
Záver: Vèasná diagnóza a adekvátna lieèba zni�ujú riziko výskytu
oèných komplikácií. U pacientov s PMR staèia pre kontrolu ochorenia
ni��ie dávky prednizónu. Terapeutický postup u pacientov s TA musí
by� individualizovaný pod¾a záva�nosti ochorenia.
K¾úèové slová: polymyalgia rheumatica, temporálna arteritída.

Summary
Background: Polymyalgia rheumatica (PMR) and temporal arteritis
(TA) are affections occurring in the elderly.
Aim: The aim of the study was to assess the diagnostic potential and
therapeutic pattern of these diseases.
Methods: In cooperation with rheumatologists, neurologists, and
ophthalmologists, 40 patients (29 females and 11 males) with suspect
PMR and TA were hospitalized. The clinical picture, selected
laboratory parameters and treatment regimens were studied in these
patients.
Results: The diagnosis of PMR or TA was confirmed in 26 patients �
PMR in 14 patients, high-probability PMR in 4, and TA in 8 patients.
Four of the patients with TA became blind. One part of the patients
were on prednisone even before hospitalization. In these patients, the
initial dose of prednisone (10�60 mg) was higher than initial dose
administered to the untreated patients in our Institute (10�20 mg).
Patients with TA who received prednisone before hospitalization had
been started on a lower dose (20�60 mg) than the patients who were
put on corticosteroids (prednisone, methylprednisone) only after
hospitalization (20�1000 mg).
Conclusion: Early diagnosis and adequate treatment reduce the risk
of ocular complications. Lower prednisone doses are sufficient to
contain the disease in patients with PMR. Patients with TA require an
individualized therapeutic procedure determined by the severity of
the condition.
Key words: polymyalgia rheumatica, temporal arteritis.
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ÚVOD

Polymyalgia rheumatica (PMR) a temporálna arterití-
da (TA) sa vyskytujú u ¾udí vo vy��om veku. Etiopatoge-
néza týchto ochorení je dosia¾ neznáma. V popredí klinic-
kého obrazu PMR je bolestivos� a stuhnutos� svalstva
ramenných a panvových pletencov (12, 28). Pod¾a nie-
ktorých autorov sa mô�e niekedy vyskytova� aj synovitída
periférnych kåbov (1, 4, 17). Nekomplikovaná PMR vý-
raznej�ie neohrozuje pacienta. V kombinácii s temporál-
nou arteritídou je pacient ohrozený najmä vznikom ische-
mických komplikácií, predov�etkým oèných, keï
oneskorenie urèenia diagnózy a zaèiatku lieèby mô�e vies�
a� k oslepnutiu (10). Menej èasto sa vyskytujú iné kom-
plikácie, ako sú cievne mozgové príhody alebo infarkty
myokardu. S cie¾om posúdi� diagnostickú pohotovos�
a charakter lieèby týchto ochorení sme v spolupráci s re-
umatológmi, neurológmi a oftalmológmi hospitalizovali
pacientov s podozrením na PMR a TA.

SÚBOR PACIENTOV A METÓDY

V priebehu dvoch rokov sme do Výskumného ústavu reu-
matických chorôb (VÚRCH) v Pie��anoch prijali 40 pacien-
tov (29 �ien a 11 mu�ov), s podozrením na PMR a/alebo TA
(tab. 1). U v�etkých pacientov bol e�te pred prijatím do VÚRCH
vylúèený výskyt infekcie alebo malígneho ochorenia.

INTRODUCTON

Polymyalgia rheumatica (PMR) and temporal arteritis
(TA) are diseases occurring at advanced age. Their etiopatho-
genesis is as yet unknown. The predominance feature of
the clinical picture in PMR is pain and stiffness of the mus-
cles of the shoulder and pelvic girdle (12, 28). Some au-
thors reported also the presence of synovitis of peripheral
joints (1, 4, 17). Uncomplicated PMR in not seriously me-
nacing the patient. In combination with temporal arteritis,
however, the patient is at risk of developing ischemic com-
plications, particularly ocular involvement, when delayed
diagnosis and onset of treatment may result in visual loss
(10). Other complications, such as cerebral episodes and
myocardial infarction, have a lower rate occurrence. In co-
operation with rheumatologists, neurologists, and ophthal-
mologists, patients with suspect PMR and TA were hospita-
lized with aim to assess the diagnostic potential and
therapeutic regimen in these diseases.

SERIES OF PATIENTS AND METHODS

In the course of two years, 40 patients (29 females and 11
males) with suspect PMR and/or TA were admitted to the
Research Institute of Rheumatic Diseases in Pie��any (Tab.
1). The presence of an infection or malignant disease was
excluded in all patients before admittance to the Institute.

Tab. 1. Súbor pacientov.

Tab. 1. Series characteristics.

Diagnóza  Poèet  Priemerný  Poèet  Poèet
 pacientov  vek  �ien  mu�ov

Diagnosis  Number of  Mean age  Number of  Number of
 patients  females  males

PMR  14  70  12  2
 (51-82)

PMR-dg
pravdepodobná  4  68,5  3  1
PMR-likely  (51-70)
diagnosis

TA  8  72  5  3
 (55-84)

ostatné  14  68  9  5
other  (49-82)

Diagnózu PMR sme urèili pod¾a kritérií Nobunagu (24).
Tieto kritériá zahròujú: 1. obojstranné myalgie, ktoré pretr-
vávajú aspoò dva tý�dne a postihujú najmenej dve z nasle-

Diagnosis of PMR was established according to the criteria
proposed by Nobunaga (24). These criteria include: (1) bila-
teral myalgias lasting for at least two weeks and affecting at
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dujúcich oblastí: krk, ramená alebo ramenné pletence, bed-
rové kåby alebo panvové pletence, stehnové svalstvo; 2. nor-
málne hodnoty svalových enzýmov; 3. sedimentáciu eryt-
rocytov (FW) vy��iu ako 40 mm/h; 4. chýbanie opuchu kåbov
rúk. PMR je definovaná prítomnos�ou v�etkých �tyroch kri-
térií. Za diagnózu podporujúce prejavy sa pova�ujú: zaèia-
tok ochorenia vo veku nad 50 rokov, ranná stuhnutos� trva-
júca viac ako 30 minút, výrazná odpoveï na malé dávky
glukokortikoidov (24). TA sme diagnostikovali na základe
tradiènej klasifikácie ACR (14), ktorá pozostáva z piatich
kritérií: 1. zaèiatok ochorenia vo veku nad 50 rokov, 2. no-
vovzniknuté bolesti hlavy, 3. palpaèná citlivos� alebo osla-
bená pulzácia nad postihnutou temporálnou artériou, 4. FW
vy��ia ako 50 mm/h, 5. histologický dôkaz nekrotizujúcej
arteritídy s infiltrátom mononukleárov alebo prítomnos�ou
granulómov s ve¾kými viacjadrovými bunkami. Výskyt
troch a viac kritérií má 93,5 % senzitivitu a 91,2 % �pecifi-
citu pre pozitívnu diagnózu TA.

Vy�etrenie pacientov pozostávalo z anamnézy, fyzi-
kálneho nálezu a nasledujúcich pomocných vy�etrení: rönt-
genové snímky rúk, nôh, ramenných a bedrových kåbov,
ultrasonografické vy�etrenie ramenných kåbov, elektromy-
ografické vy�etrenie (EMG) � m. deltoideus, m. rectus fe-
moris, neurologické a oèné vy�etrenie. U pacientov s po-
dozrením na TA sme robili biopsiu temporálnej artérie.
Odobrali sme 20�25 mm excíziu cievy, ktorú sme následne
histologicky spracovali.

Z laboratórnych parametrov sme vy�etrovali FW, C-re-
aktívny proteín (CRP), hemoglobín, leukocyty, trombocy-
ty, laktátdehydrogenázu (LDH), kreatínfosfokinázu (CK),
alkalickú fosfatázu (ALP), reumatoidný faktor (RF) � ur-
èený latexovým fixaèným testom, antinukleárne protilátky
(ANA) (29) a protilátky anti-dsDNA � testom ELISA (7).

least two of the following regions: neck, arms or shoulder
girdle, pelvic joints or pelvic girdle, muscles of the femur;
(2) normal values of muscle enzymes; (3) erythrocyte sedi-
mentation rate (ESR) exceeding 40 mm/h; (4) absence of
edema of articulations of hand. PMR is defined by the pre-
sence of all four criteria. Manifestations supporting the dia-
gnosis are: onset of the disease after the age of 50 years,
morning stiffness lasting for more than 30 min, and a mar-
ked response to small glucocorticoid doses (24). To diagnose
TA, we used the traditional classification of the American
College of Rheumatology, involving five criteria: (1) onset
of the disease after the age of 50 years; (2) previously not
experienced headaches; (3) palpation tenderness or weake-
ned pulsation above the affected temporal artery; (4) ESR
higher than 50 mm/h; (5) histological evidence of necroti-
zing arteritis with mononuclear infiltrate or the presence of
granulomas with multinucleate giant cells. In the presence of
three or more criteria the respective sensitivity and specifici-
ty for positive diagnosis of TA is 93.5 % and 91.2 %. Exami-
nation of the patients consisted of history taking, physical
findings and the following auxiliary examinations: radiograms
of the hands and feet, shoulder and hip joint, electromyo-
graphic examination (EMG) of the deltoid and rectus femo-
ris muscle, neurological and ophthalmological examination.
In patients with suspect TA biopsy of the temporal artery was
performed. A 20�25 mm sample of the temporal artery was
taken and processed histologically. The following laboratory
parameters were determined: ESR, C reactive protein (CRP),
hemoglobin, leukocytes, thrombocytes, lactate dehydrogenase
(LDH), creatine phosphokinase (CK), alkaline phosphatase
(ALP), rheumatoid factor (RF) using the latex fixation test,
antinuclear antibodies (ANA) (29), and anti-dsDNA antibo-
dies by ELISA (7).

Tab. 2. Lieèba pacientov v èase prijatia na hospitalizáciu.

 PMR  TA

Poèet nelieèených pacientov  8  3
Poèet lieèených pacientov  10  5
Dávka prednizónu pri prijatí  10 mg  32,5 mg
do VÚRCH u lieèených pacientov  (2,5-60 mg)  (0-40 mg)
Trvanie lieèby* v èase prijatia  4,5 mes  5 mes
do VÚRCH  (1-60 mes)  (1-48 mes)

*Doba od zaèiatku podávania prednizónu po prvé vy�etrenie vo VÚRCH

Tab. 2. Treatment of patients on admission to the Institute of Rheu-
matic Diseases (VÚRCH).

 PMR  TA

Number of untreated patients  8  3
Number of treated patients  10  5
Prednisone dose in treated  10 mg  32.5 mg
patients on admission to VÚRCH  (2.5-60 mg)  (0-40 mg)
Duration of treatment* on  4.5 months  5 months
admission to VÚRCH  (1-60 months)  (1-48 months)

*Time from onset of treatment to first examination in VÚRCH

Poèas prvého vy�etrenia vo VÚRCH 22 pacientov z ce-
lej skupiny u�ívalo prednizón. U týchto pacientov sme údaje
o klinických prejavoch ochorenia a výsledky laboratórnych
vy�etrení pred zavedením lieèby získavali anamnesticky
a z prinesenej zdravotnej dokumentácie. U v�etkých pacien-

At the time of the first examination in our Institute, 22
patients of the series were on prednisone. In these patients,
data concerning the clinical manifestations of the disease
and results of laboratory examinations determined before
onset of treatment were obtained from the patient�s history
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tov sme pri prijatí vy�etrili vy��ie uvedené laboratórne pa-
rametre. Pacientom, ktorí zaèali u�íva� kortikoidy a� poèas
hospitalizácie vo VÚRCH, sme na 16. deò lieèby kontrolo-
vali FW a krvný obraz.

Pod¾a diagnostických záverov pri ukonèení hospitalizá-
cie sme pacientov rozdelili do nasledovných skupín:

1. polymyalgia rheumatica � pacienti, ktorí spåòali �tyri
hlavné diagnostické kritériá pod¾a Nobunagu (24),

2. polymyalgia rheumatica ako diagnóza pravdepodob-
ná � pacienti, u ktorých sa vyskytovali prechodné synovití-
dy, ale ostatné klinické i laboratórne parametre robili dia-
gnózu PMR ve¾mi pravdepodobnou,

3. temporálna arteritída � pacienti s novovzniknutými
boles�ami hlavy, zhrubnutím a palpaènou bolestivos�ou
postihnutej temporálnej artérie, pozitívnym histologickým
vy�etrením svedèiacim o TA, boles�ami pri �uvaní a oèný-
mi komplikáciami,

4. ostatné diagnózy � pacienti, u ktorých sa diagnóza
PMR a/alebo TA nepotvrdila.

Výsledky laboratórnych vy�etrení sme porovnávali len
u pacientov s PMR a TA, a to vzh¾adom na då�ku trvania
lieèby. Rozli�ovali sme skupinu �nelieèených� pacientov
s PMR a TA, ktorí pri prijatí do VÚRCH neu�ívali kortiko-
idy, a �lieèených� pacientov s PMR a TA, ktorí pri�li na-
stavení na lieèbu prednizónom. Porovnali sme výsledky pred
zaèatím lieèby u v�etkých pacientov s výsledkami namera-
nými pri prijatí u �lieèených� a po 16 dòoch lieèby
u �nelieèených� pacientov. Výsledky sú uvedené v mediá-
noch. Ïal�ie �tatistické hodnotenie sme nerobili.

VÝSLEDKY

V skupine 40 pacientov sme diagnózu PMR urèili u 18
pacientov a TA u 8 pacientov (tab. 1). V popredí klinické-
ho obrazu PMR boli bolesti svalstva krku a pletencov. Dva-
ja pacienti udávali jednostrannú bolestivos� ramenného ale-
bo panvového pletenca, pri súèasnom symetrickom
postihnutí opaèného pletenca. U ostatných pacientov bolo
postihnutie svalových skupín symetrické. Subfebrility mala
takmer polovica pacientov. U �tyroch pacientov sa prechod-
ne vyskytli synovitídy periférnych kåbov, ktoré ustúpili pri
aplikovanej lieèbe (tab. 3). Na röntgenových snímkach boli
u v�etkých pacientov osteoartrotické zmeny, len u jednej
�lieèenej� pacientky sme zistili oligoartikulárne erózie
v pravom zápästí, prièom pacientka mala negatívnu anam-
nézu opuchov alebo bolestí kåbov. U 12 pacientov (7 �nelie-
èených�, 5 �lieèených�) sme vy�etrili ramenné kåby aj ultra-
sonograficky. Výpotok bol prítomný u 6 pacientov, dvaja
z nich u� boli �lieèení� prednizónom poèas 3 a 8 mesiacov,
dávkou 10, resp. 7,5 mg. Jedna �nelieèená� pacientka mala
na emg zázname obraz periférnej neurogénnej lézie. U ostat-
ných pacientov sme nepozorovali patologické nálezy.

and medical record. The above given laboratory parameters
were determined in all patients on admission. Patients who
were put on corticosteroids only during hospitalization in
our Institute were checked for their ESR and blood picture
on 16 day of treatment. In the light of the diagnostic con-
clusions, we divided the patients into five groups on termi-
nation of their hospitalization:

(1) polymyalgia rheumatica � patients who met the four
main diagnostic criteria according to Nobunaga (24)

(2) polymyalgia rheumatica as a likely diagnosis � pa-
tients suffering from transient synovitis yet presenting cli-
nical and laboratory findings strongly supporting the dia-
gnosis of PMR;

(3) temporal arteritis � patients with newly appeared he-
adaches, thickening and palpation tenderness of the affected
temporal artery, positive histological examination indicative
of TA, pain at mastication, and ophthalmic complications;

(4) other diagnosis � patients with unconfirmed diagno-
sis of PMR and/or TA.

Results of laboratory findings were compared with res-
pect to the duration of treatment only in patients with PMR
and TA. We distinguished the group of �untreated� patients
with PMR and TA, i.e. those who were not on corticoids at
the time of their admission to our Institute, and that of �tre-
ated� patients with PMR and TA, who were on prednisone
treatment on admission. We compared the results before
onset of treatment in all patients with the results obtained in
�treated� patients on admission and in �nontreated� patients
after 16 days of therapy.

RESULTS

In our series of 40 patients, the diagnosis of PMR was
established in 18 and that TA in 8 patients (Tab. 1). In PMR,
the predominant feature of the clinical picture was myalgia
of the neck and girdles. Two patients complicated of unila-
teral pain of the shoulder or pelvic girdle, at simultaneous
symmetrical affection of the opposite girdle. In the order
patients the muscle groups were symmetrically affected.
Subfebricity was recorded in practically half the patients.
Four patients developed transient synovitis of peripheral
joints, remitting after the treatment administered (Tab. 3).
The radiograms of all patients showed osteoarthrotic chan-
ges, one �treated� patient had oligoarticular erosions in her
right wrist, yet a negative history of pain and edema of the
joints. In 12 patients (7 �untreated� and 5 �treated�) the
shoulder joints were examined also ultrasonographically.
Effusion was recorded in 6 patients, two of them had been
�treated� with prednisone over 3 and 8 months with the dose
of 10 mg and 7.5 mg, respectively. The EMG of one �untre-
ated� patient exhibited peripheral neurogenic lesion. No
pathologic changes were observed in the other patients.
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TA sme zistili u 8 pacientov a u 7 z nich aj histologicky
verifikovali. Tri pacientky boli �nelieèené�, ostatní u�ívali
prednizón (tab. 2). V popredí klinických �a�kostí boli bo-
lesti hlavy, lokalizované najmä do temporálnej oblasti a zhor-
�enie zraku. Dvaja pacienti mali v klinickom obraze prítom-
né aj prejavy PMR. U prvej pacientky sa príznaky oboch
ochorení manifestovali súèasne, u druhého pacienta prejavy
TA predchádzali PMR. �tyria pacienti oslepli (tab. 4).

TA was diagnosed in 8 patients and histologically verified
in 7 of them. Three patients were �untreated�, while five were
on prednisone at the time of admission (Tab. 2). The prevalent
clinical complication were headache localized in the temporal
region and visual impairment. The clinical picture of two pa-
tients involved manifestations of PMR. In one patient the two
diseases became manifest simultaneously, in the other one the
features of TA preceded those of PMR. Four patients lost their

Tab. 3. Klinický obraz PMR.

Poèet pacientov  18
Pomer �eny/mu�i  15/4
Zaèiatok ochorenia vo veku  70
Teploty  8
Chudnutie  9
Ranná stuhnutos�  15
Bolesti a stuhnutos� ramien  17
a ramenných pletencov
Bolesti a stuhnutos� bedrových kåbov  17
a panvových pletencov
Opuchy*  4

kolená  1
zápästia  1
PIP  2
MCP  1
ramená  1

*U jednej pacientky boli opuchnuté dve skupiny kåbov

Tab. 3. Clinical picture of PMR.

Number of patients  18
Female/male ratio  15/4
Age at disease onset  70
Fever  8
Weight loss  9
Morning stiffness  15
Pain and stiffness of arms  17
and shoulder girdles
Pain and stiffness of pelvic  17
joints and girdles
Edema*  4

knees  1
wrists  1
PIP  2
MCP  1
arms  1

*In one patient two groups of joints were swollen

Tab. 4. Klinický obraz TA.

Klinické prejavy  Poèet pacientov

bolesti hlavy  6
zhor�enie zraku  5
diplopia  1
oslepnutie  4
bolesti pri �uvaní  2
úbytok hmotnosti  2
teploty  1
PMR  2

Tab. 4. Clinical picture of TA.

Clinical picture  Number of patients

headache  6
vision impairment  5
diplopia  1
vision loss  4
pain at mastication  2
weight loss  2
fever  1
PMR  2

U jednej pacientky sa na 5. deò trvania �a�kostí zaèal zhor-
�ova� vízus a na 10. deò do�lo k oslepnutiu pravého oka.
Druhá pacientka oslepla na obidve oèi v priebehu 3 dní od
zaèiatku ochorenia. U tretieho pacienta s anamnézou 2
mesiace trvajúcich bolestí hlavy do�lo po 4 tý�dòoch lieèby
20 mg prednizónu k strate zraku na pravom a po 7 dòoch
i na ¾avom oku. Na oènom pozadí týchto pacientov bola
ischemická neuroretinopatia. �tvrtý pacient náhle oslepol
na pravé oko a nález na oènom pozadí v tom èase bol sus-
pektný pre embolizáciu do artéria centralis retinae. Biopsia
temporálnej artérie nebola zrealizovaná. Pacient neu�íval
kortikoidy. Po dvoch rokoch od oslepnutia sa manifestovali
prejavy PMR a nasledujúcich 5 rokov pacient u�íval pred-

vision (Tab. 4). In one patient vision started deteriorating on
the fifth day of her complaints and on the tenth day she lost
vision of her right eye. The second patient became blind on
both eyes in the course of three days from the onset of dise-
ase. In the third patient with a history of headaches lasting
for two months, loss of vision occurred after four weeks of
prednisone treatment (20 mg) on the right and after further
seven days also on the left eye. The fundus of the eye exhi-
bited ischemic neuroretinopathy in these patients. The
fourth patient lost suddenly vision of his right eye and at
that time the finding on this fundus was suggestive of em-
bolization into the central artery of the retina. Temporal ar-
tery biopsy was not performed. The patient was not on cor-
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nizón. V období prijatia do VÚRCH pretrvávalo oslepnutie
pravého oka, inak pacient neudával �iadne �a�kosti, ani po-
ruchy vízu na druhom oku. Nález na oènom pozadí svedèal
pre prebehnutú ischemizáciu optického nervu. U pacien-
tov s TA bez straty zraku boli na oènom pozadí zmeny ty-
pické pre angiopatiu pri hypertenzii, u jednej pacientky aj
s preriednutím sietnice alebo normálny nález.

V laboratórnom obraze dominovali u v�etkých pacien-
tov vysoké hodnoty FW a CRP. Vy�etrením krvného obra-
zu sme zistili anémiu a trombocytózu. Reumatoidné fakto-
ry boli v nízkych titroch prítomné u 4 pacientov s PMR a vo
vysokom titri u 1 pacienta s TA. Na röntgenových sním-
kach periférnych kåbov boli len osteoartrotické zmeny.
U troch �nelieèených� pacientov s PMR sme zistili nízke
hladiny ANA protilátok. Anti-dsDNA protilátky boli u v�et-
kých pacientov negatívne. Po 16 dòoch u�ívania kortikoi-
dov FW klesla o viac ako polovicu, mierne stúpol hemo-
globín a do�lo k poklesu hladín trombocytov pri porovnaní
s hodnotami pred zaèiatkom lieèby. Nezistili sme podstat-
nej�ie rozdiely v jednotlivých parametroch medzi skupinou
pacientov lieèenou 16 dní a skupinou lieèenou v priemere
4,5 mesiaca (obr. 1�4).

ticoids. After two years of blindness PMR manifestations ap-
peared and for the following five years the patient received
prednisone. On admission to our Institute, blindness of the right
eye persisted, the function of the other eye not affected and no
other complaints were present. The finding on his eye fundus
showed ischemization of the optic nerve. In the patient with
TA without loss of vision the changes on the fundus of the eye
were either characteristic of angiopathy in hypertension, in one
patient with additional rarefaction of the retina, or the finding
was normal. In the laboratory picture of all patients, the predo-
minant feature was high ESR and CPR. The blood picture sho-
wed anemia and thrombocytosis. Rheumatoid factors were
present in low titers in four patients with PMR and one patient
with TA had high titers. Their radiograms of peripheral joints
showed only osteoarthrotic changes. Low levels of ANA anti-
bodies were recorded in three �untreated� patients with PMR.
Anti-dsDNA antibodies were negative in all patients. After 16
days of corticoid treatment, ESR was lower by more than one
half, a mild increase of hemoglobin values was seen and the
thrombocyte count was diminished in comparison to the fin-
dings before onset of treatment. Individual parameters did not
exhibit substantial differences between the group of patients
treated for 16 days and the group with an average treatment
period of 4.5 months (Figs. 1�4).

Obr. 1. FW pred lieèbou a poèas lieèby prednizónom.
Fig. 1. Erythrocyte sedimentation rate before and during prednisone
treatment.

Obr. 2. Hemoglobín pred lieèbou a poèas lieèby prednizónom.
Fig. 2. Hemoglobin before and during prednisone treatment.

Obr. 3. Poèet trombocytov pred lieèbou a poèas lieèby prednizónom.
Fig. 3. Thrombocyte count before and during prednisone treatment.

Obr. 4. Hladina CRP pred lieèbou a poèas lieèby prednizónom.
Fig. 4. CRP level before and during prednisone treatment.

n = 17

n = 10
n = 16
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Viac ako polovica pacientov s PMR alebo TA v èase
prijatia na hospitalizáciu u� u�ívala kortikoidy a u jedné-
ho pacienta s TA bola táto lieèba ukonèená (tab. 2). Po-
èiatoèná dávka prednizónu podaného pacientom s PMR
pred prijatím do VÚRCH bola priemerne 20 mg (10�60
mg), ale traja pacienti dostali prednizón vo vy��ej dávke.
Úvodná dávka prednizónu podaná vo VÚRCH �nelieèe-
ným� pacientom nepresahovala 20 mg (medián 15 mg,
interval 10�20 mg). Pri tejto lieèbe sa v priebehu nieko¾-
kých dní výrazne zlep�il celkový stav. �Lieèení� pacienti
nemali poèas prvého vy�etrenia vo VÚRCH u� �iadne sub-
jektívne �a�kosti.

�tyria pacienti s TA boli pri prijatí �lieèení� predni-
zónom a u jedného bola lieèba ukonèená. U pacientky
bez anamnézy oèných �a�kostí sa lieèba zaèala dávkou
20 mg prednizónu. Pacientka s poruchami vízu, ale bez
oslepnutia, dostala prednizón v úvodnej dávke 50 mg.
Tretia pacientka s anamnézou náhlej straty zraku u�íva-
la poèas prvých dní ochorenia len lieky s vazodilataè-
ným a antiagregaèným úèinkom, lieèba v�ak nemala vý-
raznej�í efekt. Prednizón bol podaný a� mesiac po
zaèiatku �a�kostí v dávke 20 mg denne. Pri tejto lieèbe
do�lo k miernemu zlep�eniu vízu. Tri mesiace od oslep-
nutia sa dávka zvý�ila na 40 mg, ale u� bez podstatnej�ej
zmeny oèného nálezu. U �tvrtého pacienta sa lieèba kor-
tikoidmi zaèala 2 tý�dne od zaèiatku �a�kostí v dávke 20
mg prednizónu. Po mesiaci lieèby do�lo k strate zraku
postupne na oboch oèiach a dávka bola zvý�ená na 30
mg. Po 4 mesiacoch od oslepnutia pacient dostal pulznú
lieèbu metylprednizolónom (v dávke � prvý deò 500 mg
a nasledujúce dva dni 1000 mg intravenózne), ale ani po
tejto lieèbe nedo�lo k zlep�eniu zraku. U pacienta s roz-
vojom PMR dva roky po náhlej strate zraku sme v doku-
mentácii zistili, �e prednizónom bol lieèený a� pri obja-
vení sa príznakov PMR v úvodnej dávke 60 mg
prednizónu. Dávka bola postupne zni�ovaná pod¾a cel-
kového stavu a po 5 rokoch sa lieèba ukonèila. Poèas
tohto obdobia nedo�lo k relapsu ochorenia ani zhor�e-
niu zraku na druhom oku. Tri pacientky boli �nelieèené�
a lieèba kortikoidmi sa zaèala vo VÚRCH. U jednej pa-
cientky so subjektívnym pocitom zhor�enia zraku, ale ob-
jektívne bez poruchy vízu sme podali prednizón v dávke
40 mg. U druhej pacientky s náhlou stratou zraku na jed-
nom oku sme lieèbu zaèali pulzami metylprednizolónu
v dávke 250 mg intravenózne po dobu �tyroch dní a po-
kraèovali v perorálnom podávaní prednizónu v dávke 20
mg denne. Pri tejto lieèbe do�lo k miernemu zlep�eniu
vízu na postihnutom oku, prièom druhé oko zostalo ne-
po�kodené. Tretia pacientka s TA a prejavmi PMR do-
stala v úvode 20 mg prednizónu, následne s ústupom
�a�kostí a pocitom zlep�enia zraku pri tejto lieèbe.

U �tyroch pacientov sme na základe klinického nále-
zu stav uzavreli ako PMR � diagnóza pravdepodobná

At the time of hospitalization, more than half of the pa-
tients with PMR or TA were on corticoids and in one pa-
tient with TA treatment had already been terminated (Tab.
2). The mean initial dose of prednisone the patients had re-
ceived before admission to our Institute was 20 mg (10�60
mg), though three patients were on higher doses. The initial
dose of prednisone given to �untreated� patients in our In-
stitute did not exceed 20 mg (median 15 mg, interval 10�
20 mg). This treatment resulted within a few days in mar-
ked improvement of the patients� overall condition. The
�treated� patients did no longer complain of any subjective
symptoms on their first examination in our Institute.

Five patients with TA had been treated with prednisone
on admission and in one of them therapy was terminated.
The patient who had no history of eye derangement was
started on 20 mg prednisone. The patient with deranged but
not lost vision received the initial dose of 50 mg. The third
patient with the history of sudden loss of vision was given
only drugs with vasodilative and antiaggregatory effects over
the first days of her disease, yet the treatment failed to pro-
duce any substantial effect. Prednisone in the daily dose of
20 mg was administered only one month after onset of her
complaints. This treatment resulted in a mild improvement
of vision. Three months after loss of vision the daily dose
was increased to 40 mg without affecting significantly the
ocular finding. In the fourth patient corticoid treatment was
started two weeks after onset of complaints with 20 mg pred-
nisone per day. After one month of therapy, gradual loss of
vision developed affecting both eyes and the daily dose was
increased to 30 mg. After 4 months of blindness the patient
was put on pulse methylprednisolone therapy (500 mg on
the first day and 1000 mg on the following two days given
intravenously), yet the patient�s vision did not improve. The
patient who developed PMR two years after sudden loss of
vision had received, according to his medical record, predni-
sone treatment only after the appearance of PMR manifesta-
tions, in the initial dose of 60 mg per day. The dose was gra-
dually decreased according to his overall condition and
treatment was terminated after five years. Over this period
the patient did not experience any relapse of the basic condi-
tion nor visual impairment of the other eye. Three patients
were �untreated�, with treatment started only after admission
to our Insititute. One of them reported subjective vision im-
pairment yet there was no objective finding. She was started
on 40 mg prednisone. The second patient with sudden loss of
vision on one eye received methylprednisolone pulses in in-
travenous doses of 250 mg over a period of four days. Treat-
ment was then continued with oral daily doses of 20 mg pred-
nisone. A mild improvement of vision was achieved on the
affected eye, while the other eye remained functional. The
third patient with TA, who had also PMR manifestations, was
on a 20 mg prednisone treatment which yielded remission of
complaints and subjective visual improvement.
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a k lieèbe prednizónom sme 3 pacientom pridali antima-
lariká a jednému sulfasalazín. Trom pacientom s TA kom-
plikovanou so stratou zraku sme pridávali k prednizónu
cyklofosfamid.

U 14 pacientov sme PMR alebo TA poèas hospitalizá-
cie vo VÚRCH nepotvrdili. Diagnózy, s ktorými boli pa-
cienti prepustení, sú v tabu¾ke 5.

On the basis of the clinical findings, four patients were
diagnosed as having highly assumable PMR. They were tre-
ated with prednisone and three of them received also anti-
malarial drugs and one sulfasalazine. Three patients with
TA complicated with visual loss received cyclophosphami-
de in addition to prednisone.

In 14 patients of the series, neither PMR nor TA was
confirmed during their hospitalization in our Institute. Their
diagnoses on discharge are given in Table 5.

DISKUSIA

PMR sme na základe klinického priebehu, laboratór-
nych vy�etrení a odpovede na lieèbu kortikoidmi potvrdi-
li u 14 pacientov. Klinický obraz ochorenia sa nelí�il od
v�eobecne známych prejavov popísaných v literatúre.
U v�etkých pacientov s PMR v na�om súbore bolo prí-
tomné symetrické postihnutie aspoò jedného z pletencov.
Diagnózu PMR v�ak nemo�no vylúèi� ani v prípade asy-
metrickej bolesti v oblasti ramenných alebo bedrových
kåbov (9). Jedným z diagnostických kritérií pre PMR v na-
mi pou�itej klasifikácii (24) je chýbanie opuchu kåbov rúk.
V inej klasifikácii toto kritérium nie je zahrnuté (4). PMR
sa mô�e niekedy manifestova� aj prítomnos�ou synovitídy,
ktorá postihuje najmä kolená a zápästia (1, 12), ale mô�e
by� prítomná aj na ramenách, sternoklavikulárnych kåboch
a drobných kåboch rúk (17). Typickým prejavom sú pr-
chavé, benígne zmeny na ve¾kých kåboch (16). Aj keï kor-
tikoidy ve¾mi rýchlo potlaèia klinické prejavy PMR, ak-
tívna synovitída mô�e u niektorých pacientov pretrváva�
dlh�ie. V na�om súbore sme ultrasonografickým vy�etre-
ním ramenných kåbov zistili výpotok u dvoch pacientov,
ktorí boli u� nieko¾ko mesiacov lieèení prednizónom. Ná-
zory na prítomnos� erózií v postihnutých kåboch sú proti-
chodné. Malé erózie sternoklavikulárneho kåbu detegova-
né sternoklavikulárnou tomografiou opísali Paice a spol.
(26) u 11 pacientov s PMR. Podobný nález u jedného pa-
cienta pozoroval aj Chou (17). V na�om súbore mali 4
pacienti pred podaním kortikoidov prítomné prchavé opu-
chy periférnych kåbov. U �iadneho z nich sme nezistili
erózie. Keï�e v budúcnosti nemô�eme jednoznaène vy-

DISCUSSION

Diagnosis of PMR was confirmed in 14 on the basis of
the clinical course, laboratory findings, and their response to
corticoid treatment. The clinical picture of the disease was
comparable to the generally known manifestations reported
in the literature. All our patients with PMR had symmetrical
affection of at least one of the girdles. Diagnosis of PMR can
however not be excluded even when the patient complains of
asymmetrical pain in the region of the shoulder and pelvic
girdle (9). In the classification used (24), one of the diagnos-
tic criteria of PMR is the absence of edema of the hand joints.
Another classification (4) does not involve this criterion. PMR
may be manifested also by the presence of synovitis affecting
particularly the knees and wrists (1, 12), but also shoulder,
sternoclavicular and small joints of the hand (17). Tempora-
ry benign changes on large joints are considered characteris-
tic manifestations (16). Although corticoids suppress clinical
features of PMR within a short time, active synovitis may
persist in some patients over a longer period. Ultrasonograp-
hic examination of the shoulder joints revealed effusion in
two patients of our series who had been treated with predni-
sone for some months. The presence of erosions in the affec-
ted joints is a controversial issue. Paice et al. (26) described
small erosions of the sternoclavicular joint detected by ster-
noclavicular tomography in 11 patients with PMR. Chou (17)
reported a similar finding in one patient. Four patients of our
series presented transient edemas of peripheral joints before
corticoid treatment. Erosions were not observed in any of
them. Since a prospective development of rheumatoid arthritis
(RA) could not be excluded, these patients were discharged

Tab. 5. Ostatné diagnózy pri prepustení z VÚRCH.

Diagnóza  Poèet pacientov

séropozitívna RA  2
séronegatívna RA  2
generalizovaná osteoartróza  3
vertebrogénny algický syndróm  1
difúzna idiopatická skeletálna hyperostóza  2
myozitický syndróm  1
chronické myalgie neznámej etiológie  2
polytenomyalgia pri hyperostóze  1

Tab. 5. Other diagnoses on discharge from VÚRCH.

Diagnosis  Number of patients

seropositive RA  2
seronegative RA  2
generalized osteoarthrosis  3
vertebrogenic algesic syndrome  1
disseminated idiopathic skeletal hyperostosis  2
myositic syndrome  1
chronic myalgia of unknown origin  2
polytenomyalgia in hyperthyroidism  1
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lúèi� vývoj reumatoidnej artritídy (RA) prepustili sme tých-
to pacientov so záverom PMR-diagnóza pravdepodobná,
napriek tomu �e synovitídy ustúpili po zaèatí lieèby pred-
nizónom. Títo pacienti v�ak vy�adujú ïal�ie sledovanie,
preto�e RA sa mô�e manifestova� v ïal�om priebehu ocho-
renia. Na tento fakt treba myslie� najmä v prípade pretr-
vávania synovitídy pri súèasnej lieèbe kortikoidmi (1).
U jednej pacientky bez anamnézy synovitídy sme na�li
oligoartikulárne erózie v pravom zápästí. Preto�e i�lo o pa-
cientku s charakteristickým priebehom PMR, pova�ovali
sme eróziu za koexistujúci nález pri základnom ochorení.

Záva�nej�ím ochorením ako PMR z h¾adiska priebehu
i vlastnej prognózy je TA. Medzi jej najèastej�ie kompli-
kácie patria poruchy zraku. Calamia (5) v súbore 100 pa-
cientov s TA opísal oèné komplikácie u jednej tretiny. �tr-
násti z nich oslepli. U väè�iny týchto pacientov
predchádzali trvalej strate zraku prodromálne �a�kosti ako
diplopia, rozmazané videnie alebo prechodné oslepnutie
(amaurosis fugax). Tieto prejavy sa pova�ujú za varovné
príznaky hroziacej straty zraku. Oneskorenie zaèatia lieè-
by mô�e ma� vá�ne následky pre pacienta. V práci Fonta
a spol. (10) sa z 33 pacientov s TA 65,2 % u� 3 mesiace
pred oslepnutím s�a�ovalo na minimálne 2 z klasických
kraniálnych symptómov a dlh�ie ako 72 hodín na varovné
oèné príznaky. Aj v na�om súbore u pacientky s náhlou
stratou zraku sa lieèba prednizónom zaèala a� mesiac po
oslepnutí. U týchto pacientov oneskorená diagnóza a lieè-
ba základného ochorenia mohla by� príèinou oslepnutia.
Niekedy dochádza ku strate zraku krátko po objavení sa
prvých �a�kostí, èasto aj bez prodromálnych príznakov.
U týchto pacientov sa predpokladá zvý�ená predispozícia
k vzniku ischemických komplikácií (10). Menej èasto sa
stretávame so zhor�ením zrakových funkcií u pacientov
u� lieèených prednizónom. Napriek lieèbe kortikoidmi
mô�e dôjs� k progresii poruchy zraku na u� postihnutom
oku, alebo k zhor�eniu a� strate zraku na druhom oku (5,
10, 27). Predpokladanou príèinou mô�e by� u� uvedená
predispozícia pacienta k vzniku ischemických kompliká-
cií alebo nedostatoèná dávka prednizónu v úvode lieèby.
Cid a spol. (8) retrospektívne �tudovali 200 pacientov s TA,
s cie¾om opísa� klinické a laboratórne parametre, na zá-
klade ktorých by sa dala vyèleni� skupina pacientov s vy-
sokým rizikom kraniálnej ischémie. 32 pacientov malo ire-
verzibilné kraniálne ischemické komplikácie. Títo pacienti
udávali men�í úbytok hmotnosti, ni��í výskyt teplôt, èas-
tej�ie prechodnú diplopiu a amaurosis fugax. V laboratór-
nom obraze mali ni��iu sedimentáciu erytrocytov a kon-
centráciu hemoglobínu. Na základe tohto pozorovania
predpokladali, �e vysoká zápalová aktivita je spojená s níz-
kym rizikom vývoja ischemických komplikácií u pacien-
ta. Fakt, �e kortikosteroidy zni�ujú zápalovú aktivitu, a tým
by paradoxne zvy�ovali riziko pacienta k vzniku ischemic-
kých zmien, vysvet¾ujú komplexným úèinkom kortikoi-

with the diagnosis of assumed PMR, and that despite remis-
sion of synovitis after onset of prednisone therapy. These pa-
tients have to be followed up since RA may becoma manifest
in the further course of the disease. This consideration has to
be borne in mind particularly in cases with persisting synovi-
tis despite corticoid treatment (1). In one patient without his-
tory of synovitis, oligoarticular erosions were detected in her
right wrist. Since the patient presented a characteristic cour-
se of PMR, the erosion was considered a coexisting finding
of the primary disease.

In the light of both its course and prognosis, TA is a more
severe disease than PMR. The complication of visual deran-
gements features prominently in TA. In a series of 100 pa-
tients, Calamia (5) described ocular complications in one third
of the cases. Fourteen patients became blind. In the majority
of them permanent loss of vision was preceded by prodromal
features, such as diplopia, blurred vision or transient blind-
ness (amaurosis fugax). These manifestations are conside-
red warning signals of imminent loss of vision. Delayed
onset of treatment can lead to serious sequelae. In the study
of Found et al. (10), out of 33 patients with TA 65.2 % com-
plained of at least two of the classical cranial symptoms as
early as three months before loss of vision and warning ocu-
lar symptoms were present for more than 72 hours. In our
patient with sudden loss of vision treatment was started only
one month after vision loss. Delayed diagnosis and treat-
ment of the primary disease may have accounted for the
development of blindness in these patients. In some cases,
however, loss of vision occurs shortly after the appearance
of the first complaints, often even without any prodromal
symptoms. Increased predisposition to the development of
ischemic complications may be assumed in these patients
(10). Impairment of ocular functions in patients on predni-
sone treatment is but rarely seen. Nevertheless, progression
of visual derangement of the affected eye or vision impair-
ment and even loss on the other eye have been reported in
patients who were on corticoids (5, 10, 27). The above men-
tioned predisposition of the patient to ischemic complica-
tions or insufficient doses of prednisone at the onset of tre-
atment may be implicated. In a retrospective study of 200
patients with TA, Cid et al. (8) attempted to characterize
those clinical and laboratory parameters which would be
indicative of a high risk of cranial ischemia. In 32 patients
irreversible cranial ischemic complications were reported.
The symptoms common to these patients were lower
weight loss, low febricity rate, more frequent transient dip-
lopia and amaurosis fugax. The laboratory picture exhibi-
ted lower erythrocyte sedimentation rates and hemoglobin
concentrations. On the basis of these observations, the aut-
hors assumed that high inflammatory activity may be asso-
ciated with low risk of ischemic complication development.
The fact that corticoids reduce the inflammatory activity
and thus paradoxically may increase the patient�s risk to
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dov na ka�dom stupni imunitnej odpovede a následným
prospe�ným efektom lieèby pre pacienta (8). Jedným
z mo�ných vysvetlení by v�ak mohlo by� i to, �e pacienti
s vysokou zápalovou aktivitou a celkovými príznakmi
dostávajú v úvode ochorenia agresívnej�iu lieèbu, a tým
majú i menej ischemických komplikácií. TA prebieha
samostatne alebo spolu s PMR. Prejavy týchto ochorení
sa mô�u zaèína� súèasne, alebo zaèiatok PMR predchádza
TA a naopak (18). Prítomnos� oboch sme zistili u dvoch
pacientov. U prvej pacientky sa prejavy obidvoch ochore-
ní vyvíjali súèasne, u druhého pacienta sa PMR objavila
a� dva roky po oslepnutí, ktoré bolo ve¾mi pravdepodob-
ne podmienené TA. Biopsiu temporálnej artérie sme robi-
li len u tých pacientov s PMR, u ktorých sme na základe
anamnézy mali podozrenie na prítomnos� TA. Pod¾a lite-
ratúry mô�u ma� pozitívnu biopsiu temporálnej artérie aj
pacienti s PMR, ktorí nemajú �iadne klinické prejavy TA.
V práci Bengtssona (3) malo 21 zo 67 pacientov s PMR
bez akýchko¾vek symptómov z temporálnej oblasti a kli-
nickej manifestácie postihnutia temporálnej artérie histo-
logický dôkaz arteritídy. Podobný nález u 6 pacientov
opísal Calamia (5). Na druhej strane v�ak negatívny histo-
logický nález na temporálnej artérii u pacientov s klinic-
kým obrazom TA nevyluèuje diagnózu základného ocho-
renia. Preto je biopsia temporálnej artérie u pacientov
s PMR bez podozrenia na TA ve¾mi diskutabilná, preto�e
v prípade jej negatívneho nálezu je výsledok ve¾mi �a�ko
interpretovate¾ný.

V laboratórnom obraze oboch ochorení dominuje vy-
soká zápalová aktivita charakterizovaná vysokou FW
a CRP. Súèasne u väè�iny pacientov býva prítomná nor-
mochrómna alebo hypochrómna anémia a zvý�ený poèet
trombocytov (5, 6, 19, 24, 28). U v�etkých na�ich pacien-
tov sa vyskytli podobné nálezy. U 4 pacientov s PMR sme
zistili nízke titre reumatoidných faktorov. Prítomnos� ne-
signifikantných hladín RF opísali aj ïal�í autori (17, 24).
Príèina vysokého titra RF u jedného pacienta s TA je ne-
známa. Traja �nelieèení� pacienti s PMR mali pozitívne
ANA v nízkych titroch, nemali v�ak prítomné �iadne z kli-
nických alebo ostatných laboratórnych parametrov, ktoré
by svedèili o systémovom lupus erythematosus. Výskyt
ANA protilátok sa opisuje aj v zdravej populácii ¾udí vy�-
�ieho veku (20).

Základom lieèby oboch ochorení sú kortikosteroidy.
Názory na to, aká má by� úvodná dávka, ako sa má redu-
kova� a kedy lieèbu ukonèi�, nie sú jednotné, a preto ne-
existuje �iadny �tandardný postup. Príli� malá dávka
ohrozuje pacienta vznikom komplikácií, na druhej stra-
ne v�ak príli� vysoká dávka a dlhotrvajúca lieèba ohroz-
uje pacienta mno�stvom ved¾aj�ích úèinkov. Rizikovými
faktormi pre ich vznik sú vysoký vek, �enské pohlavie,
vy��ia úvodná a vy��ia kumulatívna dávka kortikostero-

develop ischemic changes was tentatively accounted for by
the complex effect of corticoids at each level of the immune
response and the subsequent beneficial effect of the treat-
ment for the patient (8). One of the potential explanations
may be found also in the fact that patients with high inflam-
matory activity and overall manifestations receive an aggres-
sive therapy at the onset of the disease and thus develop fe-
wer ischemic complications.

TA may take its individual course or be associated with
PMR. The manifestations of these diseases may appear si-
multaneously, the onset of PMR may precede that of TA, or
vice versa (18). In our series simultaneous occurrence of
both diseases was seen in two patients. In the first patient
the onset of both diseases coincided, while in the other pa-
tient PMR appeared only two years after the patient had lost
his vision, presumably as a consequence of TA.

Biopsy of the temporal artery was performed only in tho-
se patients with PMR whose history was suggestive of the
presence of TA. Positive biopsy of the temporal artery was
reported in the literature also in those patients with PMR who
had no clinical manifestations of TA. In 21 out of 67 patients
with PMR without any symptomatology from the temporal
region and without clinical manifestations of temporal artery
affections, Bengtsson (3) reported histologically verified ar-
teritis. Similar findings were described by Calamia (5) in six
patients. On the other hand, a negative histological finding
on the temporal artery in patients with the clinical picture of
TA does not exclude the diagnosis of the basic disease. This
makes biopsy of the temporal artery in patients with PMR
without suspicion of TA rather controversial since in case of
a negative finding the result defies proper interpretation.

High inflammatory activity characterized by elevated ESR
and CRP is predominant in the laboratory picture of both dise-
ases. The majority of patients exhibits simultaneously an in-
creased thrombocyte count and the presence of normochro-
mic or hypochromic anemia (5, 6, 19, 24, 28). All our patients
presented similar findings. In four patients with PMR low ti-
ters of rheumatoid factors were found. Nonsignificant RF le-
vels were reported also by other authors (17, 24). The high RF
titer recorded in one of our patients with TA remained inexpli-
cable. Three �untreated� patients with PMR had positive ANA
in low titers yet no clinical or other laboratory parameters sug-
gestive of lupus erythematosus. ANA antibiodies were found
also in the healthy population in people of advanced age (20).

In both diseases, the therapeutic basis are corticoids. There
is no standard procedure as opinions differ as to the initial
dosage, its reduction and the time of withdrawal. A too small
dosage involves the risk that the patient may develop compli-
cations, while on the other hand too high a dosage and lon-
gterm treatment carry the risk of a number of adverse ef-
fects. Development of the latter is enhanced by several factors,
such as advanced age, female gender, high initial and high
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idov (11). Pod¾a viacerých autorov iniciálna dávka pred-
nizónu pri PMR je 10�15 mg na deò (12, 21). Behn (2)
a spol. pova�ujú za postaèujúcu dávku 10 mg prednizó-
nu. Priemerná úvodná dávka podaná �nelieèeným� pa-
cientom s PMR vo VÚRCH bola 15 mg. Pacienti, u kto-
rých bola zavedená lieèba kortikosteroidmi e�te pred
hospitalizáciou, dostali prednizón vo vy��ej dávke.
U v�etkých na�ich pacientov po zaèatí lieèby rýchlo ustú-
pili subjektívne �a�kosti. Keï�e sme nezistili podstatnej-
�í rozdiel v laboratórnych parametroch na 16. deò lieèby
pri porovnaní s hodnotami nameranými po 4,5-mesaè-
nej lieèbe, predpokladáme, �e úvodná dávka 15 mg pred-
nizónu staèí na potlaèenie aktivity nekomplikovanej
PMR. Výraznej�ie rozdiely sú v názoroch na úvodnú dáv-
ku kortikoidov pri TA. Vèas podaná dostatoèná dávka
prednizónu zlep�uje prognózu pacientov s TA (10, 25).
Èasto sa v týchto prípadoch podávajú vy��ie �tartovacie
dávky prednizónu � 40�60 mg (15, 21). Iní autori po-
kladajú za adekvátnu úvodnú dávku 20 mg prednizónu
(2, 22). 20 mg prednizónu dostala v úvode lieèby TA
väè�ina pacientov z ná�ho súboru a pri zhor�ení nálezu
sa dávka zvý�ila, no bez výraznej�ieho efektu. Postihnu-
tie jedného oka u pacientov s TA je urgentnou situáciou,
ktorá vy�aduje neodkladné podanie kortikosteroidov
v snahe predís� po�kodeniu druhého oka (3). O úspechu
lieèby nás informuje predov�etkým ústup subjektívnych
�a�kostí, zlep�enie objektívneho nálezu a pokles humo-
rálnej aktivity. Sedimentácia erytrocytov v�ak nie je uni-
verzálnym indikátorom adekvátnosti lieèby. Rosenfeld
(27) opísal pacientku s TA a oslepnutím pravého oka,
u ktorej pri lieèbe kortikoidmi síce klesli hodnoty FW,
ale progredovalo zhor�ovanie zraku na druhom oku, kto-
ré sa zastavilo a� pri parenterálnej lieèbe vysokými dáv-
kami metylprednizolónu. Predpokladá sa, �e parenterál-
na lieèba metylprednizolónom u pacientov s TA
a oènými komplikáciami je úspe�ná, keï je podaná do
36 hodín od straty zraku (27). V�etkým pacientom s po-
ruchami zraku sme do dlhodobej lieèby pridali cyklo-
fosfamid. Existuje viac prác, v ktorých v snahe zní�i�
dávku kortikosteroidov sa kombinuje prednizón s meto-
trexátom (13) alebo dapsonom (23).

Záverom mo�no poveda�, �e u pacientov s PMR staèia
pre kontrolu ochorenia ni��ie dávky prednizónu. Terapeu-
tický postup u pacientov s TA musí by� individualizovaný
pod¾a záva�nosti ochorenia. V prípade náhleho zhor�ova-
nia sa zraku treba podáva� glukokortikoidy intravenózne.
Pravidelné kontrolovanie stavu pacienta a následná úprava
lieèby mô�e na jednej strane zní�i� riziko oèných kompli-
kácií a na strane druhej minimalizova� výskyt ne�iaducich
úèinkov kortikosteroidov.

cumulative corticosteroid dosage (11). In PMR patients, se-
veral authors recommended the initial daily prednisone dose
within the range of 10�15 mg (12, 21). Behn et al. (2) consi-
der 10 mg of prednisone to be sufficient on a daily basis. In
our Institute, �untreated� patients with PMR were on an ave-
rage initial dose of 15 mg. Patients who had been on corti-
costeroids before being admitted to our Institute received high-
er doses of prednisone. Shortly after onset of treatment, all
our patients experienced rapid remittence of their subjective
complaints. Since in laboratory parameters no substantial
difference was found between the values obtained on day 16
of treatment and those recorded after a four-and-a-half-month
lasting therapy, the initial dose of 15 mg prednisone may be
considered to be adequate for suppressing the activity of un-
complicated PMR.

In patients with TA, the issue of the initial dosage of cor-
ticoids is much more disputable. Early administration of suf-
ficient doses can improve the patient�s prognosis (10, 25).
Higher initial prednisone doses of 40�60 mg have frequently
been given to patients with TA (15, 21). Other authors, howev-
er, advocated an initial dose of 20 mg prednisone (2, 22). In
our series, the majority of patients with TA were first put on
20 mg prednisone and on impairment of findings the dose
was increased, yet without a substantial effect. In patients with
TA, affection of one eye presents an urgent situation calling
for corticosteroid therapy to prevent damage of the other eye
(3). Indicators of successful treatment are remission of symp-
toms, improvement of objective findings and decreased hu-
moral activity. The erythrocyte sedimentation rate can howe-
ver not be considered an unambigous indicator of adequate
treatment. Rosenfeld (27) reported on a patient with TA an
vision loss of her right eye who responded to corticoid thera-
py with reduced ESR while impairment of her other eye kept
progressing and could be stopped only with high doses of
methylprednisolone administered parenterally. In patients with
TA who develop ocular complications, parenteral methylpred-
nisolone treatment promises to be successful if it is started
within 36 hours after visual loss (27). All our patients with
vision derangement received with their longterm treatment
also cyclophosphamide. With the aim to reduce corticostero-
id doses, several authors combined prednisone with metho-
trexate (13) or Dapson (23).

Concluding it can be started than PMR can be contai-
ned with low doses of prednisone. In patients with TA the
therapeutic course has to be individualized according to the
severity of the disease. In patients with rapid visual impair-
ment intravenous administration of glucocorticoids is man-
datory. Regular monitoring of the patient�s condition and
subsequent adjustment of the treatment to the actual requi-
rements can both diminish the risk of ocular complications
and minimalize the occurrence rate of adverse corticoste-
roid effects.
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