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Sihrn

Pozadie problému: Polymyalgia rheumatica (PMR) a temporalna
arteritida (TA) sa vyskytuji u Iudi vo vy$Som veku.

Ciel’: Cielom prace bolo posudit diagnostickiu pohotovost a charakter
lie¢by tychto ochoreni.

Metody: V spolupraci s reumatolégmi, neurolégmi a oftalmolégmi
sme hospitalizovali 40 pacientov (29 Zien a 11 muZov) s podozrenim
na PMR a TA. U tychto pacientov sme sledovali klinicky obraz,
vybrané laboratérne parametre a liecbu sledovanych ochoreni.
Vysledky: Diagnéozu PMR alebo TA sme potvrdili u 26 pacientov —
u 14 pacientov PMR, u 4 PMR ako diagnézu pravdepodobni a u 8
pacientov TA. styria pacienti s TA oslepli. Cast pacientov uzivala
prednizén este pred hospitaliziciou. Uvodna davka prednizonu
u tychto pacientov bola vyssia (10-60 mg) ako pociatoéna davka
podana nelie¢enym pacientom vo VURCH (10-20 mg). Pacienti s TA
lieCeni prednizéonom eSte pred hospitalizaciou mali v uvode nizsiu
davku (20-60 mg) ako pacienti, u ktorych sa lie¢ba kortikoidmi
(prednizolon, metylprednizolon) zac¢ala az pocas hospitalizacie (20—
1000 mg).

Zidver: V¢asna diagnoéza a adekvatna liecba zniZuju riziko vyskytu
o¢nych komplikacii. U pacientovs PMR stacia pre kontrolu ochorenia
niz$ie davky prednizénu. Terapeuticky postup u pacientov s TA musi
byt individualizovany podla zavaZnosti ochorenia.

Klucové slova: polymyalgia rheumatica, temporalna arteritida.

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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UVOD

Polymyalgia rheumatica (PMR) a temporalna arteriti-
da (TA) sa vyskytuju u Tudi vo vy$som veku. Etiopatoge-
néza tychto ochoreni je dosial neznama. V popredi klinic-
kého obrazu PMR je bolestivost a stuhnutost svalstva
ramennych a panvovych pletencov (12, 28). Podla nie-
ktorych autorov sa méze niekedy vyskytovat aj synovitida
periférnych kibov (1, 4, 17). Nekomplikovanid PMR vy-
raznej$ie neohrozuje pacienta. V kombinacii s temporal-
nou arteritidou je pacient ohrozeny najmé vznikom ische-
mickych komplikacii, predov§etkym ocnych, ked
oneskorenie urcenia diagndzy a zaciatku liecby moze viest
az k oslepnutiu (10). Menej Casto sa vyskytuju iné kom-
plikacie, ako su cievne mozgové prihody alebo infarkty
myokardu. S cielom posudit diagnosticku pohotovost
a charakter liecby tychto ochoreni sme v spolupréci s re-
umatoldgmi, neuroldgmi a oftalmoldgmi hospitalizovali
pacientov s podozrenim na PMR a TA.

SUBOR PACIENTOV A METODY

V priebehu dvoch rokov sme do Vyskumného tstavu reu-
matickych chorob (VURCH) v Piestanoch prijali 40 pacien-
tov (29 Zien a 11 muZov), s podozrenim na PMR a/alebo TA
(tab. 1). U vietkych pacientov bol este pred prijatim do VURCH
vyluceny vyskyt infekcie alebo maligneho ochorenia.

Tab. 1. Subor pacientov.

Tab. 1. Series characteristics.

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 Piestany (Tab.
1). The presence of an infection or malignant disease was
excluded in all patients before admittance to the Institute.

Diagnéza Pocet Priemerny Pocet Pocet
pacientov vek zien muzZov
Diagnosis Number of Mean age Number of Number of
patients females males
PMR 14 70 12 2
(51-82)
PMR-dg
pravdepodobné 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)

Diagnézu PMR sme ur¢ili podla kritérii Nobunagu (24).
Tieto kritéria zahrnuju: 1. obojstranné myalgie, ktoré pretr-
vavaju aspon dva tyzdne a postihuju 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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dujucich oblasti: krk, ramena alebo ramenné pletence, bed-
rové kiby alebo panvové pletence, stehnové svalstvo; 2. nor-
malne hodnoty svalovych enzymov; 3. sedimentaciu eryt-
rocytov (FW) vyssiu ako 40 mm/h; 4. chybanie opuchu kibov
ruk. PMR je definovana pritomnostou vsetkych Styroch kri-
térii. Za diagnozu podporujice prejavy sa povazuju: zacia-
tok ochorenia vo veku nad 50 rokov, ranna stuhnutost trva-
juca viac ako 30 minut, vyrazna odpoved na malé davky
glukokortikoidov (24). TA sme diagnostikovali na zaklade
tradicnej klasifikdcie ACR (14), ktord pozostava z piatich
kritérii: 1. zaciatok ochorenia vo veku nad 50 rokov, 2. no-
vovzniknuté bolesti hlavy, 3. palpac¢na citlivost alebo osla-
bena pulzacia nad postihnutou temporalnou artériou, 4. FW
vyssia ako 50 mm/h, 5. histologicky dokaz nekrotizujucej
arteritidy s infiltrdtom mononuklearov alebo pritomnostou
granuldmov s velkymi viacjadrovymi bunkami. Vyskyt
troch a viac kritérii ma 93,5 % senzitivitu a 91,2 % Specifi-
citu pre pozitivnu diagnézu TA.

VySetrenie pacientov pozostavalo z anamnézy, fyzi-
kalneho nalezu a nasledujucich pomocnych vysetreni: ront-
genové snimky ruk, noh, ramennych a bedrovych kibov,
ultrasonografické vy3etrenie ramennych kibov, elektromy-
ografické vysetrenie (EMG) — m. deltoideus, m. rectus fe-
moris, neurologické a ocné vysetrenie. U pacientov s po-
dozrenim na TA sme robili biopsiu temporalnej artérie.
Odobrali sme 20-25 mm exciziu cievy, ktort sme nasledne
histologicky spracovali.

Z laboratornych parametrov sme vysetrovali FW, C-re-
aktivny protein (CRP), hemoglobin, leukocyty, trombocy-
ty, laktatdehydrogenazu (LDH), kreatinfosfokindzu (CK),
alkalicka fosfatazu (ALP), reumatoidny faktor (RF) — ur-
Ceny latexovym fixacnym testom, antinuklearne protilatky
(ANA) (29) a protilatky anti-dsDNA - testom ELISA (7).

Tab. 2. LieCba pacientov v ¢ase prijatia na hospitalizaciu.

PMR TA
Pocet nelieCenych pacientov 8 3
Pocet lie¢enych pacientov 10 5
Davka prednizénu pri prijati 10 mg 32,5 mg
do VURCH u lieSenych pacientov  (2,5-60 mg) (0-40 mg)
Trvanie liecby” v Case prijatia 4,5 mes 5 mes
do VURCH (1-60 mes) (1-48 mes)

*Doba od zaiatku podavania prednizénu po prvé vysetrenie vo VURCH

Pocas prvého vysetrenia vo VURCH 22 pacientov z ce-
lej skupiny uzivalo prednizon. U tychto pacientov sme udaje
o klinickych prejavoch ochorenia a vysledky laboratérnych
vySetreni pred zavedenim lie¢by ziskavali anamnesticky
a z prinesenej zdravotnej dokumentacie. U vsetkych pacien-

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 (EMGQG) 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. Treatment of patients on admission to the Institute of Rheu-
matic Diseases (VURCH).

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 VURCH (2.5-60 mg) (0-40 mg)
Duration of treatment” on 4.5 months S months

admission to VURCH (1-60 months)  (1-48 months)

*Time from onset of treatment to first examination in VURCH

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 prijati vySetrili vyssie uvedené laboratdérne pa-
rametre. Pacientom, ktori zacali uzivat kortikoidy az pocas
hospitalizécie vo VURCH, sme na 16. defi lie¢by kontrolo-
vali FW a krvny obraz.

Podla diagnostickych zaverov pri ukonceni hospitaliza-
cie sme pacientov rozdelili do nasledovnych skupin:

1. polymyalgia rheumatica — pacienti, ktori spinali $tyri
hlavné diagnostické kritéria podla Nobunagu (24),

2. polymyalgia rheumatica ako diagndza pravdepodob-
na — pacienti, u ktorych sa vyskytovali prechodné synoviti-
dy, ale ostatné klinické i laboratérne parametre robili dia-
gnézu PMR velmi pravdepodobnou,

3. temporalna arteritida — pacienti s novovzniknutymi
bolestami hlavy, zhrubnutim a palpacnou bolestivostou
postihnutej temporalnej artérie, pozitivnym histologickym
vySetrenim svedc¢iacim o TA, bolestami pri Zuvani a o¢ny-
mi komplikaciami,

4. ostatné diagnoézy - pacienti, u ktorych sa diagnéza
PMR a/alebo TA nepotvrdila.

Vysledky laboratérnych vySetreni sme porovnavali len
u pacientov s PMR a TA, a to vzhladom na dizku trvania
liecby. Rozlisovali sme skupinu ,,nelieCenych® pacientov
s PMR a TA, ktori pri prijati do VURCH neuzivali kortiko-
idy, a ,,liecenych pacientov s PMR a TA, ktori prisli na-
staveni na lie¢bu prednizénom. Porovnali sme vysledky pred
zacatim liecby u vsetkych pacientov s vysledkami namera-
nymi pri prijati u ,lieCenych® a po 16 dioch liecby
u ,neliecenych® pacientov. Vysledky su uvedené v media-
noch. Dal3ie §tatistické hodnotenie sme nerobili.

VYSLEDKY

V skupine 40 pacientov sme diagnézu PMR uréili u 18
pacientov a TA u 8 pacientov (tab. 1). V popredi klinické-
ho obrazu PMR boli bolesti svalstva krku a pletencov. Dva-
japacienti udavali jednostrannu bolestivost ramenného ale-
bo panvového pletenca, pri su¢asnom symetrickom
postihnuti opa¢ného pletenca. U ostatnych pacientov bolo
postihnutie svalovych skupin symetrické. Subfebrility mala
takmer polovica pacientov. U Styroch pacientov sa prechod-
ne vyskytli synovitidy periférnych kibov, ktoré ustupili pri
aplikovanej lie¢be (tab. 3). Na rontgenovych snimkach boli
u vSetkych pacientov osteoartrotické zmeny, len u jednej
,lieCenej* pacientky sme zistili oligoartikularne erdzie
v pravom zapasti, pricom pacientka mala negativnu anam-
nézu opuchov alebo bolesti kibov. U 12 pacientov (7 ,,nelie-
genych®, 5, lieGenych®) sme vySetrili ramenné kiby aj ultra-
sonograficky. Vypotok bol pritomny u 6 pacientov, dvaja
z nich uz boli ,,lieeni* prednizénom pocas 3 a 8 mesiacov,
davkou 10, resp. 7,5 mg. Jedna ,,nelieCena” pacientka mala
na emg zdzname obraz periférnej neurogénnej 1ézie. U ostat-
nych pacientov sme nepozorovali patologické nalezy.

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 simultancous
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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Tab. 3. Klinicky obraz PMR.

Tab. 3. Clinical picture of PMR.

Pocet pacientov 18
Pomer Zeny/muzi 15/4
Zaciatok ochorenia vo veku 70
Teploty 8
Chudnutie 9
Ranna stuhnutost 15
Bolesti a stuhnutost ramien 17
a ramennych pletencov
Bolesti a stuhnutost bedrovych kibov 17
a panvovych pletencov
Opuchy” 4
kolena 1
zapdstia 1
PIP 2
MCP 1
ramenda 1

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
Wwrists 1
PIP 2
MCP 1
arms 1

*U jednej pacientky boli opuchnuté dve skupiny kibov

TA sme zistili u 8 pacientov a u 7 z nich aj histologicky
verifikovali. Tri pacientky boli ,,nelie¢ené®, ostatni uzivali
prednizén (tab. 2). V popredi klinickych tazkosti boli bo-
lesti hlavy, lokalizované najmé do temporalnej oblasti a zhor-
Senie zraku. Dvaja pacienti mali v klinickom obraze pritom-
né aj prejavy PMR. U prvej pacientky sa priznaky oboch
ochoreni manifestovali sucasne, u druhého pacienta prejavy
TA predchidzali PMR. Styria pacienti oslepli (tab. 4).

Tab. 4. Klinicky obraz TA.

“In one patient two groups of joints were swollen

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. 4. Clinical picture of TA.

Klinické prejavy Pocet pacientov

Clinical picture Number of patients

bolesti hlavy
zhorSenie zraku
diplopia
oslepnutie
bolesti pri zuvani
ubytok hmotnosti
teploty

PMR

N = NN B =

headache

vision impairment
diplopia

vision loss

pain at mastication
weight loss

fever

PMR

N = NN A =

U jednej pacientky sa na 5. den trvania tazkosti zacal zhor-
Sovat vizus a na 10. den doslo k oslepnutiu pravého oka.
Druha pacientka oslepla na obidve o¢i v priebehu 3 dni od
zaciatku ochorenia. U treticho pacienta s anamnézou 2
mesiace trvajucich bolesti hlavy doslo po 4 tyzdnoch lieCby
20 mg prednizonu k strate zraku na pravom a po 7 diioch
i na Tavom oku. Na o¢nom pozadi tychto pacientov bola
ischemicka neuroretinopatia. Stvrty pacient nahle oslepol
na pravé oko a nalez na o¢nom pozadi v tom ¢ase bol sus-
pektny pre embolizaciu do artéria centralis retinae. Biopsia
temporalnej artérie nebola zrealizovana. Pacient neuZzival
kortikoidy. Po dvoch rokoch od oslepnutia sa manifestovali
prejavy PMR a nasledujtcich 5 rokov pacient uzival 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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nizén. V obdobi prijatia do VURCH pretrvavalo oslepnutie
pravého oka, inak pacient neudaval ziadne tazkosti, ani po-
ruchy vizu na druhom oku. Nélez na o¢nom pozadi svedcal
pre prebehnutt ischemizaciu optického nervu. U pacien-
tov s TA bez straty zraku boli na o¢nom pozadi zmeny ty-
pické pre angiopatiu pri hypertenzii, u jednej pacientky aj
s preriednutim sietnice alebo normalny nalez.

V laboratérnom obraze dominovali u vsetkych pacien-
tov vysoké hodnoty FW a CRP. Vysetrenim krvného obra-
zu sme zistili anémiu a trombocytozu. Reumatoidné fakto-
ry boli v nizkych titroch pritomné u 4 pacientovs PMR a vo
vysokom titri u 1 pacienta s TA. Na rontgenovych snim-
kach periférnych kibov boli len osteoartrotické zmeny.
U troch ,,neliecenych pacientov s PMR sme zistili nizke
hladiny ANA protilatok. Anti-dsDNA protilatky boli u vset-
kych pacientov negativne. Po 16 dioch uzivania kortikoi-
dov FW klesla o viac ako polovicu, mierne stupol hemo-
globin a doslo k poklesu hladin trombocytov pri porovnani
s hodnotami pred zaciatkom liecby. Nezistili sme podstat-
nejsie rozdiely v jednotlivych parametroch medzi skupinou
pacientov lieCenou 16 dni a skupinou lieCenou v priemere
4,5 mesiaca (obr. 1-4).
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Obr. 1. FW pred liecbou a pocas lie¢by prednizonom.

Fig. 1. Erythrocyte sedimentation rate before and during prednisone
treatment.
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Obr. 2. Hemoglobin pred liecbou a pocas liecby prednizéonom.
Fig. 2. Hemoglobin before and during prednisone treatment.

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).
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Obr. 3. Pocet trombocytov pred liecbou a pocas liecby prednizonom.
Fig. 3. Thrombocyte count before and during prednisone treatment.
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Obr. 4. Hladina CRP pred liecbou a pocas liecby prednizénom.
Fig. 4. CRP level before and during prednisone treatment.
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Viac ako polovica pacientov s PMR alebo TA v Case
prijatia na hospitalizaciu uz uzivala kortikoidy a u jedné-
ho pacienta s TA bola tato liecba ukoncena (tab. 2). Po-
¢iato¢na davka prednizénu podaného pacientom s PMR
pred prijatim do VURCH bola priemerne 20 mg (10-60
mg), ale traja pacienti dostali prednizén vo vyssej davke.
Uvodna davka prednizénu podana vo VURCH ,neliede-
nym® pacientom nepresahovala 20 mg (median 15 mg,
interval 10-20 mg). Pri tejto liecbe sa v priebehu niekol-
kych dni vyrazne zlepsil celkovy stav. ,,Lieceni* pacienti
nemali pocas prvého vy3etrenia vo VURCH uz Ziadne sub-
jektivne tazkosti.

Styria pacienti s TA boli pri prijati ,,lieeni* predni-
zonom a u jedného bola liecba ukoncend. U pacientky
bez anamnézy ocnych tazkosti sa liecba zacala davkou
20 mg prednizonu. Pacientka s poruchami vizu, ale bez
oslepnutia, dostala prednizén v uvodnej davke 50 mg.
Tretia pacientka s anamnézou nahlej straty zraku uziva-
la pocas prvych dni ochorenia len lieky s vazodilatac-
nym a antiagrega¢nym ucinkom, lie¢ba vSak nemala vy-
raznejsi efekt. Prednizén bol podany az mesiac po
zaciatku tazkosti v davke 20 mg denne. Pri tejto liecbe
doslo k miernemu zlepSeniu vizu. Tri mesiace od oslep-
nutia sa davka zvysila na 40 mg, ale uz bez podstatnejsej
zmeny o¢ného nélezu. U $tvrtého pacienta sa lieCba kor-
tikoidmi zacala 2 tyzdne od zaciatku tazkosti v davke 20
mg prednizénu. Po mesiaci lie¢by doslo k strate zraku
postupne na oboch ociach a davka bola zvySend na 30
mg. Po 4 mesiacoch od oslepnutia pacient dostal pulznu
liecbu metylprednizolénom (v davke — prvy deit 500 mg
a nasledujuce dva dni 1000 mg intravendzne), ale ani po
tejto liecbe nedoslo k zlepSeniu zraku. U pacienta s roz-
vojom PMR dva roky po nahlej strate zraku sme v doku-
mentacii zistili, Ze prednizénom bol lieceny az pri obja-
veni sa priznakov PMR v uvodnej davke 60 mg
prednizonu. Davka bola postupne znizovana podla cel-
kového stavu a po 5 rokoch sa liecba ukoncila. Pocas
tohto obdobia nedoslo k relapsu ochorenia ani zhorse-
niu zraku na druhom oku. Tri pacientky boli ,,neliecené*
a lie¢ba kortikoidmi sa zagala vo VURCH. U jednej pa-
cientky so subjektivnym pocitom zhorSenia zraku, ale ob-
jektivne bez poruchy vizu sme podali prednizén v davke
40 mg. U druhej pacientky s nahlou stratou zraku na jed-
nom oku sme lieCbu zacali pulzami metylprednizolénu
v davke 250 mg intravendzne po dobu Styroch dni a po-
kracovali v perordlnom podavani prednizénu v davke 20
mg denne. Pri tejto liecbe doslo k miernemu zlepSeniu
vizu na postihnutom oku, pricom druhé oko zostalo ne-
poskodené. Tretia pacientka s TA a prejavmi PMR do-
stala v ivode 20 mg prednizonu, nasledne s ustupom
tazkosti a pocitom zlepsSenia zraku pri tejto liecbe.

U Styroch pacientov sme na zéklade klinického nale-
zu stav uzavreli ako PMR - diagndéza pravdepodobna

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 liecbe prednizénom sme 3 pacientom pridali antima-
larikd a jednému sulfasalazin. Trom pacientom s TA kom-
plikovanou so stratou zraku sme pridavali k prednizonu
cyklofosfamid.

U 14 pacientov sme PMR alebo TA pocas hospitaliza-
cie vo VURCH nepotvrdili. Diagndzy, s ktorymi boli pa-
cienti prepusteni, su v tabulke 5.

Tab. 5. Ostatné diagnézy pri prepusteni z VURCH.

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.

Tab. 5. Other diagnoses on discharge from VURCH.

Diagnéza Pocet pacientov

Diagnosis Number of patients

séropozitivna RA

séronegativna RA

generalizovana osteoartrdza
vertebrogénny algicky syndrom

difuzna idiopaticka skeletdlna hyperostoza
myoziticky syndrom

chronické myalgie nezndmej etioldgie
polytenomyalgia pri hyperostoze

— N =N = W NN

seropositive RA

seronegative RA

generalized osteoarthrosis

vertebrogenic algesic syndrome
disseminated idiopathic skeletal hyperostosis
myositic syndrome

chronic myalgia of unknown origin
polytenomyalgia in hyperthyroidism

—_— N = N = NN

DISKUSIA

PMR sme na zaklade klinického priebehu, laborator-
nych vySetreni a odpovede na lie¢bu kortikoidmi potvrdi-
li u 14 pacientov. Klinicky obraz ochorenia sa nelisil od
v§eobecne znamych prejavov popisanych v literature.
U vSetkych pacientov s PMR v nasom subore bolo pri-
tomné symetrické postihnutie aspon jedného z pletencov.
Diagnézu PMR vsak nemozno vylucit ani v pripade asy-
metrickej bolesti v oblasti ramennych alebo bedrovych
kibov (9). Jednym z diagnostickych kritérii pre PMR v na-
mi pouzitej klasifikacii (24) je chybanie opuchu kibov ruk.
V ingj klasifikacii toto kritérium nie je zahrnuté (4). PMR
sa moze niekedy manifestovat aj pritomnostou synovitidy,
ktora postihuje najmi kolend a zapistia (1, 12), ale moze
byt pritomna aj na ramenach, sternoklavikularnych kiboch
a drobnych kiboch ruk (17). Typickym prejavom st pr-
chavé, benigne zmeny na velkych kiboch (16). Aj ked kor-
tikoidy velmi rychlo potlacia klinické prejavy PMR, ak-
tivna synovitida mozZe u niektorych pacientov pretrvavat
dlhsie. V nasom stubore sme ultrasonografickym vySetre-
nim ramennych kibov zistili vypotok u dvoch pacientov,
ktori boli uz niekolko mesiacov lie¢eni prednizénom. Na-
zory na pritomnost erézii v postihnutych kiboch su proti-
chodné. Malé erézie sternoklavikularneho kibu detegova-
né sternoklavikularnou tomografiou opisali Paice a spol.
(26) u 11 pacientov s PMR. Podobny nélez u jedného pa-
cienta pozoroval aj Chou (17). V naSom stbore mali 4
pacienti pred podanim kortikoidov pritomné prchavé opu-
chy periférnych kibov. U Ziadneho z nich sme nezistili
erozie. Kedze v buducnosti nemézeme jednoznaéne 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 theumatoid arthritis
(RA) could not be excluded, these patients were discharged
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lucit vyvoj reumatoidnej artritidy (RA) prepustili sme tych-
to pacientov so zaverom PMR-diagndza pravdepodobna,
napriek tomu Ze synovitidy ustupili po zacati liecby pred-
nizénom. Tito pacienti vSak vyzaduju dalSie sledovanie,
pretoZze RA sa m6ze manifestovat v dalSom priebehu ocho-
renia. Na tento fakt treba mysliet najmé v pripade pretr-
vavania synovitidy pri sucasnej liecbe kortikoidmi (1).
U jednej pacientky bez anamnézy synovitidy sme nasli
oligoartikularne erézie v pravom zapisti. PretoZe iSlo o pa-
cientku s charakteristickym priebehom PMR, povazovali
sme erdziu za koexistujuci nalez pri zdkladnom ochoreni.

Zavaznej$im ochorenim ako PMR z hladiska priebehu
1 vlastnej prognézy je TA. Medzi jej najcastejSie kompli-
kacie patria poruchy zraku. Calamia (5) v subore 100 pa-
cientov s TA opisal oéné komplikacie u jednej tretiny. Str-
nasti z nich oslepli. U vdéSiny tychto pacientov
predchadzali trvalej strate zraku prodromalne tazkosti ako
diplopia, rozmazané videnie alebo prechodné oslepnutie
(amaurosis fugax). Tieto prejavy sa povazuju za varovné
priznaky hroziacej straty zraku. Oneskorenie zacatia liec-
by modze mat vazne nasledky pre pacienta. V praci Fonta
a spol. (10) sa z 33 pacientov s TA 65,2 % uz 3 mesiace
pred oslepnutim stazovalo na minimalne 2 z klasickych
kranialnych symptédmov a dlhsie ako 72 hodin na varovné
ocné priznaky. Aj v naSom subore u pacientky s nahlou
stratou zraku sa lie¢ba prednizonom zacala az mesiac po
oslepnuti. U tychto pacientov oneskorena diagndza a liec-
ba zakladného ochorenia mohla byt pricinou oslepnutia.
Niekedy dochadza ku strate zraku kratko po objaveni sa
prvych tazkosti, ¢asto aj bez prodromalnych priznakov.
U tychto pacientov sa predpoklada zvysSena predispozicia
k vzniku ischemickych komplikacii (10). Menej Casto sa
stretdvame so zhorSenim zrakovych funkcii u pacientov
uz lieCenych prednizénom. Napriek liecbe kortikoidmi
moze dojst k progresii poruchy zraku na uz postihnutom
oku, alebo k zhorSeniu az strate zraku na druhom oku (5,
10, 27). Predpokladanou pri¢inou méze byt uz uvedena
predispozicia pacienta k vzniku ischemickych komplika-
cii alebo nedostatocna davka prednizénu v tivode liecby.
Cid a spol. (8) retrospektivne Studovali 200 pacientov s TA,
s ciefom opisat klinické a laboratdrne parametre, na za-
klade ktorych by sa dala vyclenit skupina pacientov s vy-
sokym rizikom kranialnej ischémie. 32 pacientov malo ire-
verzibilné kranidlne ischemické komplikacie. Tito pacienti
udévali mensi ubytok hmotnosti, nizsi vyskyt teplot, cas-
tejsie prechodnu diplopiu a amaurosis fugax. V laboratdr-
nom obraze mali niz§iu sedimentaciu erytrocytov a kon-
centraciu hemoglobinu. Na zaklade tohto pozorovania
predpokladali, Ze vysoka zépalova aktivita je spojend s niz-
kym rizikom vyvoja ischemickych komplikacii u pacien-
ta. Fakt, Ze kortikosteroidy zniZuju zapalovu aktivitu, a tym
by paradoxne zvySovali riziko pacienta k vzniku ischemic-
kych zmien, vysvetluji komplexnym u¢inkom 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 kazdom stupni imunitnej odpovede a naslednym
prospesnym efektom lieCby pre pacienta (8). Jednym
z moznych vysvetleni by v§ak mohlo byt i to, Ze pacienti
s vysokou zapalovou aktivitou a celkovymi priznakmi
dostavaji v ivode ochorenia agresivnejsiu liecbu, a tym
maju i menej ischemickych komplikacii. TA prebieha
samostatne alebo spolu s PMR. Prejavy tychto ochoreni
sa mozu zacinat sucasne, alebo zaciatok PMR predchadza
TA a naopak (18). Pritomnost oboch sme zistili u dvoch
pacientov. U prvej pacientky sa prejavy obidvoch ochore-
ni vyvijali si¢asne, u druhého pacienta sa PMR objavila
az dva roky po oslepnuti, ktoré bolo velmi pravdepodob-
ne podmienené TA. Biopsiu temporalnej artérie sme robi-
li len u tych pacientov s PMR, u ktorych sme na zaklade
anamnézy mali podozrenie na pritomnost TA. Podla lite-
ratiry m6zu mat pozitivnu biopsiu temporalnej artérie aj
pacienti s PMR, ktori nemaju Ziadne klinické prejavy TA.
V praci Bengtssona (3) malo 21 zo 67 pacientov s PMR
bez akychkolvek symptomov z temporalnej oblasti a kli-
nickej manifestacie postihnutia temporalnej artérie histo-
logicky dokaz arteritidy. Podobny néalez u 6 pacientov
opisal Calamia (5). Na druhej strane v§ak negativny histo-
logicky nalez na temporalnej artérii u pacientov s klinic-
kym obrazom TA nevylucuje diagnézu zakladného ocho-
renia. Preto je biopsia temporalnej artérie u pacientov
s PMR bez podozrenia na TA velmi diskutabilnd, pretoze
v pripade jej negativneho nalezu je vysledok velmi tazko
interpretovatelny.

V laboratérnom obraze oboch ochoreni dominuje vy-
soka zapalova aktivita charakterizovand vysokou FW
a CRP. Sucasne u vic¢siny pacientov byva pritomna nor-
mochromna alebo hypochréomna anémia a zvySeny pocet
trombocytov (5, 6, 19, 24, 28). U vsetkych nasich pacien-
tov sa vyskytli podobné nalezy. U 4 pacientovs PMR sme
zistili nizke titre reumatoidnych faktorov. Pritomnost ne-
signifikantnych hladin RF opisali aj dalsi autori (17, 24).
Pricina vysokého titra RF u jedného pacienta s TA je ne-
znama. Traja ,nelieéeni* pacienti s PMR mali pozitivne
ANA v nizkych titroch, nemali vSak pritomné Ziadne z kli-
nickych alebo ostatnych laboratédrnych parametrov, ktoré
by svedcili o systémovom lupus erythematosus. Vyskyt
ANA protilatok sa opisuje aj v zdravej populdcii Iudi vys-
Sieho veku (20).

Zakladom liecby oboch ochoreni su kortikosteroidy.
Nézory na to, akd ma byt uvodna davka, ako sa ma redu-
kovat a kedy liecbu ukoncit, nie st jednotné, a preto ne-
existuje ziadny Standardny postup. Prili§ mald davka
ohrozuje pacienta vznikom komplikacii, na druhej stra-
ne vsak prili§ vysoka davka a dlhotrvajuca lie¢ba ohroz-
uje pacienta mnozstvom vedlajsich ti¢inkov. Rizikovymi
faktormi pre ich vznik st vysoky vek, Zenské pohlavie,
vysSia ivodnd a vyssia kumulativna davka 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). Podla viacerych autorov inicidlna davka pred-
nizénu pri PMR je 10-15 mg na den (12, 21). Behn (2)
a spol. povazuju za postacujucu davku 10 mg prednizo-
nu. Priemerna tvodnéd davka podana ,,nelieCenym® pa-
cientom s PMR vo VURCH bola 15 mg. Pacienti, u kto-
rych bola zavedend lie¢ba kortikosteroidmi este pred
hospitalizaciou, dostali prednizén vo vyssej davke.
U vsetkych nasich pacientov po zacati lieCby rychlo ustu-
pili subjektivne tazkosti. KedZe sme nezistili podstatnej-
§irozdiel v laboratdrnych parametroch na 16. den liecby
pri porovnani s hodnotami nameranymi po 4,5-mesac-
nej liecbe, predpokladame, Ze uvodna davka 15 mg pred-
nizénu sta¢i na potlacenie aktivity nekomplikovanej
PMR. Vyraznejsie rozdiely st v ndzoroch na uvodnu dav-
ku kortikoidov pri TA. Vcas podana dostato¢na davka
prednizonu zlepSuje progndzu pacientov s TA (10, 25).
Casto sa v tychto pripadoch podavaju vyssie Startovacie
davky prednizonu - 40-60 mg (15, 21). Ini autori po-
kladaju za adekvatnu tvodnu davku 20 mg prednizonu
(2, 22). 20 mg prednizonu dostala v Gvode liecby TA
véicsina pacientov z nasho suboru a pri zhorSeni nalezu
sa davka zvysila, no bez vyraznejSieho efektu. Postihnu-
tie jedného oka u pacientov s TA je urgentnou situaciou,
ktora vyzaduje neodkladné podanie kortikosteroidov
v snahe predist poSkodeniu druhého oka (3). O tspechu
liecby nas informuje predovsetkym ustup subjektivnych
tazkosti, zlepSenie objektivneho nalezu a pokles humo-
ralnej aktivity. Sedimentécia erytrocytov vSak nie je uni-
verzalnym indikdtorom adekvatnosti liecby. Rosenfeld
(27) opisal pacientku s TA a oslepnutim pravého oka,
u ktorej pri lie¢be kortikoidmi sice klesli hodnoty FW,
ale progredovalo zhorSovanie zraku na druhom oku, kto-
ré sa zastavilo azZ pri parenteralnej liecbe vysokymi dav-
kami metylprednizolénu. Predpoklada sa, Ze parenteral-
na liecba metylprednizolénom u pacientov s TA
a ocnymi komplikaciami je uspesna, ked je podana do
36 hodin od straty zraku (27). VSetkym pacientom s po-
ruchami zraku sme do dlhodobej lie¢by pridali cyklo-
fosfamid. Existuje viac prac, v ktorych v snahe znizit
davku kortikosteroidov sa kombinuje prednizén s meto-
trexatom (13) alebo dapsonom (23).

Zaverom mozno povedaf, Ze u pacientov s PMR stacia
pre kontrolu ochorenia nizsie davky prednizonu. Terapeu-
ticky postup u pacientov s TA musi byt individualizovany
podla zavaznosti ochorenia. V pripade néhleho zhorSova-
nia sa zraku treba podavat glukokortikoidy intravenozne.
Pravidelné kontrolovanie stavu pacienta a nasledna uprava
liecby moéZe na jednej strane znizit riziko ocnych kompli-
kacii a na strane druhej minimalizovat vyskyt neziaducich
ucinkov 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 aftera 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 withouta 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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