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Introduction

Giant Cell Artritis (GCA) is an unpleasant condition that can cause
serious complications. The standard treatment involves the prolonged
use of steroids which in itself causes problems. Because of the published
evidence of the involvement of the Herpes zoster virus with GCA,
treatment with a large dose of acyclovir was tried. The treatment was
successful and after a few days all symptoms of GCA had disappeared.

Polymyalgia rheumatic was first identified as a distinct disease
some 130 years ago; however, the aetiology is still uncertain. It has been
observed that the incidence of PMR appears to follow a cyclical pattern
and that there is seasonal variation Smeeth [1]. These observations,
together with the fact that there is recovery from a general inflammation
response, was thought to be indicative of an infectious aetiology. Many
authors have suggested the possibility of a viral cause [2]. However
there have been a number of studies looking for a viral involvement
without success [3-7].

It has been observed that PMR and Giant cell artritis are often
co-incidental [8-9]. Cantini suggested that the epidemiology of PMR
and GCA is such that they are linked, but a cause has not been found.
Smeeth found a remarkable correlation between the incidence of PMR
and GCA. A statistical analysis by Salvarani showed that the frequency
of the association was way above what would be expected by chance
[10]. Rooney quoted figures showing that 15% of PMR sufferers also
have Giant cell artritis while 55% of GCA sufferers also have PMR [11].
In 2015 Gilden determined the prevalence and distribution of Varicella
zoster virus in biopsies taken from temporal arteries of patients with
GCA. This was confirmed by Gilden who did a blinded search for VZV
in GCA positive patients, it was found that 78% of the temporal artery
biopsies from patients with GCA had Varicella zoster virus in the
cells [12-13]. Gilden also confirmed presence of VZV in muscle cells
attached to the temporal artery and proposed that VZV is the cause
of GCA [14]. In cases of GCA where biopsies were negative for VZV,
Nagel identified the presence of VZV antigens [15].

Case notes

The patient, a retired virologist, reported with the classical
symptoms of PMR, shoulder stiffness and weakness of both anterior
and posterior thigh muscles. The erythrocyte sedimentation rate was
70mm/hr and the C-reactive protein 12mg/l. A dose of 15mg/day of
prednisolone was prescribed. The day after the first dose, all symptoms
had disappeared. The patient continued on 15mg/day for 3 weeks then
reduced dose of prednisolone to 12.5 mg/day for 3 weeks then reduced
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to 10mg/day. The patient then developed classical symptoms of Giant
Cell Artritis; swollen and painful temporal arteries and painful jaw
claudication with swollen and very painful sub mandibular and parotid
lymph glands. The ESR was 73mm/hr. and the CRP 29mg/l. The dose
of prednisolone was immediately restored to 15mg/day. It was decided
to treat the presumed viral cause with a large dose of aciclovir.”® The
dose prescribed was 5 x 0.8g aciclovir/day for five days. After four days
all the above symptoms had disappeared. After five days the dose was
reduced to 1 x 0.8g/day. However four days later all symptoms had
reappeared. The aciclovir dose was changed to 4 x 0.8g/day for seven
days and then continued at 2 x 0.8g/day for 8 weeks. Again, after four
days all the painful symptoms of GCA had disappeared, the swollen and
hard temporal arteries returned to normal over the course of four to six
weeks and the ESR dropped to 17mm/hr. The symptoms of GCA have
not reappeared 9 months after stopping the antiviral. In this time the
steroid dose has been gradually reduced to 5mg/day of prednisolone.

The male patient was age 79, weighed 88kg and had no condition
that would predicate against a high dose of acyclovir.

Discussion

Because of the suspicion that Varicella zoster is linked to the
cause of GCA and that because of the proven association of GCA and
Polymyalgia rheumatica, it seems that there is an unexplained link
between GCA and PMR and by implication between VZV and PMR.
Because of this, a number of the above authors have recommended the
addition of an antiviral drug to the standard steroid treatment of GCA
and PMR. Aciclovir has also been used on patients who had relapsed
after six months of steroids. Another antiviral, famcyclovir has also
been used at the same time as the steroid treatment [11].

The antiviral activity of acyclovir is limited to members of the
Herpes virus family. It shows potent antiviral activity against Herpes
simplex types 1 and 2 and the Varicella Zoster virus. The rapid
improvement in the GCA symptoms in the patient concerned, would
also point to the involvement of VZV in GCA. However in order to
prove causality, it would be necessary to run a trial using steroids plus
acyclovir versus steroids alone, in biopsy proven presence of VZV in
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cases of GCA. The problem with this is, that a temporal artery biopsy
is of no direct benefit to the patient and therefore difficult to justify. In
the case reported, the patient refused permission and as the symptoms
were classical for GCA a biopsy was not thought to be necessary.

Because acyclovir is well tolerated and does not have the problems
that occur when reducing the level of prednisolone, it would be of great
benefit, if it were to become the treatment of first resort for Giant Cell
Artritis.
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