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Abstract

The systemic lupus erythematosus (SLE) is an autoimmune
disease which associated with numerous immunologic aberra-
tions, ranging from abnormalities of antibody production to
the impairment of cellular immunity. These patients have an
increased susceptibility to various microbial infection and
herpes zoster infection is one of the most common infection
observed in SLE patients. It seems paradoxical that herpes
zoster infection is frequently found in SLE patients during
an inactive phase rather than an active phase of the disease
in which cell-mediated immunity is severely rdefective.
Although, it was reported that SLE patients who were in an
active stage of the disease had interferon (IFN} level in
their sera relatively higher than those of the patients who

were in an inactive stage, no one has studied an association




iii
of serum IFN levels and the occurrence of herpes zoster

infection in these patients.

This study was undertaken in an effort to analyse the
interrelationship of serum IFN levels and disease activity in
relation to the occurrence of herpes zoster infection in SLE
patients. Three hundred and ninety serum taken from 118 SLE
patients at various stage of the diseaze were assayed for IFN
levels by cytopathic effect (CPE) ~inhibition method. Serum IFN
titer of SLE patients at each stage of the disease was
compared to those of healthy control subjects. It ﬁas found
that serum IFN titer of SLE patients at any stage of the
disease was significantly higher than those of healthy control
subjects (p<0.001). In addition, serum IFN titer in SLE
patients was directly correlated with severity of the disease
ie serum IFN titer was gradually increased when the disease
was progressively changed from an inactive (AO) SLE to mildly
active (Al), moderately active {A,) and severely active (A3)
SLE respectively. This study was also evaluated the effect of
prednisolone treatment on serum IFN level in SLE patients. The
data indicated that treatment of SLE patients with either low
or high dosage of prednisolone had no effect on the level of
serum IFN of SLE patients in Ag. A, and A, groups. However,
the inhibitory effect of prednisolone both low and high dosage

was observed clearly in the patients of A3 group who were in
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the most severe stage of the.disease. Furthermore, this study
had analysed the incidence of herpes zoster infection in sSLE
patients and the pattern of Serum IFN levels of SLE patients
who developed herpes zoster infection (SLE-HZ) at each stage
of the disease. The results showed that 8.5% (11 out of 129)
of SLE patients had developed herpes zoster infection and
these patients hag an extraordinarily 1low level of IFN in
their sera and serum IFN level was not correlated with
¢linical disease activity-as demonstrated in those patients
who were not developed herpes zoster infection..In addition,
serum IFN titer was further dropped down at the time before
herpes zoster lesion was cbserved. However, serum IFN titer
was rapidly raised up to a very high titer right after the
lesion haqg developed and then the IFN titer was gradually

decreased to the low level again.

In conclusion, serum IFN level in SLE patients was
significantly higher than those of healthy control subjects
and their serum IFN titer were directly correlated with
c¢linical disease activity. Aan inhibitory effect of pred-
nisolone treatment on serum IFN level was observea only when
the patients were in A3 stage but not in A2, Al and AO stages.
.SLE patients who developed herpes Zoster infection had an
€Xtraordinarily low level of IFN in their sera and IFN level

Was not correlated with disease activity.
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