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Hypothesis
Herpes zoster (figure 1) is caused by a reactivation of residual varicella zoster virus (VZV) which remains latent in the nerve
ganglia, after primary chicken pox. Zoster or girdle refers to occurrence of the disease in a segmental distribution. Whereas the
majority of cases of chicken pox occur in the younger age group, old age is a major risk factor for herpes zoster. It is usually
accompanied by pain, the persistence of which is a problem especially in elderly patients. The disease occurs in a severe form
in immunocompromised individuals [1,2].

Figure 1: We observed in many immunocompetent people a negative emotional event between fourteen and twenty-one days
before the onset of zoster.
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The infection usually presents as two distinct entities: chickenpox (the primary infection) and herpes zoster (also known simply
as zoster), a secondary condition. Primary VZV infection typically manifests in children as chickenpox. It is highly contagious
but is usually benign, a seasonal viremia that tends to occur in epidemics. Chickenpox is characterized by a generalized rash
that begins as maculopapular lesions and progresses to vesicles that spread to the extremities, accompanied by fever [3]. Adults
tend to be more seriously ill than children, and they experience more complications.
Infection with varicella zoster virus (VZV) was first documented in the writings of ancient civilizations as a vesicular rash of
unknown causes. A relationship between herpes zoster and chickenpox was suggested in 1888 and was finally proven in the
1950s. Since then, much progress has been made in preventing and treating the disease with the introduction of a live attenuated
vaccine in 1974, treatment with acyclovir in the 1980s, and complete DNA sequencing in 1986, all of which may ultimately
lead to the eradication of VZV infection [4].
Before the use of pediatric vaccines in the U.S., more than 90% of Americans had chickenpox before the age of 20 [5]. After a
VZV infection resolves and immunity develops, latent virus persists in the dorsal root ganglia [6].
Well-recognized risk factors for herpes zoster (HZ), commonly known as shingles, are age and immunosuppression. Numerous
studies have investigated other risk factors for HZ in recent years [7] but we believe that more research is needed to better
understand additional risk factors.
The annual incidence of herpes zoster ranges from 1.3 to 4.8 per 1000 population [8]. Any person who has previously had
chickenpox is at risk of Zoster. Once we recover from the disease, the virus can integrate into the nervous system and become
inactive or “dormant” for many years, but with time it can reactivate, move through the nerves and develop Zoster. However,
not every person who has had chickenpox presents Zoster. It is not clearly understood why Zoster develops, but it might be due
to a decrease in the immunity against infections that occur as we age. Zoster seems to happen more frequently in aged adults
and people with a weak immune system.
The already accepted and well-known factors that increase the risk of zoster include: 1) age (higher risk in older patients), 2)
diseases that weaken the immune system such as AIDS or cancer, 3) radiation or chemotherapy, which also weaken the immune
system and 4) therapeutic drugs used to decrease the rejection of organs, as well as the prolongued used of steroids such as
prednisone. All these risk factors have in common that they affect patients with an already compromised or depressed immune
system.
However, in clinical settings, we have less knowledge and awarenes of the “provoking” factors in immunocompetent patients,
or individuals with non-compromissed immune systems. Hope-Simpson [9] and Ragozzino et al. [10] believed that HZ is
classically associated with physical stress. Brànisteanu et al. [11] found an association between the erythematous form of
shingles and young age, while the hemorrhagic or necrotic forms were present in the elderly and/or ill patients. Additionally,
in a study of 100 cases, only twelve patients had one or more of the suspected provoking factors. Among them, six were
diabetic, four were on steroids, one patient had cancer with chemotherapy and one had an hysterectomy just prior to HZ [12].
In some cases, it has been even suggested the effect of psycologically stressful life events as risks for zoster. Schmader et al.
[13] conducted a case‐control study of zoster and self‐reported recent negative life events and major changes in spousal
relationships. These authors found that whereas patients with herpes zoster experienced the same types of life events in the
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year preceding the illness as did the control subjects, recent events perceived as stressful were significantly more common
among patients with zoster [2]. These results provide supportive evidence that stressful life events may be risk factors for the
reactivation of varicella‐zoster virus.
Over our years of clinical experience, we have been able to observe also an association between HZ and sudden emotional
events of a negative nature, in immune-depressed patients. These personal events would generally happen two or three weeks
before the beginning of symptoms of zoster. We believe that it is very challenging to study or identify the specific cause of this
outbreak if it is considered by physicians under the generic term of “stressful life events”.
We specifically describe as a “sudden emotional event” any personal experience that happens in an abrupt and non-expected
way, affecting the psychological well being of the patient in a very strong negative way. Our experience is showing us that
patients considered immuno competent but suffering from HZ, have had a negative emotional event fourteen to twenty-one
days before the appearance of zoster. Their negative events consisted of lived experiences that they described to us as very
emotionally negative, such as “getting news about a cancer diagnosis, an accident or the death of a loved one”, “getting news
about the rape of a loved one”, “getting news about losing a job”, “having to go back to work after a stressful situation “or
“being present during a car accident or the killing by accident of someone”. These are some of the examples of their descriptions
to us, which have always one factor in common: a sudden and intense unexpected, negative emotional response.
We have currently started a prospective study to try to confirm or refute our hypothesis.
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