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Fig. 1 Clinical course.

After the improvement of pneumonia and sepsis, the patient showed a recurrence of fever, followed by seizures, disorder of consciousness

and exacerbation of left hemiparesis. The CSF examination demonstrated a pleocytosis, which suggested the recurrence of herpes simplex

encephalitis. We treated the patient with acyclovir. The positive results of HSV-PCR came out, which confirmed the diagnosis of HSE. His clinical

symptoms and signs gradually improved. NA: noradrenaline, MEPM: meropenem, CTRX: ceftriaxone, PSL: prednisolone, LEV: levetiracetam,
VPA: valproic acid, PB: phenobarbital, fPHT: fosphenytoin, CSF: cerebrospinal fluid.
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Fig. 2 The findings of brain MRI.
A, B, C: The axial sections of fluid-attenuated inversion recovery (FLAIR) images. Fig. 2A is the image obtained in April 2015, when the patient

made a recovery from the first episode of herpes simplex encephalaitis (HSE). In Fig. 2B taken on the day 4 after his admission due to the

second episode of HSE, hyperintense lesions in the right frontal and temporal areas had expanded. These lesions further expanded on Fig. 2C,
taken on Day 13. D, E, F: The axial sections of gadolinium-enhanced T;WI (GdT,WI) images. Fig. 2D is the image obtained on the day 13.
The gadolinium-enhanced lesions mainly located in the right frontal area became exaggerated on the day 17 (Fig. 2E), which showed an

improvement on the day 25 (Fig. 2F).
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Abstract

A 64-year-old male with recurrence of herpes simplex encephalitis after suffering
from severe pneumonia and sepsis

Akihito Hao, M.D."”, Manato Hara, M.D.", Shunichi Matsuda, M.D., Ph.D.”,
Yasumitsu Ichikawa, M.D.? and Toshihiro Yoshizawa, M.D., Ph.D.”

YDepartment of Neurology, NTT Medical Center Tokyo
?Stroke Unit, NTT Medical Center Tokyo

The case is a 64-year-old male who had a past history of herpes simplex virus encephalitis (HSE) two years prior to

his admission. He was admitted to our hospital due to severe pneumonia and sepsis. Several days later, he developed

HSE again. It has been known that immunosuppressive state called immune paralysis occurs in the patient with sepsis

due to the amplification of anti-inflammatory responses after the initial hyper-inflammatory phase, which increases the

susceptibility to various latent viruses including herpes simplex virus. In the present case, we consider that the severe

infection may trigger the recurrence of HSE through the viral reactivation due to immune paralysis. When we see a

patient suffering from severe infection who had a past history of HSE, we should keep in mind that such a patient may

have a risk of the recurrence of HSE.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:771-774)
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