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Fig.1. Numerous blisters developed over the entire
body, and some on the face burst spontaneously.
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Table 1. Laboratory findings on admission

Hematology

WBC 5.47x 10°/uL

RBC 4.16 x10%/uL

Hemoglobin (Hb) 10.5 g/dL

Hematocrit (Het) 31.9%

Platelet (Plt) 273 X 10°/uL

Reticulocytes 1.3%
band-form 18%
segmented neutrophil (seg.) 67%
monocyte 8%
lymphocyte 7%

Hemostasis & coagulation
activated partial thromboplastin time (APTT) 34.6 sec

prothrombin time (PT) 10.6 sec

fibrin degradation products (FDP) 6.1 pg/dL

fibrinogen 356 mg/dL
Virus antibody

Varicella Zoster Virus

IgG (ELISA) 2.0%

IgM (ELISA) 0.0x

Blood chemistry
Total protein 6.1g/dL
Albumin 3.4g/dL
Albumin 62.3%
a 1 globulin 3.1%
o 2 globulin 8.3%
B globulin 7.3%
v globulin 19%
GOT 26 mU/mL
GPT 16 mU/mL
LDH 464 U/mL
total bilirubin 0.4 mg/dL
BUN 21 mg/dL
Creatinine 0.3 mg/dL
Immunoserological
CRP 4. 83 mg/dL,
IgG 1,175 mg/dL
IgA 65 mg/dlL,
IeM 55 mg/dL
IgE 1.563 1U/mL
T-cell 52.1%
Bcell 36.2%
herper T 40.5 % (155/uL)
suppressor T 19.8%
phytohemagglutinin (PHA) 1,002 CPM

concanavalin A {(Con-A) 4,484 CPM
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ETP; 25 mg/body/every other day

Agents ETP; 25 mg/body/day
] ETP; 25 mg/body/day
% ETP; 25 mg/body/every other day

acyclovir AraA
4 g/day 600 mg/day
[SBT/ABPC +AMK ]

ETP: etoposide, SBT/ABPC: sulbactam/ampicillin, AMK: amikacin sulfate, Ara-A: vidarabine

Fig. 2. Clinical course of the patient.
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Fig. 3.
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sections were examined

immunohistochemically using monoclonal antibodies
that recognized the nucleoproteins and glycoproteins
of the varicella—zoster virus. A pulmonary tissue sec-
tion is shown. As indicated by the arrow, . antigens of
the varicella—zoster virus are stained primarily in the

interstitial cells.
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An autopsy case of non—-Hodgkin’s lymphoma complicated by
fulminant infiltration by disseminated herpes zoster
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A 49-year—old woman was diagnosed with non—-Hodgkin’s lymphoma (IBL-like T cells) and received
combination therapy consisting of cyclophosphamide, doxorubicin, vincristine, and prednisolone (CHOP).
Shortly there after, she suffered a relapse and was treated with multi-agent chemotherapy, but the skin
eruptions became worse and her lymph nodes were enlarged. With the patient’s quality of life in mind,
treatment with low—dose oral etoposide was initiated in August 1997. On July 2, 1998, herpes zoster lesions
were noted in the anal region, and acyclovir, 4 g/day, was administered orally for seven days. The pain
diminished, but the vesicles persisted. On July 20, vesicles developed over her entire body, and
generarlised herpes zoster was diagnosed. Vidarabine (600 mg/day) was administered intravenously for six
days, but the patient died of respiratory failure after rapid clinical deterioration. At autopsy,
immunohistochemical staining with anti—varicella zoster antibody was positive for varicella—zoster virus in
the lungs as well as in all other organs examined. The cause of the dissemination of the virus throughout
the body was impairment of cellular immunity by the primary disease, irradiation, and chemotherapy. This
emphasizes that chemotherapy should be administered to such patients with care.



