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Fig. 1 a: Chest radiography on first admission showing right pleural effusion. b: Chest radiography before
treatment of erlotinib showing reticulo-nodular shadow in the right lower lung field. c¢: Chest radiography
after 6 months treatment of erlotinib showing partial response.

Fig. 2 a: Chest CT on first admission showing tumor at the right middle lobe ( + ), right pleural effusion,
and multiple small nodules in the bilateral lung fields. b: Chest CT after 4 cycles of chemotherapy show-
ing partial response. ¢: Chest CT on November, 2008 showing the reccurence of lung cancer. d: Chest CT
after 6 months treatment with erlotinib showing partial response.
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PEASHBL L C %72 (Fig. 3a). WHRMICIZIMME KA 5D
N7z EEERISE/RL, HEABRIEIAHTS 7255
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Fig. 3 a: Palpable purpura on the legs. b: The picture shows that purpura on the legs improved. ¢, d: A

skin biopsy revealed leukocytoclastic vasculitis in the superficial dermis. [Hematoxylin-eosin stain]

BT R L7z (Fig. 3b). ARBIZG Ao
FH B XU, R & o HEEIROEALZ: R
#WL, 200944 HXAT o 2 CTICBWTH, Hul
BRI RIIMAE L T 7z (Fig 2d). 2009 4 7 HBUTE, er-
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Abstract
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Henoch-Schénlein purpura induced by erlotinib (Tarceva®) : A case report
Tatsuya Yuba", Kazuhiro Nagata?, Shinsuke Shiotsu”, Akira Okano"”, Mayumi Hatsuse",
Satoshi Murakami”, Kiyoshi Morihara” and Chihiro Shimazaki"

"Internal Medicine, Social Insurance Kyoto Hospital
?Center of Respiratory Medicine, Koseikai Takeda Hospital
YRespiratory Medicine, Kyoto First Red Cross Hospital
"Dermatology, Social Insurance Kyoto Hospital

Erlotinib is a newly developed molecular-targeting or molecular-targeted drug with selective inhibitory activ-
ity for tyrosine kinase of the epidermal growth factor receptor. A adverse drug reactions including diarrhea, skin
eruptions are considered mild. We report a case of recurrent adenocarcinoma of the lung in a 68-year-old woman
who suffered from Henoch-Schonlein purpura induced by erlotinib. She received daily administration of erlotinib
150mg as second-line chemotherapy. Her tumors decreased in size and pleural effusion disappeared, so we consid-
ered erlotinib effective. However after 3 months of treatment with erlotinib, the patient presented palpable purpu-
ric lesions mostly located on her lower legs. We diagnosed Henoch-Schonlein purpura based on skin histological
findings. Erlotinib was reduced but continued, with improvement of the eruptions. Henoch-Schonlein purpura is
often accompanied by systemic manifestations, such as renal disease and arthritis, so more careful follow-up is
warranted.



