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Advanced NSCLC Presenting Pseudoprogression Following Immunotherapy : A Case Report
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1A : After 3-cycle immunotherapy (2.9¢cmx2.0cm)
1B: After 4-cycle immunotherapy (2.4cmx1.2¢m)

Figure 1 Pulmonary neoplasm after immunotherapy

2A ; After 3-cycle immunotherapy (4.1cmx3.5¢m)
2B : After 4-cycle immunotherapy (3.1cmx2.6cm)

Figure 2 Liver neoplasm after immunotherapy
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