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Hypoxia attenuates growth of MPN cel|ls through suppression of SHP-2
expression and subsequent inhibition of JAK2V617F activity
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We found that hypoxia suppressed activity of JAK2V617F and induced growth arrest in
JAK2V617F—positive MPN cells. SHP-2 plays important roles in these process. Interestingly,
several studies have reported that SHP-2 is required for the activation of JAK2 by
cytokines. In addition, recent studies have revealed that the activity of SHP-2 is
increased in platelets from MPN patients. In conclusion, hypoxic environment may

modulate fate of JAK2-positive MPN cells through suppression of SHP-2 levels and

subsequent suppression of JAK2V617F activity.
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