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[ Abstract |

one of the main therapies for hundreds of thousands of patients with acute myeloid leukemia( AML) , for whom HLA-

Since 1980s, autologous hematopoietic stem cells transplantation ( auto-HSCT) has developed as

matched related donor can not be found and allogeneic hematopoietic stem cell transplantation was not done. This article

aims at reviewing the progress of auto-HSCT in treating the AML patients with low, intermediate and high risk factors.

and the refractory or recurrent AML, and reviewing the strategy about decreasing the relapse of auto-HSCT therapy.
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[ Abstract |

of sepsis is increasing as the population ages and the medical-related invasive procedures increase. At present, the

Sepsis and septic shock are the major problems in acute and severe medical care. The incidence

definition of sepsis is not only confined to infections and systemic inflammatory response, but accurately stressed the
body’s response to infections resulting in loss of organ dysfunction, whose pathological process involves the aspects of
neuroendocrine, metabolic disorders, coagulation abnormalities and nonimmunological diseases. Hyperglycemia is
common in the patients with sepsis and septic shock, whose prognoses are usually bad if high blood sugar is not effec-
tively controlled.

[ Key words | Inflammation
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