2018 4E
31 % 2 1

I AR 1 9 2 2% 7
J Clin Hematol (China)

+ 161 -

- ZFEik -

VEL L 28 B 5 o 57 I R

X STANE ST

-1 A

q |2 . A Sk b
H AE x| = E B

(o883 ] VEL $UJE ISBT B £ Gedu It s i iy it 35 o s 97 2E JL i s

doi: 10. 13201/j. issn. 1004-2806-b. 2018. 02. 027
[hEHZES] R556 [x#ftrEf] A

Research progress of VEL blood group antigen

Summary VEL antigen is a newly recognized system antigen of ISBT in 2014, It is the high frequency anti-

gen in original "family" antigens. VEL antigens are expressed on the outer membrane segment of the glycoprotein

peptide on the cell membrane. At present, the loci and exons of the antigen have been identified, as well as the

molecular biological structure and the glycoprotein peptide sequence. The antigen system currently recognizes 2

antigens that can cause both transfusion hemolysis and hemolytic disease of the newborn (HDN),
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Progress on relationship between epigenetic

modification and acute myeloid leukemia

Summary Acute myeloid leukemia (AML) is a rather common disease, which is characterized by prolifera-

tion of impaired-function hematopoietic progenitor cells.

In tradition standpoint, AML had been considered a ge-

netic-alteration disease, but more and more experimental evidence showed that epigenetic modifications would play

an important role in the development and maintenance of leukemia cells. In this article, we summarized the rela-

tionship of epigenetic alterations and acute myeloid leukemia.
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