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[ Abstract] MicroRNA(miRNA) is a kind of regulatory gene with an endogeous small non-coding RNA of 18
~22 nucleotides in length and plays an important role in biological process, which participates in regulating expres-
sion at post-transcriptional level. Current studies indicate that changes of miRNA expression levels are closely related
to the formation of arthythmia, for example, miR-1, miR-133, miR-328, miR-208, miR-21 and miR-15 can lead to

arrhythmia through dysfunctions and abnormal expressions in cell membrane ion channels. Intervene and regulation

expression levels of miRNAs may become a novel diagnosis therapeutic target for arrhythmia.
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The PI3-K/AKT signaling pathway and radiation resistance mechanisms QIN Jian, LU He-ming, CHEN Jia-
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[ Abstract] The three major radiation resistance mechanisms are intrinsic radiosensitivity, tumor cell prolifera-
tion and hypoxia. The phosphatidy-linositol-3-kinase( PI3-K)/protein kinase B( AKT) pathway is one of the survival
pathways of tumor cells. Activation of this pathway is closely related to radiation resistance. This review focuses on

the PI3K/AKT signal pathway and radiation resistance mechanisms.
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BEISEERE 3 $4% ( phosphatidy-linositol-3-kinase,,
PI3K ) /ZE F1 {# &% B (protein kinase B, AKT) {5-5H &
XTI R A KR ISEEEER, BRIt E o
REFCRERS S T Ml 0948 5HE T LT w241
Y, MR =A EEBSHER LS A
EEHERE R A A A, SRR
LA PBK/AKT SR 2 . &S0 B THETE MR
YR A IERE T PI3K/AKT {558 M 0T J5 g
MM 4 IETE A DNA 58 v ger= A4 g,

Phosphatidy-linositol-3-kinase ( PI3-K ) ;

Protein kinase B(AKT); Radia-

1 PBK/AKT 5@

PBK B—FgREEEY, ©i—1 85 kDa #y
P I E A —A 110 kDa f94E4L T2 (p110a) 4
Ao BEEBRIME (tyrosine kinase, TK) ZAKFE AL A S
FHBIELED, p85-p110 EEYSHBEBIZE
O AR P A B BE B ULEE 3,4, 5- = 858 ( phos-
phatidylinositol 3, 4, 5-triphosphate, PIP3) . PIP3 §)
ERRERE _(FHHFHE AKT B ME EEd
HFERSMIE SMMEAHE. EHEE L, AKT #



