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The mechanism of STAT5-ROS signal pathway

to mediated imatinib resistance of K562 cells
Hao Yingchan Xu Xiucai
(Central Laboratory The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To investigate the mechanism of STAT5-ROS pathway to mediate IM resistance of K562
cells. K562 cells were cultured with imatinib at gradually increased concentrations to generate resistance cell line.
Methods CCK-8 assay was used to clarify the resistance ratio.The STAT5A and STATSB mRNA levels were detec—
ted by RT-PCR. Flow cytometry assay was used to detect the level of ROS and cell apoptosis. The expression of
STATS protein was detected by Western blot. Results Imatinib resistance cell line K562/G was successfully in—
duced by gradually increasing concentrations of IM. The IC,, of K562/G was eighty times higher than K562 by
CCK-8. Cell growth curve showed that K562/G was not inhibited in 20 pwmol/L imatinib whereas the K562 cell
was significantly inhibited by up to 0. 1 wmol/L imatinib. Intracellular level of ROS in K562/G was obviously high—
er than that of K562 cells(P=0. 000 1).The apoptosis ratio of K562 was lower than that of K562/G when the same
concentration of IM react on the two cell lines for the same time (P <0.05). The expression of STAT5A and
STAT5SB mRNA in K562/G was higher than in KS62(P=0.0001 P=0.017 0).Then the level of STATS proteins
in K562/G cells was significantly increased (P =0.009 0). Conclusion The STATS is highly expressed in CML.
STATS-ROS is closely related to the formation of imatinib resistance of chronic myeloid leukemia.
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Experimental study of platelet—rich fibrin in
the treatment of diabetic rabbit with skin ulcers
Wang Xinwei Rong Jielin Jiang Sijing et al
(Dept of Plastic Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)
Abstract Objective To observe the therapeutic effect of platelet rich fibrin(PRF) on the skin wound of a diabet—

ic animal model. Methods 20 white rabbits were randomly divided into blank control group(n=4) diabetic model
and PRF group(n=238).Dia—
rhEGF group and PRF group were established into a diabetic animal model. The wounds of the
1% iodophor debridement rhEGFE appli-

cation and PRF application.The changes of the wound area and volume were observed in each group. The morphol-

group(n=4) recombinant human epidermal growth factor gel (thEGF) group(n=4)
betic model group

four groups were respectively handled by 1% iodine wound debridement

ogy of the wound was observed by HE staining. The vascular endothelial growth factor( VEGF) protein was detected
and the mean optical density (MOD) of VEGF was calculated. Results  The

wound area and volume reduction rate in thEGF group and PRF group were higher than that in blank control group

by immunohistochemical staining

and diabetic model group at 3 and 7 days after intervention( P<0. 05).At 2 and 3 weeks through gross pathological
observation the wound surface of thEGFE group and PRF group were covered with a complete skin covering the
dermis was dense the structure of the skin was(basically-not a very professional word choose another like essen—
tially) normal and there was a large number of capillaries. The VEGF protein content of thEGF group and PRF
group in the tissue was determined by immunohistochemical examination and was significantly higher than those in
the blank control group and diabetic model group(P<O0. 05). Conclusion PRF can significantly promote the heal—
ing of skin wounds in diabetic rabbits.
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