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Abstract Ohje(:tive:'l‘() investigate the effect and the mechanism of emodin in the growlh inhibition of human
promyeloeytic leukemia HL-60 cell line in vitro and in vivo. Method: After human promyelocytic leukemia HIL-60
cells were treated with different concentrations of emodin(20 ymol *+ L' .40 pmol » L' ;and §0 pmol » L"), the cel-
lular proliferation was detected by Cell Counting Kit-8(CCK-8)assay. The flow cytometry (FCM)was used to de-
termine apoptosis in HL-60 cells. Western blot was used to detect the protein expression of Survivin, HL-60 cells
were injected subcutaneously into nude mice to establish leukemia xenograft tumors.and the mice were randomized
into 3 groups(n = 10): Control group.feed with 0. 1 %. Dmethyl sulfoxide(DMS0)0. 2ml/D; Test group [ .Emo-
din at dose of 20 mg/kg; Test group [l .Emodin at dose of 20 mg/kg. All treatment lasted for two weeks, thrice
per week, FEight weeks after implantation, tumor weight and inhibition rate were evaluated respectively after the
mice were sacrificed. Immunohistochemistry was used to detect the positive expression of ki-67 and Survivin in the
tumors. Result. Emodin induced a higher percentage of growlh inhibition and apoptosis in HIL-60 cell in a dose-de-
pendent manner when compared with the econtrol. The expression of Survivin was down-regulated in human pro-
myelocytic leukemia HI-60 cells after treatment of emodin in a dose-dependent manner, In test group | and group
Il sthe rate of inhibition of tumor was significantly lower than that in control group.the positive expression of ki-
67 and Survivin in the tumors of two test groups were significantly lower than those in control group.especially in
test group [I. Conclusion ; Emodin had the antitumor effect to the human promyelocytic leukemia HIL-60 cells
both in vitro and in vivo and the effect might be related to the down-regulation of Survivin.
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Abstract Objective: To explore the optimum time of trehalose and glucose loading red blood cells for lyophili-
zation, Method: The red blood cells were loaded with 0,0, 125.0, 250,0, 500 and 1. 000 mol/L. trehalose and glu-
cose respectively in 37°C for 4.6.and 8§ hours,
Result .

Then. the levels of free hemoglobin and lactate dehydrogenase in the
supernatants were determined. The results showed that free hemoglobin and lactate dehydrogenase signifi-
cantly increased in three groups of 1 mol/Ltrehalose and glucose(4.6.and 8 h). When red blood cells were loading
with 0. 125.,0. 250, and 0. 500 mol/L trehalose and glucose for 4 and 6 h.the free hemoglobin and lactate dehydro-
genase were low, However,when the incubation time extend to 8h(0, 125,0, 250,and 0, 500 mol/L) ., the red blood

cells showed significant hemolysis, Conclusion : These results suggested that loading with trehalose and glucose

(0.125,0. 250,and 0. 500 mol/L)at 37°C for 6h had little hemolytic effect on red blood cells and were qualified for

loading red blood cells for purpose of lyphilization.
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