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Biological features of the mouse HL-60 leukemia models constructed

by different inoculation methods
Shan Wulin Zhang Chengfang Ma Xiaoling et al
( Dept of Laboratory Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract HL-60 cells were conventionally inoculated into each cyclophosphamide pretreated SCID mouse via sub—
cutaneous injections ( A group) intraperitoneal injections ( B group) . Mice in C group were untreated and used as
the control group. Then the biological characteristics of mouse HL-60 leukemia models inoculated differently were
investigated. The results showed that both two inoculation methods were feasible for developing mouse leukemia
models. Compared to A group the duration of tumor formation was longer and the survival time of mice was shorter
in B group. However organs infiltration was more obvious in B group. There was statistically significant difference
in the number of leukocytes among the peripheral blood between A and B groups from the forth week. Leukemic
cells could also be found in peripheral blood in A and B groups but the percent was low not more than 3% .

Key words acute myeloid leukemia; SCID; model; subcutaneous; intraperitoneal
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The possible mechanism of gastrodin precondition on attenuating reaction

of myocardial ischemia reperfusion injury in rats
Wei Kai Wang Fei Zhang Jin et al
( Dept of Physiology Anhui Medical University Hefei 230032)

Abstract Objective 'To observe the possible mechanism of Gastrodin precondition on attenuating reaction of myo—
cardial ischemia reperfusion injury ( MIRI) in rats. Methods Sixty SD rats were randomized into five groups such
as Sham group MIRI group and Gastrodin low-dose( 0. 1 g/kg) middle-dose (0.2 g/kg) and high-dose (0.4 g/
kg) groups. Then the rats mode of myocardial I/R injury were prepared by closing the left anterior descending cor—
onary artery for 30 mins and then releasing it for 2 hrs under anesthesia. The changes of tumor necrosis factor o
( TNF-a) and interleukin6 ( IL-6) in blood serum and myocardial tissue were determined and sareoplasmic retic—
ulum Ca’*-ATP ( SERCA) was determined in myocardial tissue. Results Compared with MIRI group the TNF-o
and IL-6 of blood serum and myocardial tissue were lower ( P <0. 05) and the concentration of SERCA of myocar—
dial tissue was higher ( P <0.01) in Gastrodin group of middle and high concentrations. Conclusion Gastrodin
preconditioning can attenuate myocardium ischemia reperfusion injury in rats which maybe related to its anti-<inflam—
mation function and its increase of SERCA.

Key words Gastrodin; ischemia and reperfusion injury; tumor necrosis factor; interleukin-6; sareoplasmic reticu—
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