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Abstract: Objective To study the effect of ginsenoside Rg, on transplanted leukemia mice model. Methods CD34'CD38 LSCs
were isolated and purified from K562 cells by immunomagnetic separation (MACS). The purity of CD34°CD38 LSCs was
determined by flow cytometry, and the activity of CD34'CD38 LSCs was determined by Trypan blue staining. Totally 36 female
NOD/SCID mice, 6—8 weeks old, were randomly divided into control group, model group and ginsenoside Rg, (200 mg/kg) group,
with nine mice in each group. The mouse model of leukemia in model group and ginsenoside Rgl group was established by tail IV

transplantation of CD34°CD38 LSCs , and ip administration of corresponding drugs for 30 days. The general condition and
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abdominal mass changes of mice in each group were observed. Automatic blood routine detector was used to detect peripheral blood
white blood cell, red blood cell, hemoglobin, platelet levels. The pathological changes of liver and spleen were detected by
immunohistochemistry. Bone marrow cell cycle was analyzed by flow cytometry. CCK-8 method was used to detect the proliferation
of bone marrow cells in each group. CD34 positive expression of bone marrow cells was determined by immunofluorescence
staining. Results The percentage of CD34°CD38 LSCs in K562 cells was (9.64 £ 1.14)% before separation, and the purity of
CD34'CD38 LSCs reached (96.45 + 1.63)% after separation. Trypan blue staining showed that the cell activity after separation was
(95.26 + 2.16)% . Compared with control group, abdominal mass was obvious in model group, the survival was poor, and body
weight was significantly decreased (P < 0.05). WBC count was significantly increased, RBC count, hemoglobin level and platelet
count were significantly decreased (P < 0.05). The structure of liver and spleen was destroyed, and there were a lot of leukocytes.
Bone marrow cell cycle detection showed that the proportion of G,/G, phase was significantly decreased (P < 0.05), and that of S
phase was significantly increased (P < 0.05). The proliferation activity of bone marrow cells was significantly increased (P < 0.05).
Compared with model group, abdominal mass in ginsenoside Rg, group was significantly reduced, survival was improved, and body
weight was significantly increased (P < 0.05). The total number of WBC was significantly decreased (P < 0.05), while the RBC
number, hemoglobin level and platelet count were significantly increased (P < 0.05). The structure of liver and spleen recovered
significantly. The proportion of G,/G, phase was significantly increased (P < 0.05), while the proportion of G,/M and S phase was
significantly decreased (P < 0.05). Immunofluorescence assay showed that there were a large number of human leukemia cells in
bone marrow cells of mice in model group and ginsenoside Rg, group. Conclusion Tail iv transplantation of CD34°'CD38  LSCs

construct acute myeloid leukemia mouse model, ginsenoside Rg, can effectively alleviate the symptoms of leukemia in NOD/SCID mice.
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Fig. 2 Liver pathological examination of mice in each group (HE staining, x400)
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Fig.3 Spleen pathological examination of mice in each group (HE staining, x400)
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Fig. 4 Identification of source of leukemia cells in bone marrow by immunofluorescence (x1 600)
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