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Experimental study on the impact of JS-K on the growth of HBV-positive
HCC in transplanted chicken embryo tumors
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[ Abstract] Objective:To explore the impact of the nitric oxide donor JS-K on tumor cell growth within a hepatitis B virus
(HBYV) -positive liver cancer model using chicken embryo transplantation. Methods;: HepG2. 2. 15 cells,an HBV-positive liver cancer
cell line,were inoculated into fertilized chicken embryos at 9 days of age.2 days post-inoculation, treatments were initiated , dividing the
experiment into five groups:control group,JS-K 1 wg group,JS-K 5 pg group,JS-K 10 pg group,and sorafenib group (400 pg/piece)
according to different processing methods,3 subjects in each group. Treatments were administered directly onto the tumors daily for 8
consecutive days,once a day. Post-treatment, tumors were excised for analysis. The size of each tumor was measured, photographed, and
weighed , and the tumor inhibition rate was calculated. The effect of JS-K on tumor cells was evaluated using hematoxylin and eosin
(HE) staining, and the expression of the cell migration-related protein Vimentin and N-Cadherin in tumor tissue were analyzed by
Western blotting. Results: Compared with the control group, tumor volumes in the chicken embryos were reduced following treatment
with varying doses of JS-K, with the 10 pg group showing the smallest tumor size. HE staining indicated a significant reduction in tumor
cell counts post JS-K treatment, the expression level of Vimentin in the 1 wg JS-K group of chicken embryo transplant tumors was higher
than that of the other groups, while the expression of N-cadherin was lower than that of the other groups. Conclusion; JS-K demonstrates
a tumor-suppressive effect in HBV-positive liver cancer in a chicken embryo transplant model, which may be related to inhibiting the
migration of tumor cells.
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