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Tumorigenic regularity of neuroblastoma SK—N-SH cells in SD immature rats

and potential mechanism
Zhang Wang,Lii Linya, Wang Shan ,Kong Xiangru,Zhang Jun,Yang Jiao
(Department of Surgical Oncology ,Children’s Hospital of Chongging Medical University,
Key Laboratory of Pediatrics in Chongging)
[Abstra;:t]Objective;To explore tumorigenicity rules and cause of neuroblastoma in SD immature rats. Methods ; Inmature SD rats of
3—-4 weeks were taken as object of study and were randomly allocated into contrast group(n=10) and experimental group(n=45). After
inoculating SK-N-SH cell suspension,rats were divided it into tumor group and non—tumor group. Growth indexes of all groups were
observed and measured every 2 days until the animals being killed. Then viscera indexes of thymus and spleen in each group were
calculated. Flow cytometry was used to calculate the number of positive cells of the peripheral blood lymphocyte subsets CD3,CD4
and CD8. Western blot was used to detect the expression of PCNA and Caspase—3 protein of thymus and spleen tissues in all
groups. Results:Arﬂong 45 SD immature rats of experimental group,13(31.1%) suffered from tumor. The weight of thymus in experi—
mental group increased (P<0.05) and there was no statistical significance between tumor group and non—tumor group (P>0.05). The
weight of spleen in experimental group was the same as that in control group(P>0.05). Flow cytometry was used to examine value of
peripheral blood lymphocyte subsets CD3,CD4 and CD8. CD3* and CD8* content of non—tumor group was higher than that of tumor

group(P<0.05). There was no difference between non—tumor group and contrast group and no difference between tumor group and

contrast group (P >0.05). However,CD4* was different in the
EETAB: 7% ¥ ,Email:632212737@qq.com,

HRFEILERE °
EEIEH: B B %, Email : 1905469939@qq.com,
ESTH : A RIAESSHRIEA A T8 2 A E%[2013]544),
1k 55 H BB : htep:/fwww.cnki net/kems/detail/50.1046.x.20160224.1440.004.heml different in non-tumor group from that in tumor group(P<0.05).
(2016-02-24) In spleen the expression of Caspase-3 and PCNA in experi-

three groups (P>0.05). In thymus,expression of PCNA increased
and expression of Caspase—3 decreased in experimental group

(P<0.05). And both the PCNA and Caspase—3 were significantly
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mental group and control group were the same(P>0.05). Conclusion ; Afier being inoculated with human neuroblastoma cell lines,SD

immature rats experiences incubation, rapid growth stage,platform stage and paracmasis. The tumor rate amd the tumorigenic regulari—

ty is in correlation with rats’ immune organ reaction.

[Key words]SD immature rat; neuroblastoma ; tumorigenic regularity
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Fig.5 Caspase-3 and PCNA protein expression detected
by Western blot
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