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Experimental Study of Effect of Combined with 5 — FU on Killer Cells of QBC939. Huo Shengjun, Lv Zhongcheng, Zou Xiaohe, et al.
Fist Hospital of Xiangtan City, Hunan 411101 ,China

Abstract Objective To explore the effect of LPS lombined with chemotherapy drugs 5 — FU on QBC939 human cholangiocarcino-
ma cell growth and induced cell apoptosis. Methods Tetramethyl spit wow blue ( MTT) assay was used to obserre that LPS inhibited
QBC939 cell proliferation by 5 — FU. Flow cytometry was used to study the LPS on 5 — FU induced apoptosis QBC939. Results (DOMTT
assay showed that 5 — FU QBC939 cells killing effect was obvious, but prone to drug resistance. LPS could enhance the killing effect of 5
- FU late, to prevent the emergence of resistance to a certain extent. @Flow cytometry showed that the chemotherapy drug 5 — FU could
significantly induce apoptosis in cells QBC939. Apoptotic index was 11.50 £2.15 (P <0.05), (the control group was 3.53 £0.32).
When plusing LPS, apoptosis was more obvious,and apoptotic index reached 26.50 £3.12. Compared with chemotherapy alone plus 5 —
FU, the difference was statistically significant (P <0.05). Conclusion LPS can enhance the killing effect of 5 — FU late cholangiocarci-
noma cell line QBC939. LPS bile duct cancer chemotherapy drugs may be a reasonable clinical strategy.
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Analysis of the Polymorphisms of Killer Cell Inmunoglobulin - like Receptors in Ankylosing Spondylitis in Zhejiang South Area. Xu Huiy-
ing, Zhu Zhehui, Tang Lili,et al. Department of Clinical Laboratory Medical Science, The First Affiliated Hospital of Wenzhou Medical Uni-
versity , Zhejiang 325000, China

Abstract Objective To investigate the polymorphisims of killer cell immunoglobulin — like receptors (KIRs) in the ankylosing
spondylitis ( AS) patients in the South of Zhejiang Province, and analyze the role of KIR in the pathogenesis of AS. Methods KIR geno-
type and haplotype of 99 AS individuals in Zhejiang south area were detected using Polymerase chain reaction with sequence - specific
primers ( PCR = SSP) method, and the frequencies of them were compared with the healthy control. Results We found that 2DL1,
2DL3,2D14,3DL2,3DL3 genes and the pseudogene 2DPland 3DP1 were administered to all AS patients. Twenly — eight genotypes were
detected in these patients, with the frequency of AA1 genotype being the highest (35.35% ), followed by BX2 (13.13% ). The frequen-
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