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[ Abstract]Objective: To investigate the expressions of co—stimulation molecules PD-L1,PD-L2 and B7-H4 in human cervical can—
cers and their association with clinical and pathologic characteristics of the patients. Methods; The expressions of PD-L1,PD-L2 and
B7-H4 in 10 cases of normal human cervical tissue, 10 cases of CIN Il ~Ill ,and 67 cases of cervical cancer were detected by im-
munohistochemistry PY-6000 staining,and the relationship of their expressions to clinical and pathologic characteristics was evaluat—
ed. Results:There was no PD-L1 or B7-H4 expression in normal cervical tissue,but weak expression of PD-L2 in basal cervical ep—
ithelium ; faint expressions of PD-L1,PD~L2 and B7-H4 were determined in CIN Il ~ I ;70%(47/67)PD-L1,51%(34/67)PD-L2 and
46%(31/67)B7-H4 were detected in cervical cancers. PD-L1 expression in cancer cells was related to the cancer invasion depth(P<
0.01) ,PD-L2 expression related to the lymph node metastasis (P<0.05) ,and B7-H4 expression related to lymph node metastasis(P<
0.05)and vascular invasion (P<0.05). Conclusion;PD-11,PD-L2 and B7-H4 express aberrantly in cervical cancer and are closely
associated with the invasion and metastasis of cervical cancer.PD-L1,PD-L2 and B7-H4 may be the potential immunotherapy targets
of cervical cancer.
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Hydrogen sulfide inhibits tumor necrosis factor alpha induced inflammatory

response of keratinocytes via nuclear factor-kappa B pathway
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[ Abstract ] Objective: To investigate the effects of exogenous hydrogen sulfide(H,S) on the production of interleukin 6 (IL—6) , inter—

leukin 8(IL-8) ,and nitric oxide (NO) in keratinocytes induced by tumor necrosis factor alpha (TNF-a),and to explore whether nu—
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