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Differentiated Dysregulation of miRNA -375 in Esophageal Squamous Cell Carcinoma. Yao Li, Li Yanhong, Gong Li, Zhu Shaojun,

Han Xiwjuan, Lan Miao, Zhang Wei. Department of Pathology, Tangdu Hospital, The Fourth Military Medical University, Shaanxi

710038, China

Abstract Objective To determine the involvement of microRNA ( miRNA) in the development and progression of esophageal

squamous cell carcinoma (ESCC). Methods The expression profiles of miRNA in ESCC tissues and corresponding normal esophageal

tissues were analyzed by miRNA microarray. The selected candidate miRNAs were validated in 64 pairs of primary ESCC samples using
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SYBR - green quantitative PCR. Results Forty — three differential miRNAs including 27 down — regulated and 16 up — regulated miRNAs

were found in ESCCs. Among them, the expression level of miR - 375 was significantly decreased( P <0.005). Conclusion The down-

regulation of miR =375 was a frequent event in ESCC. These findings suggest that miR — 375 play important roles in the development and

progression of ESCC.
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Placental Trophoblasts Regulated the Balance of Thl/Th2 Immunity and Th17 Immunity at the Fetomaternal Interface. Liu Fengjuan,
Wang Zhihua, Tong Jinyi, Dong Minyue. The First People's Hospital of Hangzhou, Zhejiang 310006, China

Abstract Objective To clarify the effect of placental trophoblasts on T lymphocyte by observing the alteration in the production of
cytokines and the expression of specific transcription factors for Thl, Th2 and Th17 immunity in T lymphocyte. Methods Placental
trophoblasts were isolated from chorionic villi of normal pregnancy and conditioned medium was made after 72 hours culture of trophoblast.
PBMC were isolated from healthy female donors and T lymphocytes were purified and cultured in the presence or absence of conditioned
medium. Enzyme - linked sorbent immune assay ( ELISA) was used to detect the concentration of IL -2, TNF -y IFN - «, IL -4, IL
—10 and IL - 17 in supernatants of T cell culture and real - time PCR was used to detect the expression of specific transcription factors for
Thl immunity (T - bet and STAT -4), Th2 (GATA -3 and STAT -6) and Th17 (RORC) in T lymphocyte. Results The level of IL
-2, IFN -y, TNF -« and IL - 17 was significantly decreased when the T lymphocytes were cultured in conditioned medium compared
with control medium, while the level of IL — 10 and IL —4 were comparable. The presence of conditioned medium decreased the ratio of
Th1/Th2 as indexed by IL -2/IL -4 IFN - v/IL -4 ,TNF - «/IL -4 |IL - 2/IL - 10 ,IFN - y/IL - 10 and TNF - «/IL - 10 compared
with control medium. The expression of GATA -3 and STAT -6 were significantly increased and STAT -4 was reduced when T cells were
cultured in conditioned medium, while the expression of T — bet and RORC were comparable. Conclusion Placental trophoblast — in-
duced shift of Th1/Th2 balance toward Th2 and inhibition of Th17 might be among the mechanisms involved in maternal tolerance to fetus.
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