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TRPM?7 Participate in Angiotensin I Induced Cardiac Fibroblasts Collagen Synthesis Li Sha,Li Mingjiang , Guo Furong,et al. Depart-
ment of Cardiology , Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective To investigate the role of transient receptor potential melastatin 7( TRPM7) in angiotensin [ induced cardiac
fibroblasts (CFs) collagen synthesis. Methods The separated cardiac fibroblasts from SD rats were intervened by 1 pmol/L Angll to five
different time points (0,6,12,24 ,48h) , and the TRPM7 protein expression levels on CFs membrane was detected respectively ,so as to
find out the best time point inducing TRPM7 protein expression of 1pumol/L Ang Il . Then we knockdown the TRPM7 gene expression on
CFs membrane using adenoviruses - TRPM7 — shRNA (Ad - TRPM7 - shRNA) gene silencing , intervened CFs to be the best time point
by 1pmol/L Angll and measured collagen expression levels of CFs before and after the TRPM7 gene silencing. Results The protein ex-
pression of TRPM7 on CFs membrane reached the highest level when CFs were intervened by 1wmol/L Angll to 24h. After CFs interven-
tion , the synthesis of collagen associated with cardiac fibrosis (such as collagen I | collagenlll ) increase, then decrease obviously after the
TRPM7 gene silencing. Conclusion TRPM?7 is involved in Ang Il induced cardiac fibroblasts collagen synthesis, eventually promoting
the occurrence of cardiac fibrosis.

Key words Transient receptor potential melastatin 7 ; Angiotensin [l ;Cardiac fibroblasts; Collagen synthesis; Cardiac fibrosis
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Clinical Observation of NK1 Receptor Antagonist Aprepitant for the Prevention of Nausea and Vomiting Induced by PF Chemotherapy Regi-
men with Head and Neck Cancer. Tian Xin,Xuan Ying ,Hu Tianyu,et al. The Second Deparment of Oncology ,Shengjing Hospital of China
Medical University ,Liaoning 110022 ,China

Abstract Objective To observe the antiemetic effects and adverse effects of NK1 Receptor Antagonist aprepitant for the prevention
of nausea and vomiting induced by PF chemotherapy regimen with head and neck cancer. Methods Totally 56 patients with head and
neck cancer were randomly divided into the experimental group and the control group,with 28 cases in each group. All the patients in the
two groups received PF regimen chemotherapy ( cisplatin and 5 — FU). The antiemetic regimen for experimental group consisted of aprepi-
tant, 5 — HT3 receptor antagonist granisetron and dexamethasone. Control group was 5 — HT3 receptor antagonist granisetron and dexam-
ethasone; The antiemetic effects and adverse effects were evaluated after 1 cycle chemotherapy. Results All 56 patients completed chem-
otherapy. The CR and RR rates of acute nausea and vomiting in the experimental group and the control group were 57.1% vs 50.0% ,50.
0% vs 42.9% ,82.1% vs 71.4% ,78.6% vs 67.9% . There was no difference between them. The CR and RR rates of delayed nausea
and vomiting in the experimental group and the control group were 50.0% vs 21.4% , 53.6% vs 25.0% ,78.6% vs 46.4% ,82.1% vs
53.6% ,there were statistical difference between them. There was not significant difference between two groups in respect of adverse reac-
tions. Conclusion NK1 receptor antagonist aprepitant combined with5 — HT3 receptor antagonist and dexamethasone has a better antie-

metic effects for the prevention of nausea and vomiting induced by PF chemotherapy regimen with head and neck cancer, so it is worth to
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