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Significance of Promoter Hypermethylation of p14 Gene in the Clinical Detection of Epithelial Ovarian Cancer

DING Hong-yan', GAO Jin—-yu*, ZHANG Yan’ LI Chang-hua', SUN Guang—qin’
(1Huaian Affiliated Hospital of Nanjing Medical University,Jiangsu,huaian 223300; 2Shangdong Province-owned Hospital,Jinan 250021)

Abstract: Objective: To study the significance of promoter hypermethylation of p14 gene in the clinical detection of the course of
epithelial ovarian cancer. Methods: From September 2007 to June 2009, selected 45 cases of epithelial ovarian cancer patients, 30 patients
with ovarian benign tumor and 20 patients with normal ovarian in our hospital as the research objects. The pl4 Gene promoter region
methylation of all the research objects was detected by methylation specific polymerase chain reaction method; the expression of
pl4mRNA was detected by fluorescent quantitative PCR (FQ-PCR); and the expression of pl4 protein was detected by
immunohistochemistry, compared the differences between the three groups. Results: No hypermethylation was detected in pl4 Gene
promoter region about the epithelial ovarian cancer primary tissues, ovarian benign tumor and normal ovarian tissues. The amount of p14
mRNA in normal ovarian tissues was (0.57% 0.41); in ovarian cancer tissues, it was (0.83% 0.07); in ovarian benign tumor tissues, it was
(0.62+ 0.39); the differences of pl4mRNA between ovarian cancer tissues and normal tissues and benign tumor tissues were statistically
significant, P<<0.05; the difference of pl4mRNA between normal tissues and benign tumor tissues was not statistically significant, P>
0.05. The positive rate of pl4 expression in epithelial ovarian cancer, ovarian benign tumor and normal ovarian tissues were 37.8%, 73.3%
and 85% ;compared the positive rate of pl4 expression in the three groups, the differences were statistically significant, P <<0.05.
Conclusion: The lower expression of pl4 Gene may be associated with the occurrence and development of ovarian cancer, but the
abnormal protein expression may be not related to the hypermethylation.
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Effect of Buyanghuanwu Decoction Combined with Scalp Acupuncture on Motor Aphasia after Cerebral Infarction

CHEN Qing—xiang, LIU Yang-yang, YANG Jin—-gui, WANG Guo-liang
(The Rehabilitation Center of the Sanming Hospital of Integrated Traditional Chinese and Western Medicine, Fujian365001)

Abstract: Objective: To compare the differences of the the rapeutic effect of Buyanghuanwu decoction combined with scalp
acupuncture and rehabilitation training on motor aphasia after cerebral infarction, and to explore the effect of Buyanghuanwu decoction
combined with scalp acupuncture on patients with motor aphasia after cerebral infarction. Methods: 60 Patients with motor aphasia after
cerebral infarction were divided into the acupuncture group and the basic group according to random number table method, 30 cases in
each group. The acupuncture group was treated with Buyanghuanwu decoction and acupuncture language, and the basic rehabilitation
training was carried out. The basic group only had basic rehabilitation training. According to western aphasia battery (WAB) and the
chinese functional communication profile (CFCP) to evaluate the clinical situation before and after treatment, and transcranial Doppler
ultrasonography (TCD) arterial hemodynamics was performed. Results: After treatment, the patients' WAB and CFCP scores increased,
and the blood flow of the offending vessels increased obviously. Conclusion: Buyanghuanwu decoction combined with scalp acupuncture
can improve the language function of motor aphasia patients after cerebral infarction.

Key words: Motor aphasia; Cerebral infarction; Buyanghuanwu decoction; Scalp acupuncture
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