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was performed between the coactivation levels and clinical assessment of motor function. Results

Coactivation lev—

els of wrist flexors and of elbow flexors during the elbow flexion and the wrist flexion tasks respectively were signifi—

cantly higher in the paretic upper extremity than those in the unaffected side. For the wrist flexion tasks coactiva—

tion levels of elbow flexors were significantly higher in the unaffected side than those in the control group. Levels of

coactivation of elbow flexors during the wrist flexion task were negatively correlated with both Fugl-Meyer scores and

coordination scores and were positively correlated with degrees of spasticity. Conclusion Abnormal coactivation

patterns of upper extremity flexors appeared in the both sides of hemiplegic patients. The motor impairment of paret—

ic upper extremity is associated with the abnormal coactivation. The changes of spinal pathways may participate in

the abnormal coactivation of elbow and wrist flexors.
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Expression and significance of IL-6 and NF-«B in prostate cancer
Zhang Kaiping Liang Chaozhao Chen Xianguo et al
( Dept of Urology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To explore the expression of IL-6 and NF—«B in prostate cancer and its relationship with
clinicopathological features. Methods The expressions of IL-6 and NF«B in 42 cases of prostate cancer and 26
controls of benign prostatic hyperplasia tissue were examined by immunohistochemistry staining and the relation—
ship between IL-6 NF-«B and the biological behavior of prostate cancer was investigated by using SPSS software.

All specimens were confirmed by pathological examinations. Results In comparison with those in benign prostatic
hyperplasia the expressions of IL-6 and NF—+«B in prostate cancer were significantly higher ( P <0. 05) . There was
a positive correlation between the expression of 1L-6 in prostate cancer and PSA level the clinical stage and Glesa—
son scores ( P <0.05) . Likewise significant association was detected between the expression of NF«B and PSA
level the clinical stage and lymp hnode metastasis ( P <0. 05) . Conclusion The expressions of IL-6 and NF-«B
are higher in prostate cancer and may be related to the aggressiveness of prostate cancer.
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