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Clinical analysis of rehaemorrhage after surgery for

hypertensive intracerebral hemorrhage.a report of 61 cases
WANG Shi-giang
( Department of Neurosurgery , The Affiliated Shenzhen Shajing Hospital of Guangzhou
Medical College ,Shenzhen Guangdong 518104 ,China )

[ Abstract] Objective: To explore the prevention and treatment of rehemorrhage after surgery for hypertensive intracerebral

hemorrhage. Methods; The clinical data of 61 cases of rehaemorrhage after operation for hypertensive intracerebral hemorrhage were

analyzed retrospectively. Results; The incidence of postoperative rehaemorrhage was 13. 3% . The main clinical manifestations were

aggravated disturbance of consciousness,altered pupils and uncontrolled blood pressure. Seventy point five percent of the rehemorrhage

occurred whinin 24 hours after the operation. Conclusions: The essential factors to prevent rehemorrhage are controlling bleeding

properly during operation and keeping stable blood pressure after operation. Prompt diagnosis and surgery may save the patients’ life and

enhance their quality of life.
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Dual-tube continuous negative pressure drainage in radical mastectomy
ZHANG Gang, WU Wan-quan
( Department of General Surgery,Xinhua Hospital , Huainan Anhui 232052 ,China)

[ Abstract ] Objective: To observe the effect of dual-tube continuous negative pressure drainage on patients receiving radical
mastectomy. Methods ; Forty-three patients with breast cancer underwent radical mastectomy, and the dual-tube continuous negative
pressure drainage was applied. Subcutaneous fluid collection and skin flap necrosis were observed after the operation. Results: Primary
healing was reached in 35 cases; subcutaneous fluid collection was detected in 5 cases,3 of which were in the axilla and 2 in the
parasternal ;skin flap necrosis occurred in 3 cases,which was mainly in the middle edge of the incision;2 cases suffered from both fluid
collection and skin flap necrosis. Conclusions ; After radical mastectomy , dual-tube continuous negative pressure drainage can reduce the
subcutaneous fluid collection and skin flap necrosis.

[ Key words] breast neoplasmas ;radical mastectomy ;negative pressure drainage ;subcutaneous fluid collection ;skin flap necrosis
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