P AR 2021 4F 6 4 36 B 1131 e 25

e T IR A5 FLH 95 R 25 s R I RE A  at BE E E 2R B Ak
FE BT A

HE.BHN RAHLALEFEZATMGMERASE L BEERZGAOMETHERAZLRE, FE % 212 41MERFHAAIGRED
Bk — K P B Ak i F R B et ) B h xR 4E 102 4] LA LE 110 4 T BB AR R AP Z A F MY AT E R R E h
EERE MEARAFEEDEFEREX ST EFEZ, WEKRAEZ R EREZSEL AR N, R TRAB LG E
EEAIER AR A 25.49% KM A 10.91% . HARE, EF AL T FEP<0.01), &it #Hk o /EETETHRE TR RS
BEEGEAERER AN TEFERBERL,

KEFR M ERH; MhiEaFd;, BIEEIESE;, hEFH; HEyE

hE4SES . R473.6 CEFRIZEE:A DOI:10. 3870/j. issn. 1001-4152. 2021, 11. 025

Prevention of cerebral hyperperfusion syndrome in postoperative Moyamoya patients through precise blood pressure management
Yuan Ping s Xu Bos Chen Lu. Department of Neurosurgery, Nanjing Drum Tower Hospital s The Affiliated Hospital of
Nanjing University Medical School s Nanjing 210008 , China

Abstract: Objective To explore the effects of precise blood pressure management in preventing cerebral hyperperfusion syndrome in
postoperative Moyamoya patients. Methods A total of 212 patients with Moyamoya disease who received intracranial-extracranial
vascular bypass (superficial temporal artery-middle cerebral artery) surgery were divided into 2 groups according to hospitalization
periods. The control group (n =102) received routine neurosurgical nursing care for postoperative blood pressure management.
while the intervention group (n =110) additionally received precise blood pressure management. The incidence rate of postoperative
cerebral hyperperfusion syndrome was compared between the two groups. Results The incidence rate of cerebral hyperperfusion syn-
drome was 25.49% in the control group and 10. 91% in the observation group. There was significant difference between the two

groups (P<C0. 01). Conclusion Precise blood pressure management reduces the incidence rate of cerebral hyperperfusion syndrome

after extracranial-intracranial bypass surgery for Moyamoya disease, and plays an important role in recovery of patients.
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