5529 #5559 ) = H E K ¥ OE R Vol. 29, No. 9
834 2007 -5 H ACTA  ACADEMIAE  MEDICINAE - MILITARIS TERTIALE May. 2007

il’.’. g SCREA Y 1000-5404 (2007 109-0834-03
K s ok ) S TS RS ot S e o B A S M AR AL

WREL, L M A R CHIREERE A M 45 s e ph 22 AR, JEK 400010)

B OFE: HM BRI R i subarachnoid hemorrhage , SAH) I L% 5 5 blood brain barrier, BBB ) i i
VEAE(E . Jiik HEVE SD AR 80 B, 40 bl FER ACH BRZLONS Z1) Fil SAH AL, R F 28 800 5 1 ik 1 IS R 6 445 8 Willis
ML 7, SAH B8 8 SAH 5 6,12 24 36 48 60,72 h ZEAS[R] N fi] o4, an V2 A0 O TR i b e i 9 )
LI ANR T BBB A SC R (Evans Blue, EB) 103805 PE vl 0 )T 5 9 10 B0 008 BBB W p2h M1k, 859 5 NS 41
g, Kl % i EB rﬁ‘ ek R AR S A (LR IS SAH J5 36 h BF (P <0.05) , F 60 h I35 2 E 3k 7 (£ >0.05)
BBB 45t 00/ SAH IS 36 h Wb S5 BBB Pk s Sk SAH PRI, S by 22 R R 20 [ A 0fi HL
SAH 5 BBB H.Ay I.Hkﬂ%w.ﬂ“#a

SCERIAL I D A PRSI i 5 A 5 7 SRR

hER SIS R741.02; R743.35 SCARERIAAY . A

Changes of blood brain barrier permeability after experimental subarachnoid hem-

orrhage
XIE Zong-yi, MA Ying, CHENG Yuan (Department of Neurosurgery, The Second Affiliated Hospital of Chongqing Medical Universi-
ly, Chongging 400010, China)

Abstract: Objective To explore the dynamic changes of blood brain barrier ( BBB) permeability alter
experimental subarachnoid hemorrhage (SAH) in rats. Methods  Eighty female SD rats were divided into nor-
mal saline control group (n =10) and SAH group (n=70). The SAH model was induced by injecting 300 pl
ol autologous arterial blood into the subarachnoid space near the circle of Willis via a cannula in an artificial
hole between the olfactory bulb and frontal lobe. BBB permeability in cerebral cortex of SAH and normal saline
rals was assessed at 6, 12, 24, 36, 48, 60, and 72 h after SAH establishment by fluorescence spectrophotome-
ter and {luorescence microscopy for Evans Blue (EB) extravasation, The ultrastructural changes in BBB were
observed with transmission electron microscope. Results  Compared with the control group, the changes of Ev-
ans Blue content and extravasation in cerebral cortex of SAH group peaked at 36 h (P <0.05), and down to
the normal level at 60 h after SAH (P >0.05). The severe ultrastructural abnormality was found at 36 h alter
SAH. Conclusion The changes of BBB permeability develop at the acute stage of SAH, resulting from multi-
ple factors together. The BBB after SAH possesses a self-repairable property.
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