[ B b 225 2 22 40 B 2 i 2011 4 #5384 41 4]

W -
AT M HH I T i 35 17 Js AL AR TR R AL X F AR TE T RIS 0

ME NEAE NEE NPT B FEAE ARY
b KRR ERAZIN, s K 410008

B E:BE TSNS AT 10 % B 45 ( Progressive Hemorrhagic Injury , PHI) 825 9 kb (& BUE AL Xt T F R 1A
SR . Fik PHLARFE 3L 48 41, 0 A FARM (n =32) HARF AU (n =16 ) 1, LA LALA B A% i 1 5F 2> (GCS )
AR, ST GOS, B IR CT i kk (AR LA B )5 24 /NI Y B0 A AR Ak o SR A ST REAS o G 36 L 40 7 2 00908 1 22 555
K Logistic MM BT FARGITRIEME R, R EHWR CT OGRS G5 24 /b G A R 6, <A H 6oS
22 A ST B (P <0.05) , ABEIS M B3 BF T 23 (GCS) | AF W A 22 5 BEAT AT 22 X (P >0.05) , 5 J5 24 /NIf A
B AR BUAE f (3ER) B TARIGIT R A Z (OR 5.960,P <0.05 ). #5iE %I T /G A1 15 5 BEAT 1t ot 4% i 45 £
(PHL) B35, 05 24 /NS A6 0 ek AR B K  JEE BeB , 5 BT ARG 7 9 XU sl B K, T AR IR T & A A COS Bl TR
KRR < G ST 5 HEAT TR S PR IR0 5 F AR s FE R R

Effection of variation of lesion volume to operation on progressive hemorrhagic injury in

traumatic brain injury
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Abstract: Objective To analyse the effection of variation of lesion volume to operation on progressive hemorrhagic injury in traumatic
brain injury. Methods 48 patients with progressive hemorrhagic injury were analyzed in the retrospective study,who were divided into
operation group(n =32)and non- operation(n =16). Age, Glasgow come score( GCS) at presentation, 6-month Glasgow outcome score
(GOS), lesion volume in first CT scan and its variation whitin 24 hours after injury were compared between groups. T-test was used to
compare the difference between groups, Logistic regression analysis was conducted to analysis the risk factors of surgery. Results
There were significant difference in 6-month GOS score, lesion volume in first CT scan and its variation whitin 24 hours after injury
(P <0.05)between the two groups,while not in age and GCS at presentation( P >0.05). Logistic regression analysis revealed that le-
sion volume whitin 24 hours after injury was High-Risk Factor for operation( OR 5.960,P <0.05 ). Conclusions To patients with
PHI ,the faster growth of lesion volume whitin 24 hours after injury ,the more likely to undergo operation. The 6-month GOS score in
operation group were worse than the other.
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