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Injury severity
ISS (per 1 point)
TBL 1.215(1.091-1.353) P < 0.001
non-TBI 1.079 (1.024-1.136) P = 0.004 ——
RT: r 0.1 poin
TBIL 0.935 (0.904-0.968) P < 0.001
non-TBI 0.945 (0.904-0.988) P =0.012
Tissue injury
LDH (per 10 U/L)
TBL 1.069 (1.022-1.119) P = 0.004 ——
non-TBI 1.037 (1.019-1.055) P < 0.001 -
|-
R d

$t

K ri L
TBI 1.028 (1.004-1.052) P =0.023
non-TBI 1.021 (1.009-1.033) P = 0.001
Tissue perfusion

Systolic BP (per 10 mmHg)
TBI 1.180 (1.033-1.348) P =0.015
non-TBI 0.872 (0.763-0.996) P = 0.044 —_—

L t r 1 mmol/L
TBI 1.069 (0.859-1.329) P = 0.551 *
non-TBI 1.326 (1.102-1.595) P = 0.003 *>

0.7 0.9 1.1 1.3 1.5
Odds ratio

X3 FERESMEEE B BB OB TTEICK T 5% v X1k
SERAME R E (TBD & BEHFRIME &2 & 0F L 22 WIRERIME R (non-TBID) THUATLHE L BIRO D R F 2R L7z, FMH5
DAL & RFRIEG O IR CHIETTE S IR LTz, Lo L, HRRACHESR 13 TBI B CIIMATLE & BIRIERD %
o7z,
@, 7+ v Xt KRR, 95% confidence intervals; TBI, traumatic brain injury; ISS, injury severity score; RTS, revised trauma score;
BP, blood pressure; LDH, lactate dehydrogenase; CK, creatine kinase.
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