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ABSTRACT Objective: To determine the impact of propofol on the brain oxygen balance in traumatic brain injury patients.
Methods: 46 patients who were diagnosed as acute closed traumatic brain injury and needed mechanical ventilation were divided into two
groups: Group A (mild sedation), the target Bispectral Index (BIS) value at about 75; Group B (moderate sedation), the target BIS value
at about 65. The propofol target controlled infusion (TCI) concentration, Ramsay score, jugular venous oxygen saturation (SjvO,),
cerebral oxygen uptake rate (CERO,), heart rate (HR) and mean arterial blood pressure (MAP) were mainly observed. Results: Propofol
TCI concentrations were significantly different between two groups both at T1 (6 hours after onset of sedation) and T2 (12 hours after
onset of sedation) time points (P<0.05). In group B, compared with basis value, SjvO, were significantly increased by 12 % (P<0.05), and
CERO, were significantly reduced by 15 % (P<0.05). While in group A, compared with basis value, SjvO, and CERO, had no change.
Conclusion: Using 1.5-1.6 pg/mL propofol TCI concentration to maintain target sedation BIS value at 65 is more beneficial to balance
brain oxygen supply and demand.

Key words: Traumatic brain injury; Bispectral index; Propofol; Target controlled infusion

Chinese Library Classification (CLC): R651; R614 Document code: A

Article ID: 1673-6273(2018)16-3076-04

¥E A ) o B2 0 B o Jl 4 (5 VA ) R 1 S AE o AR
JH LB 4 £ (Bispectral index, BIS) Wil , il I A ]

P13 56 T2 2B i R SRR AR A M T e R N AR, PR PR, T4 Lk P 45 7 R T A B e L AU

IR RBFSERIT 1280 %-90 Yof Gkt AL T E AF TEMN BRI B g i 7 40 % e A i B A R S A 3

o DAL, dEFRIN A S VR M - O RO Ik 4 (2 T 1 AR S

T AOCTE T P, 78 ICU, U5 s A8 38 5 A T AL i

YERF T AR RE B ARG . T AR AR L1 — A3

T R AT A R 0 T SR B, T LI mT A AR A £ i | AW RRAHEE B e B2 B 2 L ofiE [F] ROF AR B 8 KR

A ALK AR I RE . By LK D AR IR AR T, [ BERREE CT R A2 @M Sk ik B4, 2947 U8

PRI KPR i o P 45 0 S O EL A B2 (ES PR S A sl U UITT, S ML U 46 i, Horh 5 30 9], %

*EEIUH - ER A RBEEEEITH (81601148)
TR A TR (1983, I3 Bib- 0, EIATE T, FZH5 07 1 - 2, E-mail: malei0214@126.com
o SEIRFER AT (1975-) 4 B AT LRI , FH0FE 7 ) - W2 (4™, E-mail: 547287223 @qq.com, i3 : 13519134023
(Wi H1:2018-03-01 4557 H 1§1:2018-03-24)




IREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol18 NO.16 AUG.2018

- 3077 -

16 ), 4E4 23-57 %, ¥ T4 )5 24 h Z N ABE , A BE T4
i EFT53(Glasgow scores, GCS)S 8 47 PR 7 £ 35 44 H #
25T KRR A Rz B 3 AR S X RE AL I, e d R 4o
R B T E DI RERERS, DI REA A IR ARUE T N
FH A8 TS 25, (AR (AR , H A IR o ) 24 sl
IR HEBRI ARG ST
1.2 RF*

SBEBENLI R WILL: A 41 22 1], B 21 24 i) A 21 (B2 s
H): H e, &6, FELERE 37.6+ 131 %, Pk
63.7+ 8.3 kg, GCS 4> 5.7+ 1.3 4}, {iiJf] Diprifusor HU4kf1E
(Target controlled infusion, TCI) & 4t (9% [F AstraZeneca A\ H)),
WA BCE T IR B R B 1.0 wg/mL, K4 BIS {H A%y
T , 5 H ARG BIS (H4ERFAE 75 %/ 4 ;B 4H(h R :
B 14 4], % 10 4], SFEAE RS 39.1% 12.7 %, P XA E 60.3+
9.2 kg, GCS 4% 5.3+ 1.5 4%, TCIWJiat 15 2 i v PR 11 s 0 v
1S pg/mL, gk I R ik T H PRAE R BIS H4ERFLE 65
Yoo WL EHLIGE A 7] 25 6] Bk 438 < (Synchronized
intermittent mandatory ventilation, SIMV), % W A & JEF 40
%, W< & 8-10 ml/kg, PRI R 12-15 YR /min, % / FEK 1:2, 4
Foh ik — 4 Ak 53 s (Partial pressure of carbon dioxide in artery,
PaCO,)35 mmHg /45,
1.3 BEi$E4R

B 5 A0 R TR L R A 4R A R (Pulse
oxygen saturation, SpO,) Fl1 .5 MK Ji& (Nasopharyngeal temperature,
T)A A BIART . 4% Ramsay SHERPE M ARIET R T, JBAE FEIE

WSUEANLE s I, B AR, 8 W HERA T 2%, FEHE , (U HE 2 F
S5 TV 9, AR, 5511 ) S 07 S8 s V9%, AR, 32 WS 1] 2
WoF IR VI, TRAE , XS HIRETC SN o 4% SCRRM ™ A o453 3
AT ARG AT 0 B, B T R U KRR, /P
1RFEFLIIKT-, 28 PR A2 2008 BRI AR AR =AU
1.4 $EFRIEMEFNIDR

XUE AL FC S FHITE BT (TO) FIHHS 6 h
(T1).12 h(T2)A}fi4).0»Z (Heart rate , HR) , SF-34 31 fik & (Mean arte-
rial blood pressure, MAP) ,SpO,. 0 Ji& AP YA iy #8 k & . BIS
{ .Ramsay 1143 RAETFIKERFNSMNE ShIK AR T 100K 50HT
3R 30 PN 5 K 0 42 7 AN #E - (Jugular venous oxygen saturation, Sj-
v0,), AR ITHE A E IR (Cerebral oxygen uptake rate,
CERO,)", CERO,~AVDO,+ Ca0,=1-Cjv0,+ Ca0, =1-Sjv0, +
Sa0,,
1.5 Geit=Zah

I SPSS 13.0 $KPRIEFTEEHEIMT, JFRVERDLE e
B2 (vs) 27 , 2L IRIANZL DY FL AR B 38 2500 0T, I 25
ANFF MR HBAKEE , P<0.05 AZEFAH G272 L,

2 5R

2.1 WABREERER

PRLH B AR ER) AR A GCS PR30 2 5 o4t
X PR T.HR MAP 2R CHH B4t 25, HMA
T1 1 T2 A& HR 3535 TO B 512 (P<0.05), W3 1,

x| MAREORE FHHBKEMERTLER LB ()
Table 1 Comparison of the changes of HR, MAP and nasopharyngeal temperature of two groups of patients (x=+s)

Groups Time HR (/min) MAP (mmHg) T(C)
A TO 87.3% 11.2 106.0+ 12.3 36.8+ 0.31
Tl 75.7 9.4% 102.7+ 10.8 36.7+ 0.32
T2 73.5+ 8.7* 103.4+ 10.1 36.7 0.29
B TO 88.5+ 12.3 105.3+ 11.7 36.9+ 0.29
Tl 74.6+ 8.7* 101.2+ 9.8 36.8+ 0.29
T2 72.5+ 9.1* 102.0+ 10.3 36.8+ 0.30

Note: Compared with TO time point of the corresponding group, *P<0.05.
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Table 2 Comparison of the BIS values, propofol TCI concentrations and Ramsay scores between two groups of patients at each time point (x:s).

Time Group BIS values Propofol TCI (ug/mL) Ramsay (scores)
TO A 93.1%£ 3.2 0 2.5+ 0.35
B 94.0+ 3.5 0 2.6+ 0.40
Tl A 75.3+ 3.9% 1.1+ 0.21 3.4+ 0.27%
B 67.2¢ 3.8* 1.6+ 0.20 4.0+ 0.31%*
A 74.6x 3.5% 1.0+ 0.23 3.5+ 0.29%
B 66.3+ 3.8* 1.5+ 0.22¢ 4.2+ 0.33*

Note: Compared with TO time point of the corresponding group, *P<0.05; Compared with the corresponding time point of group A, *P<0.05.

* 3 WASEEKMSA Sjv0,.CERO, T FR Lb B (vs)
Table 3 Comparison of the arterial blood gas, SjvO, and CERO, between two groups of patients at each time point (xzs)

Time Group oH PaO, PaCoO, BE SivO, CERO,
(mmHg) (mmHg) (mmol/L) (%) (%)

TO A 7.38+ 0.03 97.8+ 9.3 342+ 23 031+ 1.7 59.5% 6.2 40.1% 5.9
B 7.39+ 0.03 95.3+ 8.7 35.1% 2.6 0.53+ 1.5 58.1% 6.3 412+ 6.1

T1 A 7.37% 0.02 98.1% 8.7 347+ 2.4 042+ 1.3 60.3% 6.1 39.7+ 6.0
B 7.38%+ 0.03 97.0% 7.6 35.0% 2.7 047+ 1.5 64.8+ 7.2% 352+ 6.2%

T2 A 7.38+ 0.03 98.7+ 7.8 349+ 2.1 041+ 1.3 60.1% 6.3 39.4% 6.1
B 7.38%+ 0.03 97.3% 8.1 348+ 2.5 0.46% 1.4 65.0% 7.5% 357+ 6.3*

Note: Compared with TO time point of the corresponding group, *P<0.05; Compared with the corresponding time point of group A, *P<0.05.
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