FEAERSBESF 20094F 2 A4 21 %45 2]  Chin Crit Care Med, February 2009, Vol. 21,No. 2

JFR M E AR M S-1008 Fid 2 5045 F ek
AL R SR G RIRH LR

hEE BRI ReFT RTH Kh%E

GRE] Bi NEFBABRTFARAYIMEK S-1008 A2 TR B BB NSE) WAL, HANES
REBMBRENRR. Hk EBTRAMRERLHFBEFERBE 30 61 FREE (T KRB (T2) REF
24 h(T3) %7 ) B Py ¥ ik 5 80 B SS90 BOK 2R 88 .« SR 7T WG K 5 338 % B 3 (ELISAD KX W S-1008 A1 NSE ¥ BF 5 3
BERERERERRS AR ARIERFA, 7 S-1008 #1 NSE S Rm A LM LR, &R 304
B& S-100B W BEFE T2 B4 T1 B BEF B ((3. 71541. 523) pg/L H (1. 47840. 809) pg/L , P<0. 01),7E T3
B C(1. 765£0. 894)pg/LI T B T1 /K ;NSE W B ZE T2 i8¢ T1 i B % 7% 1(26. 684+ 7. 973)pg/L i
(14. 0124 4. 612) pg/L, P<<0.01), T3 Bf ((18.105+ 7. 345) ug/LIB E T, EME F T1 A F. B4
QA1 B FAERARA (19 ) B H S-1008.NSE ¥ ER ot sh 524k B E MR M4 T3 if S-1008 EH T
4k B3 41 ((2. 007 £ 0. 854) pg/L H. (1. 468 0. 903) ug/L, P<<0. 057, H. S-1008 5 i 5 & 4 41 3% (»=0. 385,
P=0.039),T1.T2 i} S-1008 WME SR W EMX LR 3AHEIANSERFESRHRENEHLELE., &b
I 3% S-1008 #1 NSE K F-ZER KR F# ,, RREFBHER P RE TR, HE MW S-1008 #1 NSE # R EEH
W BB A

[x@iF] FBME; Mm¥K; S-1008; WETESMEBBILE: RERR

Changes in plamsa S-100P and neuron-specific enolase in peri-operative period of orthotopic liver transplan-
tation and its relationship with encephalopathy after operation SUN Hai-yun, CAI Jun, PANG Hong-yu,
HEI Zi~ging, LI Shang-rong. Department of Anesthesiology, Third Affiliated Hospital, Zhongshan Univer-
sity, Guangzhou 510630, Guangdong, China
Corresponding author: CAI Jun, Email: cj _gz@tom. com

[Abstract] Objective To observe the changes in plamsa S-1008 and neuron-specific enolase (NSE)
and to study their relationship with encephalopathy after orthotopic liver transplantation (OLT). Methods
Thirty patients without neurological disease undergoing OLT were studied. Plamsa S-1008 and NSE were
examined at three time points: after induction of anesthesia (T1), at the end of operation (T2) and 24 hours
after reperfusion of the transplant (T3). The difference of plamsa S-1008 and NSE between encephalopathy
group and non-encephalopathy group was analyzed. Results Eleven patients were complicated with
encephalopathy after OLT. In 30 patients, S-1008 at T2 [(3. 71541. 523) ug/L) was higher than that at T1
((1.47840. 809) pg/L, P<<0.01J; S-1008 at T3 ((1.76530. 894) pg/LJ decreased to normal level (T1).
NSE at T2 ((26.68447.973) pg/L] was higher than that at T1 [(14.012+4.612) pg/L, P<<0.01). At
T3, the level of plamsa NSE ((18.105+7.345) pg/L) was decreased, but higher than that at T1. Plamsa
$-1008 and NSE in encephalopathy group (11 cases) and non-encephalopathy group (19 cases) showed the
same tendency of change as all of the patients. Plamsa S-100B at T3 in encephalopathy group [(2.007 %+
0. 854)pg/L) was higher than that in non-encephalopathy group ((1.468+0.903) pg/L, P<C0.05), and it
was correlated with the presence of encephalopathy (r=0. 385, P=0.039), but not at T1 and T2. Plamsa
NSE at three time points showed no relationship to the presence of encephalopathy. Conclusion The
increase in plamsa S-100B and NSE during OLT indicates the occurrence of damage to the brain. But plamsa
S-1008 and NSE cannot predict encephalopathy after OLT.
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