%34 5522 ¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

2012 4£ 11 A 30 H

Vol. 34, No. 22
Nov. 30 2012 2335

BT ABRICER L AT ARy ) IE AR AR (H R
MTEIBIEZE Fh I A & B0 4 35 ARG #h A0 , 3XPT BB
TUE & L X AL G AL R A XUE DR BA A5 3, PRt o
55 Z B ERAR 1 sE e = A RS R s

FEAM G AE A B R o, B — 3 DA S 4% A
T 5B AL RAR B fER R+, PTGI
BRI T 5 CD-RISC 70 4 I 1 IEA G, H A
A #E X (P <0.01) AH“JREAETE K55 HAh
PRI F AR DGR, i 22 i T+ HA 3 A H
N AT 1 AT 3 E HZE AR L, ik, A
FREA RIFMERE

i bR , AR ETTE18E 3 AT 17 45 E
PN 5 R PP E B3R, 120 R B B 1R BE AR
JE AT LA il 2 3 [ A i i i A8 3 B 3 s LK i T
B R UGG I s 6000 e iR 52 i R 3R K B
Bifa A e sEER L T TR

SE k-

[1] Tedeschi R G, Calhoun L. G. Posttraumatic Growth Inventory: measur-

SRS :1000-5404 (2012 )22-2335-03

ing the positive legacy of trauma[ J]. J Trauma Stress, 1996, 9(3):
455 —471.

[2] Taku K, Calhoun L G, Tedeschi R G, et al. Examining posttraumatic
growth among Japanese university students [ J] . Anxiety Stress Cop-
ing, 2007, 20(4) : 353 -367.

[3] Jaarsma T A, Pool G, Sanderman R, et al. Psychometric properties of
the Dutch version of the posttraumatic growth inventory among cancer
patients [ J]. Psychooncology, 2006, 15(10) : 911 —920.

[4] Weiss T, Berger R. Reliability and validity of a Spanish version of the
posttraumatic growth inventory [ J]. Res Soc Work Pract, 2006, 16
(2): 191 -199.

[5] HoS M, Chan C L, Ho R T. Posttraumatic growth in Chinese cancer
survivors| J |. Psychooncology, 2004, 13(6) : 377 —389.

(6] TEbr, BRIE, THP:, 55, QUGG A R ETT R AERLEE )
BrlJ]. PrEepdea, 2011, 26(14) ; 26 -28.

(7] #2, 2%, 26, 55 RO BB PR RAERG 2 iy R [ T].
U= AR, 2011, 33(19) ; 2081 -2084.

[8] Powell S, Rosner R, Butollo W, et al. Posttraumatic growth after war
a study with former refugees and displaced people in Sarajevo[ J]. J
Clin Psychol, 2003, 59(1) . 71 —-83.

(Y175 :2012-06-28 ; £ 2] : 2012-09-03 )

(¥ T IE)

HRIEE

S M AEXS EERAEIL B E M TNF-o IL-6 7K F R &7 R

WEm  EEM, ERAT, Tk
TN R E R AR )

(HHE]

(519000 J7R% Bif, P il K2 Bt 55 LB e - ICU', 22 IR 519000 T 4% BRify , Bk

HBGy L I 32 o /K S S S0 A 6 8 35 10 3% TNF-u (IL-6 7KF BOAYT RCR B . Ttk 66 il AT

ICU (4 TEAE IAESE B, AR INURE 5 51 B AR K i A SR Al B AL 2 A i 7K (8 ~ 111 mmol/L) fIk7K (4.4 ~ 8 mmol/L)
PIAL, 45 33 i, 53 36 20 il fde e 5 o 1E 3 X R o SR FH Bt EDR e 92 W BRH I D00 5 i 3% TNF-o0 e TL-6 /K-, I R4 7 I RS 7 2500 T
BTG B5R mAKCE KRR ABESS 1 RIS TNF-o B TL-6 7K P34 0E 5 % R4 B 8 T (P <
0.05) fHPA Z A2 R TEITFRE X (P >0.05) . AKFHARES 3.7.14 K12 TNF-a J 1L-6 K255 5 K4 3
R (P <0.05) s R/K AL IR AR A 3R B 5 T RAKFE4L(P <0.05) o &5 B MR AE 5 13K TNF-o & IL-6 7K
SETb S P MAHAE 4. 4 ~ 8 mmol/L ATFRAK TNF-a B IL-6 /K-, T ML S e S0 , RIS BAc s s G 7 4%, (B AR FRIR PR o

[R82IE ] FAEMKFESE ; MU IR VRSE D 5 5 I A0 32-6 5 i PRI T4k
[FhE%SES] R392.3;R459.3;R743.33 [ XHFRER] A

FRAEAE 2 — 2 06 3 B0k 28 T s BE % 149 185 B i
RH WL , P B AP BRI AT T, Y I K
(R Kokt 2 At . TR IR BE R 14 U 7K FAE 2
P I S 2P s IORIR S TG 102 01 2 9 40
PR TNF-ou IL-6 J7 TL-18 25 K SE-1efn'' 20 5 1i 48 A
25T INRAE R & RSV, TNF-o \TL-1 . TL-6 257K -
(g TH i R I T AR AR B 1L

[EEEE]  2R7, 0% (0756)2528725 , E-mail : 1zd162@ tom. com

HOAT M RE SRR O 4 KPR A R IR Tk R
(TNF-o \IL-6) |l RS 728 SR AL AR BT RA M

1 ARSH®

1.1 2B 44

FBr 2008 47 H % 2012 453 A Aff: ICU B HAE iKAEFE &
H LR CT UESE , A5G 58 V0 4 [ G 1l 4870 25 U & 112
BRUE o ABERRUE  RTIT 48 h LAY R BT BT 5 2T 45 (glas-
gow coma scale,GCS) <8 435 APBiht=s i iU =7. 0 mmol/L A1



34 EHE 2 o= F KB R ¥ o i

Vol. 34, No. 22

2336 2012 4E 11 A 30 H J Third Mil Med Univ Nov. 30 2012
1 HAXREREAME TNF-o F1 IL-6 7KFE (pg/ml, x £s5)
TNF-a 1L-6
ZETIU n
ERPS H3 K EUPS EES ERIPS ERPS EPS 514 K

f=y € 2 33 59.61 +£15.762
EIKF2H 33 57.78 +12.212

77.95 £17.312  75.03 £16.19*  73.70 £16.47> 67.33 £14.36* 136.35 £20.09* 107.64 £20.51* 90.42 +11.162
62.54 +13.88%" 54.19 +11.012> 48.96 +10.42% 66.53 £13.36* 121.73 +21.47*> 97.21 +16.92>  83.33 £9.96%

TEH X HEZH 20 26.56 +8.36 26.56 +8.36 26.56 +8.36 26.56 +8.36 39.37 +£9.98 39.37+£9.98 39.37+£9.98 39.37 £9.98
F 40.549 61.596 44.829 67.076 30. 486 167.562 86.105 144. 828
P 0.000 0.000 0.000 0.000 0.000 0.000 0.000 0.000

a:P<0.05,5 EF x4 ;b P <0.05,5 &K-Fartik

(B0 BEPLIMAE = 11. 1 mmol/L, HEB bR e . HA Wk i i 5 FR
95 " B PN 0 A A A ™ B T T e R A 1 ™ R T
REAN A ™ B0 MU 95 Bt 2S5 95 2 1 T8 IV R R
SR AR R 2 — o SR A ERATRE ML, FAR P OB 5 ) B Aok
S R K A BB A P A (R KT L AR - 4) L, 66 45
B RA TR . 1 20 BIAF A VT AL Ay e 5 TR IR R
XTI, RPRTA R ERBEBEANEFE N, 2 ERAEZE
FiosRlE,
1.2 397 B 4l

S5 ] RAGEIRIT BRI R R R(aE R
FERLIHE SR EI) 90, R A 24 h WL TR 20, RS
RGNV WS, LIS UBE i B2k 8h . B8 Finney 45 ©
) IR A AR T 5 v AT 2 il s 45 I #E 8 ~ 11, 1 mmol/L, ik
KV M AFHETITE 4. 4 ~ 8 mmol/L; K 10 5 &K (2:00,
6:00.,10:00 .14 ;00,18 :00 .22 :00) M W% (E , b 4 A~BF ji] 5 78
H by BB N RISk A , 24 H IR K T Shy 45 BsF [ 53 ot % 1) 7
PIH ; B FET 8B I ICU U2 1k ifof A4S
1.3 TNF-a #= IL-6 K- 2

SR PRI G 928 W R 00 5 S8 3 B 5 1.3.7 .14 R am 2%
TNF-o Fl TL-6 7K, 1E 5 % BRAT I 1 WK,
1.4 & RI7 R

3 24 IR B T R A b R I R R 22 ) BE A R B T
PRUES T4 UM, e AR A I R RS - B AR T
FHA S TOAEE AL BET . R RUBIEL = FE AR B A
B+ W R + R
1.5 %itF o947

SR SPSS 15. 0 # 4 ab BREHE . T RRHEIRLL & £5 2
71N, 2 (8] 22 55 LR B ) 5 22 43 BT, 4L 1) 7 1 L 35 R A SINK -
q K3 s THECRORNY LLECR A ¢ K0

2 HR

2.1 — &L

K SMOK A 33 BB, AL Z R 78 P ) 4
% FTEFEAR[ GCS 43 (5.5 £1.2) vs (5.4 =1.1) ARE 40T
MK (10.5 £2.8) ws (10.9 2. 7) mmol/L] 25 )5 T i) 2% 55
TG 2R L (P >0.05) , H 5 1E# % IR AR T D, B
AP K2R [ (11,0 £ 2. 6) mmol/L ] # Ak 7K F- £
[ (7.2 £2.3)mmol/L] &, W 4 M4 il /K P 22 B A7 A S 35 25
5(F=38.790, P =0.000) , 55 &80Tk .

2.2 2 TNF-o 1L-6 K-F b

7K K S W5 4 000 3% TNF-ou IL-6 7K - 355 1F % % 1]
TR (P <0.05) 5 5w KF- LA E, AR SF- 4 ABESE 3.7
14 R (¥ M1 34 TNF-o IL-6 /KT BEFR(P <0.05) , W& 1,
2.3 &R ST R R IR IR

1o 7K P AR K T T A TR] I R 7 R A 3 25 R (P =
0.031) ;I AK - 41 ) B AR AT R0 48 i KO L i B (P <
0.05) JRALIRAR I B EREAL(P>0.05) . WK 2,

F2 BARE ARKTHBE NGRS A ELBI LR

A0 n HOARER WEIS B ok Bk BT BRI
EKEA 33 1 2 4 14 8  4(12.1%) 7(21.2%)
KP4 33 2 2 16 7 3 3(9.1%) 20°(60.6% )

a: P=0.031,5 &KFakix

3 i

HAE A A 8 R BT W2 T . Bk
B - 2 e OB R LS it 2 AXE 8 A 40 i PR - 1) 7K S
(4 TNF-o IL-6 S TL-18 %) 15 % fic 7 J 4, 0 bk
i A A AR BONE S TS, A I 3% TNF-o )2 11-6
AP T o e R T RS S AR BILAR R 2
i A BRI QOS2 1 J5 41 v 3t 12 66 AR ) 280 M
T RERAE  TEARBEE 55T B A MR s HoAS 5
Ao 5L A 2K 72 4 (advanced glycosylation end prod-
ucts, AGEs) , AGEs J"VZ 7341 31N K A0 | B w4 i |
B 2R A B A5 ) 20 RS L, 5 R B2 A2 IR 0 X
SEAH MR TNF-o TL-1 | /N R PE A= 4 R 45 2 Fh
MILH . QAGEs 5N 32 (K455 J5 7T LA in 240 i
UE=R o Susla R </ =R VR St 7 B LR =0 (1 = 1
AT LA SR I 37 B S AT 04035 1 L B 14 22 T A% 40
A8 A HTBRERY P Az 5 AR RO TR SAE P RO BRI, 18
SERAGAE LIV o AR A A& A 200 L PR 78 1 3 B S Y
VEFIRING A3 Ay < Al S8 RE A L PR ¥ FI5T 8 ik 4 i PR -,
& EZA TNF-o IL-18 IL-6  IL-8 4%, J5 & F 2 A
IL4 1L-10 IL-13 2%, TNF-a K IL-6 MUK % 5E fl %
922 IO 25 R BN T, G BB IR 8 A 20 i R B2 i 2L
HRAEGPETEER , SCRB 35 4H ML | 10 A 20 B Ah I, 45



34 B 22 )
2012 4£ 11 A 30 H

¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

Vol. 34, No. 22
Nov. 30 2012 2337

SRRSO B B IR 20 BB TR K S o e ke
ML . SARETE 20 S0 T B 1 e (it
e MRS LAGERE . AT UL, o ME A0 98 0 R - 2 Tl A7 7R
FHEAER, FTREE R AR X R TG AR, 280
FINN SV A FE 85 B T O IR K- TH = A
RAEAME P (40 TNF-o IL-1B  IL-6  IL-8 . IL-10 %)
IRA TR ) B  TNF-o \IL-6 IL-1 \IL-8 .C J
o7 2 A5 O T v Y TR 9o 5 7 B, RE R LIS 3G e AE
IS0 DR 4 o L A RN AR AR A 4 A 40 g
TR ] RE X el AR AT AT £8 35 B TS A A

SR, T7A 42 ) A X AL A4 2 A 40 A PR 7 1) 52 i
TEAN ) 95005 T AETE 22 57 5 INUWEAE 1) 7 SF- X6F S0 A fii A
HE R ST A0 A PR 52 Ml AN Bt o R B O 4
ARV A A v BB 3 I PR &5 Jmy B s M g A il B ESE
T T sl I T LA AR AR 2 v B B s R
SR KA RAIF Y 71 7 42 il I 5N R 4 {1 A
AEHERH 90 d AEH

AHIFGY I8 7 FE A M A A AR IR | I TNF-o0 K¢
TL-6 7K F-24) 58 25 1o T 1E 5 % BRZH, 32705 58 5 A A T i
P e AR S AR & 20 B R A SR8 3 e e A AR
BB SRR R PO [F] K P 1 IR 42 ), WL 21
Z A% TNF-a \IL-6 /K- 2 5 45 - Bon . HEk
AR L, IR 48 1 AT AR A AR K- 21 28 5 (4. 4 ~
8 mmol/L) {E AP 3.7 .14 KAy ML 2E TNF-o \IL-6 7K
SR BRI, R 7 R SRR AT R PR G A g o
I T L AT S i 45 5E R84 AR P9 TNF-u  IL-6 [ 7K
- AT RETE— A2 FEBE LT IR AL A R M R RE R N o
BEAR AR FE IR 7R < OB KT 9 I A Al
PRIT A DG, AR il 55 P AR K -4, AR I RS 3
R T KA, 2 WIAR X 7™ A% 2 ol A TT LA e 3
i A A £ RIS DR 28805 SR T, IR DL B 84 1) Jib
R, X AT AE 5 5k D AR RR i, ICU 28
SCRPIER T B W AEAERT R AE A G . T2 S0 A
FACOE B PREE Jey 1 B 3R AR 22, QAR 1 501 e 1 4%
IR B AR RAE JRIT 5 . AR RT AL B R
PEiBENL 4L, HOA ICU JE ¥R 2R & 67 5 &,
ALFE K R P, SO IE IR, VR A H L, Fa il i o
WA, R B 3R SRR, Bih EIHARTE L, 2
TE 7K R SO R T 3L (A B AR B SRR Ty
REBLBIT 4>t 3 &4 EIR IR PEE J5 BU A, DL E it
AR LA T e DR 2R R A T 2 et B T
Al

2 1 i I , EOIE AR A RRE A T R I A R It

TNF-o IL-6 7K 58 i1, A 425 B 7 4. 4 ~ 8 mmol/L
AT AREAR TNF-o [ IL-6 7K, AT RE— & R B T AL
V14 7 S5 P R S I, [ o e 3 R A I DA 7 488, AEL AR o
AR . AT REA D SRR, 45 Bk 1 7
FAEAR R PR S

S Xk

[1] Krogh-Madsen R, Moller K, Dela F, et al. Effect of hyperglycemia
and hyperinsulinemia on the response of 1L-6, TNF-alpha, and FFAs
to low-dose endotoxemia in humans [ J]. Am J Physiol Endocrinol
Metab, 2004, 286(5) : E766 — E772.

[2] Van-den-Berghe G. Insulin therapy for the critically ill patient[ J].
Clin Cornerstone, 2003, 5(2): 56 —63.

[3] McCombe P A, Read S J. Immune and inflammatory responses to
stroke: good or bad? [J]. Int J Stroke, 2008, 3(4) . 254 - 265.

(4] B b B35 I R M 22 DI RE BB AR B VP 04 B2 (1995) [J]. A d
ZRRid, 1996, 29(6) : 381 —383.

(5] Mg, BWiM, AREEWN, 55, TAERNAESE 8 MR K OF X8
FRRAS BIRFERIEm [ T]. hAME2EWIGE, 2011, 9(31): 4 -6.

[6] Finney S J, Zekveld C, Elia A, et al. Glucose control and mortality in
critically ill patients[ J]. JAMA, 2003, 290(15) ; 2041 —2047.

[7] Turina M, Fry D E, Polk H C Jr. Acute hyperglycemia and the innate
immune system; clinical, cellular, and molecular aspects[J]. Crit
Care Med, 2005, 33(7): 1624 - 1633.

[8] Ahmad M, Graham S H. Inflammation After Stroke: Mechanisms and
Therapeutic Approaches[J]. Transl Stroke Res, 2010, 1(2);: 74 —&4.

[9] Radermecker R P, Scheen A J. Management of blood glucose in patients
with stroke[J]. Diabetes Metab, 2010, 36(Suppl 3) : S94 —S99.

[10] s, 3cse, X4, 4. v A b i ikt 161 106 118 3

ARG RS [T]. 5 = E R, 2004, 26 (14):
1288 —1290.

[11] R, WaER, BRAK, 55 3 FORFEBEG R T ERRRE
W20 i) CD68 il TNF-o ik [J]. 35 =4 R4, 2005,
27(3) . 217 -219.

[12] Idicula T T, Brogger J, Naess H, et al. Admission C-reactive protein
after acute ischemic stroke is associated with stroke severity and mor-
tality; the Bergen stroke study{J]. BMC Neurol, 2009, 9. 18.

[13] Natarajan S K, Dandona P, Karmon Y, et al. Prediction of adverse
outcomes by blood glucose level after endovascular therapy for acute
ischemic stroke[ J]. J Neurosurg, 2011, 114(6) . 1785 - 1799.

[14] Farrokhnia N, Bjork E, Lindback J, et al. Blood glucose in acute
stroke, different therapeutic targets for diabetic and non-diabetic pa-
tients? [J]. Acta Neurol Scand, 2005, 112(2): 81 -87.

[15] Gray C S, Hildreth A J, Sandercock P A, et al. Glucose-potassium-
insulin infusions in the management of post-stroke hyperglycaemia:
the UK Glucose Insulin in Stroke Trial ( GIST-UK) [J]. Lancet Neu-
rol, 2007, 6(5) : 397 —406.

(Y175 :2012-07-04; £ [2] :2012-08-01)

(3 R3zir)





