B 23 2009 4E 6 H 45 25 3245 3 ) Chin J Burns, June 2009, Vol. 25 ,No. 3 . 215 -

B 5 2R SR ARG TT N A R E
R N K T BRI

EAl Hed ik F4 RIR e Tk ¥F

[(WE] BN THRBESEBLATHNENGHEERUEEEATEHNEMW, HiE ¥ 80
o1l 7™ B 6] 455 8 A FR BEYLEC X I 43 R A 97 40 (40 1) FXd MR (40 B)) o IRIT 4 B H A BT ST BN AT B
BERBMABT NBEREERABRSE 2 ~4 U/h, EH M EE 6 ~8 mmol/L; X 18 48 3 I IR % $i4
AR TERER, ME2HABRENRA BERGER . EIHWREE. THHEARITE 135748
HIHR 2 40 B FF K0, 8 M 3% TNF-o, IL-2 JL-10 .C KN B H(CRP)KFE., HR BITHBRES
BlR A m KT XTI (29 #) . BTHMT BBA KA 31 FIA30 FlEEHH 1 R MEER £,
WA EH AR R E] - B W 3 AR TIBEA 2 B4 BN 10,19 B, B 4 A RER T BE R £ 04 B
FTA2H6] , JRITHGFE 3 dMILT- 46,3 dBUEIET 1 B, FRIER R 12.5% ; 3 BLA LG 3 d HIE
256,33 dLAJRRET: 4 B IRFEER K 22.5% , RITIA 3 ~7 d AT EE TNF-o .CRP K F X 1R
H(P <0.058 P <0.01) 1 IL2 IL-10 AN & FXRA(P <0.05FH P <0.01), EITFE7d,
W74 TNF-o (CRP H &K, 23125 (1.3 £0.6) pg/L (55 £16) mg/L, BB B K T X A9 (3.0 =
0.8)umg/L.(89 +20)mg/L{ P <0.01), &ift MEUGEITHRSERBRMLBT TUBRREEESS
HERERNEE, LELHBRETE.
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Effects of intensive insulin therapy on inflammatory response and prognosis of patients with severe
trauma YAN Bai-gang” , XU Shi-wei, LIU Wei, LI Hua, ZHAO Wen-feng, LIU Jian, WAN Zhong-geng,
ZENG Jun. * Department of Emergency, the Third People’'s Hospital, Chongqing 400014, China

[ Abstract] Objective To investigate the effects of intensive insulin therapy on inflammatory re-
sponse and prognosis of patients with severe trauma. Methods Eighty severely injured patients were di-
vided into intensive insulin therapy group (n =40, IT) and routine therapy group {(n =40, RT) in random
pair. At the time of admission, a continuous infusion of insulin (2 -4 U/h) was pumped into the patients of
IT group to maintain blood glucose level at 6 — 8 mmol/L. Patienis in RT group were given routine treatment
without administration of insulin. Fever, organ injury, and mortality of patients in 2 groups were recorded.
Venous blood was drawn from patients of 2 groups on the morning of post treatment day (PTD) 1, 3, 5, and
7. Values of TNF-a, C-reactive protein (CRP) , IL-2, and IL-10 in plasma were assayed. Results High
fever appeared in 9 patients in IT group, and WBC exceeded 10.0 x 10° for more than 3 days in 17 patients
in this group, versus 20 and 29 patients respectively in RT group. Dysfunction of 1 organ appeared in 31 pa-
tients in IT group and 30 patients in RT group. Dysfunction of 3 organs appeared in 10 patients in IT group
and 19 patients in RT group. Dysfunction of 4 organs appeared in 7 patients in IT group and 12 patients in
RT group. In IT group, 4 patients died within 3 post-injury day (PID), and 1 patient died after PID 3 ( total
case fatality; 12.5% ). In RT group, 5 patients died within 3 PID, and 4 patient died after PID 3 (total
case fatality; 22.5% ). Plasma levels of TNF-a and CRP of patients in IT group were significantly lower
than those of patients in RT group on PID 3 -7 ( P <0.05 or P <0.01), while levels of IL-2 and IL-10 of
patients in IT group were significantly higher than those of patients in RT group ( P <0.05 or P <0.01).
Plasma levels of TNF-a (1.3 +0.6 pwg/L) and CRP (55 +£16 mg/L) of patients in IT group on PTD 7 were
lowered to the trough level, and they were significantly lower than those of patients in RT group
(3.0+0.8 pg/L, 89 £20 mg/L, respectively, P <0.01). Conclusions Intensive insulin therapy can
mitigate systemic inflammatory response and improve prognosis of patients with severe trauma.
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1.1 EREE

YRR 2 NEF RN 2004 4E 1 A —2008 4E 12 A
WIEH = E A R E 80 . HpE 64 . & 16
B, 48 19 ~65 Z [ (36 £6) % |, BfHEE AR
G AR AR B EG TR, 2R
SCHER 3]0 88 & # A7 BU4%5 77 43 (injury severity score,
ISS) . AIEARHE: 1SS KF 16 43 B E ABL/G 24 h
P 3 K IMAEE Y KT 9 mmol/L; BEA: JCHE IR 9 52 o
BEWEENBRZESR, EHEILECXT R 8 E 5
HERALIEIT A RN R4, B4 40 B, BCxT 408
1SS AME B i Z MR J TR AL AR, B AHZE 6 4y LI 4R
A2 10 DA s IR BT EAH 22 10 kg DA,
1.2 WBITHR

BEABE BB E, EHENTRS
FHHMER, WITA: ARELITES R®RILA
F(HRALFREHBTEABIFR) . VIHRES
EREAEER2~4 U/h, REBOEERNTESER
AR, Biri B EEHRFE 6 ~8 mmol/L, BT H %
FAPGHE mBE (€ ERA S EA RS AD) &5 HE
Mm¥E, 1 R/2h, HEBRSRWE LG 24 h bk
AT 8 mmol/L, XA . MK EMIEGIT, ARG
THREE. CHARENTFLBTBHIINEREIT,IER
GTYHTEBELER,IFMSNEMmME, 1 R/2h, T24
BEFFHEITE 1.3.5.7 d R3 B ki 25 1 .
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EERTIREAR &4 5 10,19 6, 1 4 AR TEEAR
SRR T2 8, WRITHGE 3 dNFET- 4 41,3 d
LURFET: 1 ], RN 12.5% ;X RAHIE 3 d N
FET- 5 B1,3 d LASGFETS 4 Bl RER N 22.5%
2.2 1% TNF-o .IL-2 IL-10 CRP #7354k

WBIFIE 3 ~7 d,JAT 4 TNF-o .CRP {H 1% F Xt
HBZH( P <0.05 5 P <0.01),7fi [IL-2 IL-10 &
FXFMELA (P <0.05 8 P <0.01), WFE1,

#£1 24HHEFME TNF-o,.CRP IL-2
1 IL-10 ZALAE L (v £ 5)
s d AioaE

HH %

1d 3d 54d 74d
RITA 40
TNF-a( pg/L) 12.7+2.3°12.422.7 5.8+0.9* 1.3 £0.6"
CRP(mg/L) 133 £24 124 £23° 8619 5516
IL2(ug/L) 2.8+0.3 3,2+0.3" 3.8+0.3" 4.220.3%
IL-10(ng/L) 184 6% 201 £7° 246 26" 224 26"
Xf B2 40
TNF-a( pg/L) 14.6 2.1 18.4£3.5 9.3£2.6 3.0:0.8
CRP(mg/L) 139 £25 146 £31 112 £25 89 +20
IL-2( pg/L) 2.5:0.3 2.6+0.3 2.6+0.3 3.1x0.3
IL-10( ng/L) 150 £ 5 1646 1806 191 £5
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