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Effects of Dipeptiven on plasma Diamine oxidase , D-lactate and endotoxin in patients

underwent cardiopulmonary bypass
FANG Jun, XIAO Ying-bin, CHEN Lin, ZHONG Qian-jin, WANG Xue-feng ( Department of Cardiovascular Surgery, Xingiao
Hospital, Third Military Medical University, Chongqing 400037, China)

Abstract. Objective To study the effects of cardiopulmonary bypass ( CPB) on the intestinal barrier and
the protective roles of Dipeptive on the intestinal mucosal barrier. Methods Forty patients underwent mitral
valve replacement with CPB were randomly divided into 2 groups: the control group and the Dipeptive group.
Dipeptiven at 0. 5 mg/kg was administrated to the patients in Dipeptive group during operation and in the first
postoperative day. Plasma levels of diamine oxidase (DAO) , D-lactate and endotoxin were measured before op-
eration and at 20 min during CPB, the end of CPB, in 24 h, 48 h after operation. Results Plasma diamine
oxidase, D-lactate and endotoxin during CPB and at the postoperative time points were significantly higher than
those of the pre-operation in the two groups. However, the plasma level of diamine oxidase, D-lactate and en-
dotoxin of the Dipeptive group were much lower than those of control group at the postoperative time points.
Conclusion CPB can induce the damage to the intestinal mucosal barrier. Dipeptiven ( Alanyl-Glutamine )
might be a useful agent to protect the intestinal mucosal barrier in patients underwent CPB.
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#1 FMEABE-—MWREATSUILR(n =20, x£s5)
Tab 1 General clinical data of the patients in the two

groups (n =20, ¥ +5)

Control Dipeptive
Age( year) 41.95£12.74 39.36 £7.65
Sex ( male/female) 5720 8/20
Cardiac function( NYHA [V 1II/IV) 3/15/2 4/14/2
EF(% ) 58.34 £10.20 59.21 £12.82
F5(%) 33.14£7.52 31.78 £9.77
Time of aortic clamping( min) 60.53 £28.95 57.24 £30.61
Time of vena caval clamping( min) 69,42 £25.42 68.53 £27.36
Time of CPB( min) 87.62 £29.84 84.76 +26.25
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Tab 2 Functional changes of the liver, and kidney in the two

groups (x +5)

Pre-operation 24 h after CPB

Control Dipeptive Control Dipeptive
ALT (IU/L) 30151829  35.78+24.52  38.57+17.86  36.55+16.24
AST (IU/7L)  33.75+11.58 R.20£14.17 103, 78+27.21* B W+25.87°
GGT (IU/L) 42,61 £28.30  39.13x15.46  41.80 +32.07 B.27+15.78
ALP (IU/L)  79.33 £25.07 76.25 +£32.41 81.83 +32,35 79.54 +25.05
LDH (IU/L) 226.00£71.32  239.01 £790.71 499,53 +133,52* 506.20 +99.25*
UREA(mmol/L) 6,18 £1.37 5.8 x1.46 9.57£2.92°* 9.85+1.98"
CREA (umol/1)  65.24 +£9.35 68.27 +16.35 9.4 +20.97°  9.89 +26.95*

# P <0.05, vs pre-operation
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Tab 3 Changes of plasma D-lactate at different time points in the
two groups (pg/ml, x +5)

Groups | 1l 1l \4 A
Control 4.67+2.54 865+3.27° 9.W+4RN* 6.74£290° 496270
Dipeptive  4.27+1.65  7.39+2, 14" B.73+3.43*" 5.87+3.21"" 4.64+2.15"

I: pre-operation; l: 20 min during CPB; Il ; the end of CPB; [V. 24 h af-
ter CPB; V. 48 h after CPB; + . P <0.05, vs control; * ; P <0,05, vs |
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Tab 4 Changes of plasma DAO at different time points in the
two groups (U/ml, x £¥)

Groups | 1l 1l \% i
Control 1.53£0.17  3.27+0.28* 4.59+0.31" 3.13+0.23" 245+0.19°
Dipeptive  1.38+0.2]1  2.89+0.63* 3.65+0.43* 2.31+0.21* 1.84+0.15*

I: pre-operation; [I: 20 min during CPB; lll: the end of CPB; IV: 24 h af-
ter CPB; V: 48 h after CPB; +; P <0.05, s control; # ; P<0.05, vs |
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Tab 5 Changes of plasma endotoxin of different time points in the
two groups( EU/ml, x £5)
Groups | I} n 1\ v

Cantrol - 0.088 5200095 0.046 5 0,08 5% 0,136 7+0.048 8% 0.0R 6 £0.086* 0.051 3 +0.009 1*

Dipeptive 0,041 1 40,0159 0,067 8 £0.007 1** 0177 7 0,050 3** 0.097 3 +£0.(30 0* 0,082 6 +0.015 5**
I: pre-operation; II; 20 min during CPB; Il the end of CPR; IV 24 h af-
ter CPB;V; 48 h after CPB; +; P <0.05, vs control; # ; P<0.05, s |
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