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[ Abstract | To investigate the hemodynamic effects of intravenous infusion of prostaglandin E1(PGE1) on patients
during anhepatic phases undergoing orthotopic liver transplantation(OLT) ,in order to providing references for clinical rational use
of drug. Methods

vided into control group,group El and group E2 based on the computerized random number table, 10 cases in each group. Conveti-

Objective

A total of 30 cases of patients undergoing OLT in our hospital from 2011 to 2015 were selected and randomly di-

onal anesthetic management approaches were administrated to the three groups. Intravenous infusion of PGE1 with 5 and 10 ng/(
kg » min) were additionally administered to patients in group E1 and group E2 by a micro-pump during anhepatic phases, respec-
tively. While equal amount of normal saline was administered to patients in the control group. The heart rate(HR), mean arterial
pressure(MAP) ., pulmonary artery pressure(PAP), cardia output(CO) , systemic vascular resistance (SVR) were monitored at 30
min onset of anhepatic phases. Results There was no statistically significant difference in age,weight,operative time,length of the
anhepatic phases,amount of blood loss and intravenous infusion volume among the three groups(P>0. 05). After treatment with
PGE1, compared with the control group.in the group E1 and group E2 HR and CO were increased ., while MAP was decreased, there
was no statistically significant difference(P>>0. 05). The values of SVR and PAP were reduced with increasing dose of PGEI1 in the
group El and group E2,statistically significant differences were found in PAP when compared with the control group(P<C0. 05),
statistically significant difference in SVR was only observed between the control group and group E2(P<C0. 05). Conclusion Intra-
venous infusion of PGEL could be a feasible method for treating patients during anhepatic phases undergoing OLT with increase of
PAP and decrease of CO.
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* 1 SH—BEMLE (n=10)

.- AERS BHEREESE EEE F AR ] TG s ) % M i 1
(TEs, %) [(n(%)] (TEs,kg) (T=E s, min) (TE s, min) (Txs,mL) (Txs,mL)
Xt B 4] 49.243.7 80. 00 66.80+6.65  620.00+E54.13 83.00+11. 25 6 200.00£577.93 11 540.0041 478.72
El 4 51.2+3.1 80. 00 70.40+5.22  570.00+48.48  87.00-11.47 4 540.00+663.78 11 900.00+1 511.63
E2 4 48.8+3.3 67.00 69.00£2.70  560.00-+43.23 101.00£12.79 5 980.00--503.39 14 600.00=41 805.55
F2 SEZMMIES N FRIREN (n—=10,71L5)
2115 HRGK /4350 MAP(kPa) PAP(kPa) CO(L/min) SVR(kPa « s/L)
o B4 91.4+5.50 9.28+0. 28 3.68+0.17 7.18+0.47 188.80+1. 12
El 41 95.8+5. 41 9.1740. 32 3.2340.21" 7.4620. 70 180.0041. 08
E2 4 96.8+6.16 9.0840. 23 2.914+0.12* 7.4840.61 149.6040. 91+
*: P<C0. 05, 5 X B2 LA,
BRI 2 B e 2 WL 5 S, 2B 2 B M R 45 0.05 W ZEFA G FEL.
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TR PAH WM A RIFI AR N B2 RS — &1k
ST R v 5 3 A At 25 Wl T T R R ) L P B R A2
EFEHUR HT AN R R4 . PGEL J&—Fh HL A £ fbh 25 B4
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W14 97 3% R A PGEL 3697 PAH £ 3E 20 4 /9 7 %2, Nair
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