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Pre —hypotension(kPa)
Group

During hypotension (kPa) Post hypotension(kPa)

MAP cvp MAP Cvp MAP Cvp
Control (n=.0) 14.440. 88 1.36+0.109 13.4%0.52 1.4710.067 14.1+£0.86 1.28+0. 089
PGE, (n =10 13.440.65 1.31+0.079 9.6+0.514% 1.39+0.102 12.74+0.73 1.5740.1204
SNP (n=10) 13.7+£0.68 1.36+0.111 9.5+0.598% 1.19+0.089 13.940.55 1.6510.1134

A: P <C0.01 wvs pre—hypotension ; A : P <{0.05 wvs pre—hypotension ; v¥: P <{0.01 wvs control group
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Tab 2 Changes of plasma level of Ald and ANP

Pre—hypotension (pg/ml)

During hypotension(pg/ml) Post—hypotension(pg/ml)

Group Ald ANP Ald ANP Ald ANP
Control (n=10) 2024+13.3 90+6.2 209+16.8 103+13.6 217+18. 3 98+17.7
PGE, {n =10) 211+12.5 94+4.5 246111, 24 85+ 3.04% 231+18.1 87+ 3.4
SNP (n =10 214+20.3 85+3.6 269+£29.94% 704 3.20% 221428.5 93+ 8.4

A: P <<0.01 wvs pre—hypotension ; A: P <0.05 wvs pre—hypotension ; % : P <C0.05 ws control group
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Changes of plasma aldosterone and atrial matriurtic peptide in patients-
during hypotension induced with prostaglandin E, and sodium nitroprus-

side

Nie Fachuan, Den Anzhi, Bi Min (Department of Anesthesiology,Southwest Hospital, Third Military Medical University,

Chongqing, 630038)

Abstract The purpose of this study is to compare the influence of controlled hypotension induced with
prostaglandin E, (PGE,) and sodium nitroprusside (SNP) on central venous pressure (CVP), plasma level of
aldosterone (Ald) and atrial natriuretic peptide (ANP) during operations of patients with hepatobiliary or
pancreatoduodenal disease under intravenous PDS balanced anesthesia. 31 Patients were divided into the con-
trol, PGE, and SNP groups of which the patients were administered with normal saline, PGE, or SNP respec-
tively. Mean arterial pressure was decreased by 30% and kept for 1 hour. It was found that CVP, Ald and
ANP showed no changes in the control during the observation period. CVP did not change during hypoten-
sion in PGE, and SNP groups. Ald was increased and ANP decreased significantly during hypotension in
PGE, and SNP groups and the magnitude of changes was slightly lower in PGE, group than in SNP group. It
was concluded that the influence of hypotension induced with PGE, on Ald and ANP was simlar to that in-
duced by SNP. PGE, would not interfere with the secretion of stress hormones such as Ald and ANP signifi-
cantly.

Key words Prostaglandin E,; sodium nitroprusside; hypotension/controlled; aldosterone; atrial natri-

uretic peptide
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A technique for collection of lymph from the small intestine by artificial

intestinal Imphatic fistula in rat
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