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A model to simulate the haemodynamic effects of
right heart pulsatile flow after modified Fontan
procedure

Shuji Tamaki, Kouhei Kawazoe, Toshikatsu Yagihara, Toshio Abe

Abstract
The effect of pulsatile pulmonary flow
after the modified Fontan procedure was
examined in a model that simulated the
right heart. An inlet overflow tank
(preload), axial pulsatile pump, Wind-
Kessel model (afterload), and an outlet
overflow tank were connected in series.
The standard conditions were flow 200
1/min with 12 mm Hg preload pressure,
3 0 Wood units resistance, and an outlet
overflow tank pressure at 6 mm Hg. The
pump rate was set at 80 beats/min. The
simulated pulmonary arterial pressure
and pulmonary flow waves produced by
this model closely resembled those
obtained from patients who had under-
gone the modified Fontan procedure. All
variables except the preload were fixed
and changes in pulmonary flow were
examined at preload pressures of 8, 12,
15, and 17 mm Hg. As the peak pulmon-
ary arterial pressure increased so did
pulmonary flow, until it was greater than
during the non-pulsatile state. Because
the afterload of this model was fixed, this
result suggests that there was a con-
comitant decrease in resistance.
This model indicates that pulsatile

pulmonary blood flow is likely to have a
beneficial effectonthepulmonary circula-
tion after the modified Fontan procedure.

After the modified Fontan procedure the right
atrial and pulmonary arterial pressure waves,
which are almost entirely a function of right
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Figure I Simulation of the right heart after a modified Fontan procedure. The inlet
overflow tank (preload), axial pulsatile pump, Wind-Kessel model (afterload), and the
outlet overflow tank (left atrium) were connected in series andfilled with water at 37°C.

atrial contraction and relaxation, have a
characteristic configuration.'-3 It has not
known however, whether the pulsatile blood
flow from the right heart has any effect on the
pulmonary circulation. We studied this ques-
tion in a model we constructed to simulate the
right heart after the modified Fontan
procedure.

Method
Figure 1 shows the model simulating the right
heart after the modified Fontan procedure.
The inlet overflow tank (preload), axial pul-
satile pump, Wind-Kessel model (afterload),
and the outlet overflow tank (left atrium) were
connected in series and filled with water at
37°C. A rise in the level of the water in the
inlet overflow tank was prevented by an open
cylinder. The height of this cylinder deter-
mined the preload. In this model the axial
pulsatile pump had no prosthetic valves in
either the inlet or outlet parts to better
reproduce conditions present in the right
atrium after the modified Fontan procedure.
The Wind-Kessel model, which provided the
afterload, was constructed of a compliance
chamber and a servocontrolled valve. The
compliance chamber was filled with air to one
third of its total volume.4 The standard condi-
tions were established in a non-pulsatile state:
flow was 2-00 1/min with a 12 mm Hg preload,
the afterload was 3-0 Wood units, and the
outlet overflow tank pressure was 6 mm Hg.
Afterload and outlet overflow tank pressures
were fixed throughout the experiment. The
pump was set at a rate of 80 beats/min. Under
standard conditions this model produced pul-
monary arterial pressures and pulmonary flow
waves that resembled those recorded in a
patient who had undergone the modified Fon-
tan procedure (fig 2). The driving pressure,
systolic fraction, and the vacuum were adjus-
ted (while the standard conditions were main-
tained) to create a pulsatile flow that produced
graduated increases peak pulmonary arterial
pressures to values 1 mm Hg greater than the
preload. This was done to examine the chan-
ges generated in the pulmonary flow waves.
The same manipulations were performed at
the other preload values of 8, 15, and
17 mm Hg.
We used a Sharp control air driving pump

(H-4000). All fluid filled catheters were con-
nected to Gould P-50 pressure transducers.
The flow rate was measured electromag-
netically with a Nihonkouden MFV-2100
flowmeter and a FF-150T cannulating flow

Department of
Thoracic Surgery,
Nagoya University
School ofMedicine,
Nagoya, Japan
S Tamaki
T Abe
National
Cardiovascular
Center, Osaka, Japan
K Kawazoe
T Yagihara
Correspondence to
Dr Shuji Tamaki,
Department of Thoracic
Surgery, Nagoya University
School of Medicine, 65
Tsuruma-cho, Showa-ku,
Nagoya 466, japan.
Accepted for publication
4 July 1991

Pr;

177

r IUZZ-2Ul ; I III ILVIu

 on M
ay 22, 2023 by guest. P

rotected by copyright.
http://heart.bm

j.com
/

B
r H

eart J: first published as 10.1136/hrt.67.2.177 on 1 F
ebruary 1992. D

ow
nloaded from

 

http://heart.bmj.com/


Tamaki, Kawazoe, Yagihara, Abe

.. a

PAP

PF

Figure 2 Clinical and simulatedpulmonary arterial pressure (PAP) and pulmonary
flow (PF) waves. Clinical PF waves were recorded by Doppler echocardiography.
Simulated PAP and PF waves closely resemble the clinical examples.

transducer. Pressure and flow signals were
recorded on a San-ei 361 eight channel
polygraph.

Results
Under standard conditions, with a 12 mm Hg
preload, we simulated eight pulsatile flow pat-
terns with peak pulmonary arterial pressures
1 mm Hg greater than the preload-that is 13,
14, 15, 16,17, 18, 19, and 20 mm Hgwhen the
preload was 12 mm Hg. We recorded pump
pressure, pulmonary flow, pulmonary arterial
pressure, and waves at each pressure (fig 3).
These waves closely resembled clinical trac-
ings. As peak pulmonary arterial pressure
became increasingly greater than the preload,

Figure 3 Non-pulsatile
and pulsatile pulmonary
flow (PF), pulmonary
arterial pressure (PAP),
andpump pressure (PP)
waves under standard
conditions: flow rate
2.00 1/min, with
12 mm Hg preload,
resistance, 3 0 Wood units
and an outlet overflow tank
pressure of 6 mm fIg in a
non-pulsatile state. As the
peak PAP increased above
the preload, the PF
increasedfrom 2 00 1/min
in the non-pulsatile state
to a maximum of
2-65 1/min at a peak PAP
of 19 mm Hg.
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Figure 4 Changes in pulmonaryflow (PF) examined at
preloads of 8, 12, 15, and 17 mm Hg when all another
variables remained constant. Each pulsatileflow pattern
was produced by an increase in the peak pulmonary
arterial pressure (PAP) in I mm Hg steps above the
preload.

pulmonary flow increased from 2-00 1/min in
the non-pulsatile state to a maximum of 2-65 1/
min at a peak pulmonary arterial pressure of
19 mm Hg (fig 4). Changes in pulmonary flow
were also seen when the preload was set at 8, 15,
and 17 mm Hg (fig 4) and all other standard
conditions were held constant. At any given
preload there was a corresponding pulmonary
arterial pressure that produced the greatest
pulmonary flow. For an 8 mm Hg preload the
largest pulmonary flow seen was 1 55 1/min
at a peak pulmonary arterial pressure of
14 mm Hg. At a 15 mm Hg preload and
22 mm Hg peak pulmonary arterial pressure,
pulmonary flow was 3 30 1/min. With a preload
of 17 mm Hg and a peak pulmonary arterial
pressure of 25 mm Hg, pulmonary flow was
3-80 1/min. Peak flow rates under non-pulsatile
conditions for preloads of 8 mm Hg,
15 mm Hg, and 17 mm Hg were 1 10 1/min,
2-65 1/min, and 3-15 1/min respectively. Pul-
monary flow when peak pulmonary arterial
pressures were optimal was much greater than
under non-pulsatile conditions.

Discussion
The results of clinical and experimental studies
that examined the importance of atrial contrac-
tion in providing energy to the pulmonary
circulation in patients after a modified Fontan
procedure are conflicting. Yacoub reported that
pulsatile pulmonary blood flow had a beneficial
effect on gas exchange and affected the regula-
tion of pulmonary vascular tone after this
operation.5 Using a velocity transducer Naka-
zawa et al showed that atrial contraction enhan-
ced flow into the pulmonary circulation.6
However, the results of several experimental7 8
and clinical910 studies suggest that atrial
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contraction may not be essential for the main-
tenance ofthe pulmonary and systemic circula-
tions. Thus the importance of pulsatile
pulmonary blood flow from atrial contraction
after the modified Fontan procedure remains
controversial.
Changes in the right heart can be difficult to

evaluate in vivo because changes in the left
heart can affect the right heart. In the present
right heart model we directly investigated the
haemodynamic effects of pulsatile pulmonary
flow. The axial pulsatile pump in this model had
a contraction characteristic that was linearly
related to the afterload. When Lau et al studied
the instantaneous pressure-volume relation of
the right atrium during isovolumic contraction
in the canine heart they found a straight line
relation between the end systolic pressure and
volume." This suggests that the valveless axial
pulsatile pump model may be able to simulate
the haemodynamic effects of the right heart
after the modified Fontan procedure. In fact,
the pulmonary arterial pressure and pulmonary
flow waves simulated in this model closely
resemble the waveforms obtained from patients
after the modified Fontan procedure. On the
other hand, de Leval et al, using a similar
system, reported that the introduction ofpulsa-
tion predominantly increased the proximal
venous pressure.'2 The reasons for the dis-
crepancy between their results and ours is not
clear. However, their report did not specify the
pulsatile conditions or include the pulmonary
artery pressure tracings. We believe that it is
important that the simulated pulmonary
arterial pressure trace mimics a clinical one
before meaningful conclusions can be drawn.
We found that the pulmonary arterial pressure
trace was affected by the pump driving pres-
sure, fraction of systole, and the vacuum. In
fact, in our model, suboptimal pulsatile condi-
tions produced poor pulmonary flow, resulting
in pulimonary arterial pressure tracings that did
not resemble clinical ones. Such suboptimal
conditions might contribute to increased back
flow rather than to forward flow. Whether one of
these factors or some other factor is responsible
for the discrepancy between our results and

those of de Leval et al is not clear and requires
further study.

Nevertheless, in our model when the pul-
satile conditions were optimised to produce a
pulmonary arterial pressure trace that
mimicked a clinical one, we found that as the
peak pulmonary arterial pressure increased,
pulmonary flow gradually increased until it was
greater than during the non-pulsatile state.
The resistance in this model is fixed by the
non-elastic tube. So an increase in pulmonary
flow with pulsation suggests that pulsation
decreases the resistance. These results suggest
that pulsatile pulmonary blood flow has a bene-
ficial effect on the pulmonary circulation after
the modified Fontan procedure.
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