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INTRODUCTION

7 Hypertension is a common complication of pregnancy and
remains an important cause of perinatal morbidity and

| mortality. In patients with hypertension in pregnancy

there appears to be relative hypovolaemial’ , generalized
vasoconstriction3, iﬁcreased peripheral and systemic vascular

5

resistance4 and a low cardiac output.

It has been suggested that, at least in some cases, these
haemodynamic changes may be due to "under-filling" of the
~circulation due to a lew total circulating albumin6 with

1,7

a'low central venous pressure and reduced venous return .
This "under-filling" may also be associated in some cases

with an increased capillary permeability resulting in



leakage of albumin and-other plasma proteins from the
intravascular to the extravascular sbaceg. With the
hypovolaemia and decreased cardiac output there may be a
decrease in blood flow to both the kidneys and the uterus,

both of which may have serious pathological consequences .



REVIEW OF PAST LITERATURE AND BACKGROUND TO STUDY

There seems little doubt that in pre-eclampsia the blood
volume is relatively decreased. This decrease is approxi-
mately 15%.(500—600m1) when compared to.normal pregnant
values at comparablé gestational age. Table I presents the
plasma volumes in normal and pre-eclamptic pregnancies and

is a summary of the litefaturell.

The question that is often asked is whether the blood
volume decrease is the result of the hypertension or is a
significant factor per se in the etiology of the disease.

In America it is generally believed that the hypovoléemia

. 12,1 .
is a secondary effect”™ ™’ 3, whereas in some European centres

the pre-eclamptic patient is considered to have primary,

relative hypovolaemia and may be treated with blood volume

14,15

expanders

It is possible that pre-eclampsia begins with the failure
2,16

of the patient to appropriately increase her blood volume

and this relatively reduced blood volume is considered to

‘resemble chronic shock1’14., See Fig 1.

It is postulated that the hypovolaemia and "circulatory
15

shock" may cause poor tissﬁe and organ perfusion and that



"this is exacerbated by the increased blood viscosity which

17,18

occurs in pre—eclampsiaf Various workers have used
plasma volume expanders to increase the plasma volume in
such patients and claim that renal and possible placental
perfusion may be improved by such treatment.15’19’20
some believe that plasma volume expansion can reverse the

disease process long enough to prolong pregnancy sufficiently

to allow fetal lung maturity to occur before delivery is

necessary..

The use of plasma volume expanders dates back to Czerny
(1894).21 He elicited haemodilution with tﬂe use of gum
arabic (acacia), gelatin, egg albumin, peptone and blood
serum. Dieckmaﬁn (1931) used 500-1000ml of 6% acacia to
expand the plasma volumes of 3 pre-eclamptic —eclamptid
patients.22 He obsefved diuresis, haemodilution and

clinical improvement.

Hill (1940) appears to have been the fifgt t6 use human
plasma proteins for the purpose of expanding the plasma
volume.21 over the next 25 years human.plasmavwas used by
many investigators, most of whom reported a decreage in
haemotocrit and an increase in urinary output following

therapy.19’21’23’24



Vara (1950) may have been the first to use a plasma

25

substitute for expansion of the plasma volume. He used
dextran and also reported haemodilution and diuresis.
Subsequently several investigators have used different

_plasma substitutes.l’ls’26

27 studied the effect

Gallery, Delprado and Gyory (1981)
of plasma volume expansion with 500ml stable plasma protein
substitute (SPPS) in 6 normal nén-pregnant women, Six
normotensive and 11 hypertensive volunteers in the third
trimester of pregnancy. They found that the plasma volume
contracﬁion of pre-eclampsia was associated with an increase
in thé interstitial :compartment of extracellular fluid
volume and that the infusion of the plasma volume expander
produced significant amelioration of hypertension for 48

hours associated with partial reversal of the disturbance

of fluid distribution.

Gallery, Mitchell and Redman’(1984)28 used two different
solutions of a purified plasma protein fraction to expand
the plasma volumes of 20 women with chronic hypertension.
They reported a significant fall in blood pressﬁre, a rise
in plasma volume and a suppression of circulating prosta-
glandin metabolites in response to this therapy. In
another study of 35 patients, the same authors attempted
to find out why the blood pressure falls in response’ to

29

volume expansion. Their conclusion was that this may



be a response to the release of an ehdogenous vasodilator.
Alternatively they suggested that the infusion may act by
causing suppression of an endogenous vasoconstrictor

mechanism such as the renin-angiotensin-aldosterone axis. .

Groeﬁendijk, Trimbos and Wallenburg (1984) monitored 10
pre;eclamptic patients with Swan-Ganz thermodilution
catheters before and after plasma volume expansion with between
1500ml and 3500ml Haémacel.s Their findings suggested a low
cardiac output state.caused by hypovolaemia in pre-ecplamptic
patients. After volumg expansion they observed an increase in
cardiac index, a partial reduction in systemic vascular
resistance and an insignificant drop in blood pressure.
Vasodilation with dihydralazine resulted in a fﬁrther
decrease in systemic vascular resistance, a fall in blood
pressure and a further increase in cardiac index. They
concluded that in pre-eclampsia ﬁhe capacity to vasodilate is
inadequate , possibly due to an elevated vasopressor

sensitivity.

Studies on cardiac output in pre-eclampsia have ;eached
widely varying conclusions. In the study described above
- by Groenendijk, Trimbos and Wallenburg the cardiac output
was found to be decreased. Benedetti, Cotton, Read and Miller

(1980) in a study of 10 patients using flow directed



pulmonary.artery catheters showed an increase in cardiac
output in pre—eclampsia;30 Berkowitz has used Swan-Ganz
catheters in the study of severe pre-eclampsia and in a
discussion of the hemodynamics of these patients he found
the left ventricular function to be in the normal or hyper-

dynamic range.4 His data suggested increased cardiac effort

to overcome significant systemic vascular resistance.



AIMS OF PRESENT STUDY

The objective of this étudy was to determine the effect
of plasma volume expansion with 500ml of stabilised human
serum (SHS) on the blood pressure, central venous pressure,
plasma volume, capillary permeability and renal function in
women with hypertension in pregnancy. Tﬁe effect on serum

prostacyclin and thromboxane A, levels was also to be studied.

It should also provide an opportunity to determine whether
any of the potentially adverse haemodynamic.features of
vhypertensive pregnancy can be reversed by plasma volume
expansion. The role of prostacyclin and.thromboxane A2

- could also be assessed.

If beneficial changes are produced these may indicate a

possible therapeutic role for plasma volume expansion.



DESIGN AND METHODS

A prospective study was undertaken on 21 patients to
determine the effect of plasma volume expansion on:
1. blood pressure (BP)

2. pulse rate (PR)

3. central venous pressure (CVP) ~

4. haematocrit (HCT)

5. plasma volume (PV)

6. capillary permeability (CP)

7. 24hr urine volume (UV)

8. serum creatinine (SCR), urea (SU) and urate (SUR)
9. creatinine clearance (CC)
10. serum total protein (STP) and-albumin (SAL)

11. serum prostacyclin (PGIZ) and thromboxane A2 (TxAz).

All the patients in this stydy Qonformed to the following
 se1ecti6n creiteria
1. Gestational age greater than 20.weeks.
-2, Diastolic BP of 90 to 119 mmHg.
3. Receiving no medication.
4. No other complications or medical disorders.

§. Free and informed consent obtained.

Every third patient was treated as a control in which the
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same observations were made under identical conditions but
plasma volume expansion was not performed and CVP was not

measured.

Patients were studied under standardised resting conditions
over a 3 day period and the timetable of investigation is

shown in Table II.

Thé BP recordings on Day 1 and Day 3 were performed 6
hourly by standard spﬁygmomanometry. On day 2 the BP was
recorded with a Bresco computerised blood pressure manometer.
Technically this made recording the BP easier and also
excluded any possible observer bias. The BP results

obtained by these two methods were analysed seperately.

The plasma volumes were measured using standardised
Evan's blue dilution technique with the patients resting

31,32

on their_left side. Blood samples were collected ét

0, 10, 20, 30 and 60 minutes. The plasma volumes referred
to in this study are based on the 10 minute specimen.

The remaining specimens were used to determine the capillary

permeability based on the disappearance rate of the Evan's

blue dye from the circulation.
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The CVP was measured with a venous pressure manometer.

The HCT in venous blood was measured in duplicate by

Hawksley micro-centrifuge.

The serum creatinine and creatinine clearance was deter-

mined by specific creatinine assay.

The serum urate, urea, total proﬁein and albumin was

measured by standard auto analyser technique (SMAC 12).

The plsaﬁa volume measurements were made immediately
before plasma volume expansion, 2.hours after the start of
plasma volume expansion and again éfter 24 hours. All
other measurements were made immediately before plasma

‘volume expansion and again after 24 hours.

The serum prostacyclin and thrombo#ane A2 levels were
measured immediately before and 2 hrs after plasma volume
expansion. Patients were acceﬁted for this part of the
study if the following criteria were fulfilled
1. No vaginal examination had been performed within the
previous 24 hours

2., No evidence of uterine activity

3. No history of ingestion of anti;prostaglandins within
previous 2 weeks.

A 16 guage cannula was sited in an antecubital fossa vein

in all patients and remained in-situ for 1 hr before blood
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samples were obtained without constriction. The levels of
6-keto—pr§staglandin Flu(PGqu)and thromboxane B, (Tsz)

were measured ( these being the stable metabolites of prosta-
cyclin and thromboxane A2 respectivelyv). The cannulas were
again left undisturbed for 1 hr before the 2nd samples.

were obtained. The blood samples, having been taken without

constriction, were placed into cooled polystyrene tubes

‘containing EDTA, theophylline and aspirin solution and placed

" on ice. The samples were spun down within 1 hr at 4°C and

the serum frozen. The prostanoids were extracted within
72 hrs and stored at -20°C for later batch radioimmunoassay

using an 3H Radioimmunoassay kit (Seragen).

The plasma volume was expanded with 500ml of Stabilized
Human Serum (SHS) (Western Province Blood Transfusion
Service), the infusion running over 90- minutes. The composi-

tion of SHS is shown in Table IITI.

The statistical difference of the observations before and
after plasma volume expansion were analysed by paired t
tests.

- Sp?
h = Ci rad n

The difference between the plasma volume expansion groups

(PVE GRP) and the control groups (CONTROL) were analysed
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by unpaired t test.

[So* ., spz’
nl + nﬁ_

The'capillary permeability was determined from the dis--
appearance rate of intravenously injected Evan's Blue
dye from the circulation (EBDR). The disappearance of dye
from the blood with time has been found to fit best to a
linear regression model after logariﬁhmic.transfer of the
~dye concentration.9 Paired t tests were used to analyse
the differences of the slopes before and after plasma volume

expansion.

The changes in pfostacyclin and thromboxane levels were
best analysed using the sign test. Prostaglandin data
obtained in our department has been found to have a
skewed distribution (Angela Railton - unpublished data).
The changes in the prostacyclin to thromboxane A2 ratios

were analysed by paired t test.

Significance p<¢ 0.05.
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RESULTS

CHANGES UP TO 6 HOURS AFTER PLASMA VOLUME EXPANSION

1. Blood pressure, pulse pressure and pulse rate.

The systolic and diastolic blood pressures, pulse pressures
and pulse ratés before and 2 hours after plasma volume
expansion are shown in Table IY. The values at 4 hours and 6
hours after plasma volume expansion are shown in Tables V
and VI réspectively. A'summary of the results is illustrated

in figure 2.

There was a significant fall in diastolic blood pressure
at 2 hours and 4 hours after plasma volume expansion. The
systolic blood pressure was unchanged at 2 hours and 6
hours with a significant decrease at 4 hours after plasma
volume expansion. This resulted in a significant riée in
pulse pressure at 2 hours after plasma volume expansion. In
the control group the blood pressure and pulse pressure -

‘remained unchanged throughout.

The pulse rate was significantly increased 2 hours, 4 hours

and 6 hours after plasma volume expansion.
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2. Central venous pressure (CVP)

The mean central venous pressure before and affer plasma
volume expansion is shown in Tabl¢ VII. There was a
significant rise in CVP at 2 hours, 4 hours and 6 hours after
plasma volume expansion. (p < 0.001) The individual results

are illustrated in figure 3.

3. Plasma volume

The plasma volume measurements before ana 2 hours and
24 hours after plasma volﬁme expansion are shewn in Table VIII
and illustrated in figure 4. There was a significant mean
increase of 1,85 litres in the plasma volume 2 héﬁrs after
plasma volume expansion. As only 500ml of SHS was infused
this increase in plasma volume was unexpected and will be
discussed later. There was no significant change in the

control group.

4. Capillary permeability

The disappearance rate of the intravenously injected
Evan's Blue dye from the circulation (EBDR) before and

2 hours after plasma volume expansion is shown in Table IX.

There was no significant change.’
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CHANGES 24 HOURS AFTER PLASMA VOLUME EXPANSION

1. Blood pressure, pulse pressure and pulse rate

The blood pressures, pulse pressures and pulse rates before
and 24 hours after plasma volume expansion are shown in

Table X.

There were no significant changes before and 24 hours
after plasma volume expansion. The control group also

showed no change.

2. Central venous pressure

The change in CVP 24 hours after plasma volume expansion

. is shown in Table VII. The increase after 24 hours is

significant. (p < 0.001)

3. Plasma volume

The plasma volume measurements 24 hour after plasma
volume expansion are shown in Table VIII. There is no

significant change after 24 hours.
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4. Haematocrit

The values for haematocrit before and 24 hours after
plasma volume expansion are shown in Table XI. No change
was noted. The haematocrit was not measured in the'6

hours following plasma volume expansion.

5. Renal Function

The 24 hour urine volume, creatinine clearance, serum
creatinine, serum urea and serum urate before and 24 hours
after plasma volume expansion did not differ in the two

groups. See Table XITI.

6. Capillary permeability, total protein and albumin

The changes in the disappearance rate of the intravenously
injected Evan's blue dye from the circulation (EBDR) before
and 24 hodrs after plasma volume expansion are shown in

Table IX. The increase in serum albumin reaches significance.

(Table XIII)



CHANGES IN PROSTAGLANDIN LEVELS BEFORE AND 2 HOURS AFTER

PLASMA VOLUME EXPANSION

The changes in prostacyclin and thromboxane A2 was
determined by measuring the levels of 6 keto PGFIO‘(the
stable metabolite of prostacyclin) and of thromboxane B2
(the stable metabolite of thromboxane AZ) before and 2 hours

after plasma volume expansion.

These changes were analysed statistically using the sign
test and are shown in Table XIV. The number of patients
with an increased level of 6 keto PGFlu.and a decreased
level of thromboxane B2 after plasma volume expansion o
was significant. The mean 6 ketp'PGFlo‘ to thromquane Bz

ratios before and 2 hrs after plasma volume expansion are

shown in Table XV.

18



DISCUSSION

Pregnant women with either chronic hypertension or
gestational hypertension have contracted plasma volumes.31
A low plgsma volume is related to a low birth weight and a
10,33,34

poor pregnancy outcome.

The relationship of blood volume , total vasculér capacity
and central venous pressure in normotensive and hypertensive
pregnancies has been poorly studied. Colditz and QOSey.
(1970)35 reported that the mean CVP in non-pregnant patients
was 9 cmHZO and progressively fell during pregnancy to
3.8 cmHZO in the third trimester. (See Table XVI) Cloeren,>'
vLippert and Hinselman (1973)1 found a mean CVP of -4.2 cmH,0
in 15 hypertensive patients. This was increased after
plasma volume expansion to a mean of 2.4 cmHZO .(See Table
XVI )} in the present study the mean value before expansion
was 2.3 cmHZO and this increased after volume é#pansion to
approximately 6.7 cmHZO which was then maintained for 24
hours. The data is meagre but these findings nevertheless
suggest that at least some hypertensive patients may have
a reduced CVP and that there may be true "under-filling" of

the circulation and that this may be reversed by plasma

volume expansion with 500ml SHS.
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After plasma volume expansion there was a significant
decrease in the diastolic blood pressure at 2 hours and
4 hours, a significant increase in pulse pressure at 2 hours
and a significant increase in pulse rate at 2 hours, 4 hours
and 6 hours. This suggests that there is an increase in
cardiac oqutput in response to plasma volume expansion with

500ml SHS, but that this effect is relatively short lived.

The fall in diastolic blood pressure in response to
plasma volume expansion is surprising and suggests that
not only is there a passive increase in the vascular capacity
but also an active arterial -or arteriolar &asodilatatiqn. The
chénges in the prostaglandin levels after plasma volume
expansion in this étudy suggest that the prostagiandins may
be a mediating factor. There was a significant increase
in prostacyclin and a decrease in thromboxane after plasma
volume expansion. The relationship of prostacyclin to
thromboxane by comparison of the ratio of 6 keto PGF1« to
thromboxane B2 before and after plasma volume expansioﬁ

also suggests a tendency to prostacyclin dominance after

expansion.

Prostacyclin is a vasodilator and an increase could account
for the decrease in diastolic blood pressure. The effect

is probably similar to the hypotensive effect reported by
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Lidler et al (1980)363fter prostacyclin infusion in pregnant
hypertensive patieﬁts; The only previous study of the
prostacyclin response to plasma volume expansion in hyper-
tensive pregnancies suggested that prostacyclin release

was suppressed by the vasodilatation caused by the volume

expansioni (Gallery, Mitchell, Redman 1984).29

)37 )38

and Pace-Asciak et al (1978

‘

have shown that not only does distension and stretch cause

Botha, Leary, Asmal (1980

a release of prostacyclin from the rat's aorta but this
effect is increased in hypertensive rats. The effect of-
plasma volume expansion in lowering the.blood pressure

may thus be due to the local release of prostacyclin in the
walls of the resistant arterioles as a result of distension

of the blood vessel.

An alternative explanation for the fall in blood pressure
would be the presence of a direct vasodilating agent in the
SHS. 1In natural plasma protein substitutes a direct vaso-
dilating agent has been found which is a protein of molecular
weight approximateiy 100,000 and stable in plasma.39 The
effect however is short-lived and has disappeared two to three
minutes after stopping the infusion. Perhaps an initial
brief period of vasodilatation accompanied by yolume expansion

allows resetting of blood pressure and volume homeostatic
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mechanisms with subsequent prolongation of the beneficial
clinical effect. However, a local release of prostacyclin is
probably a more plausable explanation for the fall in diastolic

blood pressure.

The in%rease in pulse pressure, pulse rate and plasma
volume immediately after the infusion of SHS suggests
that there is an increased venous return and an increased
cardiac output. This may have the potential beneficial
effect of increasing renal and possibly uterine blood flow,

though this effect is not sustained.

~The changes in creatinine clearance, serum creatinine.and
serum urea 24 hours after plasma volume expansion did not |
reach statistical significance. It is possible that, as
with the cardiovascular system, the beneficial changes in’
the renal system were lost at 24 hours after plasma volume
expansion and that if the renal function tests had been
repeated within 6 hours after expansion a significant change
may have been observed. It is also possible that any increése
in renal blood fiow in ;espoqse to plasma volume expansion
may have led to an increase flow though the renal cortex and
not through the glomeruli so that little change in the glomerular

filtration rate was noted.
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The mean increase in plasma volume of 1.85 liﬁres
2 hours after plasma volume expansion suggests that though
SHS is reputedly iso-osmotic, it does increase the colloid
osmotic pressure and does cause a transfer of fluid from the
extravascular to the intravascular space. No significant
change was noted in the capillary permeability as measured
by the disappearance rate of the intravenously injected

Evan's blue (EBDR) after palsma volume expansion. Considering

"the increase in plasma volume, this finding may be difficult

to explain. The Evan's blue dye dilution technidue for
measuring plasma volume has been extensively used and

widely accepted in the past. When injected intravenously

the Evan's blue immediately binds to albumin and mixing is
coﬁsidered to be complete by 10 minutes, with very little

of the dye having left the circulation. The following
possibilities cast doubt on the method of mgasuring capillary
permeability in this study and‘could explain the findings

There may be an abnormality in the mixing of Evan's blue

in gestational hypertensives. vIn hypertensives there is .

a tendency towards a shift in blood volume from the peri-
pheral circulation to the central Circulation.40 It is
likely that mixing is fast in the central blood volume and
markedly slowed down in the constricted peripheral vascular
bed. The effect of plasma volume expansion may again affect
the peripheral circulation and influence the mixing of the
dye. The change in the cardiac oﬁtput is unlikely to

affect the mixing of the dye.41
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2. The rate of protein exchange between the intravascular and
extravascular compartments is also a confounding_factor. It
is likely that the Evan's blue attached to this carrier
albumin is moving from the circulation into the extracellular
space and then slowly being released back.42 There was
a significant increase in serum albumin after plasma
volume expansion and it is likely that rate of protein
exchange was also altered.

3. Water may have shifted between the interstitial épaceiand
the intravascular space whilst the measurements were being
performed. The patients in this study remained in a supine
position before and duriﬁg the observation periods, méking

~this explanation unlikely. In retrospect, the use of the
EQan's blue disappearance rate as a measure of capillary

permeability may not be acceptable.

The effect of plasma volume expansion with 500ml SHS may
thus be a beneficial one in terms of lowering of blood
pressure, increasing blood volume and increasing cardiac
output with a possible increase in renal and uterine
blood flow. Though this effect is relatively short-lived,
plasma volume expansion may provide a useful physiological
approach to the reversal of the deletrious effects of severe
hypertension in the acute situation particularly whén

associated with hypovolaemia.



FURTHER RESEARCH

SHS may not be the optimal solution for plasma volume
expansion. A better preparation may be a hyperosmotic 20-24%
albumin splution which may increase the plasma volume as
well as the oncotic pressure and résult in a more prolonged
effect. It could be that the infusion should continue
until a certain CVP is reaqhed or that the infusioﬁ is
repeated on one or more occasions ‘in order to achieve
a more prolonged beneficial effect. This form of therapy
represents a potentially useful adjunct to traditional
anti-hypertensive regimens, particularly in the acute
management of severe pregnancy hypertension. The measuremenf
‘of plasma proteins, the plasma oncotic pressure, the CVP and
pulmonary capillary wedge pressure may be important adjuvants

in the management of these patients.
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Figure 2

SUMMARY OF RESULTS OF SYSTOLIC BLOOD PRESSURE (SBP),
DIASTOLIC BLOOD PRESSURE (DBP), PULSE PRESSURE (PP)

AND PULSE RATE (PR).
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Figure 3

INDIVIDUAL CVP RESULTS BEFORE AND
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Figure 4 .

HISTOGRAM SUMMARY OF PLASMA VOLUME (PV) RESULTS IN THE
PLASMA VOLUME EXPANSION GROUP (PVE GRP) AND THE CONTROL

GROUP. €

PVE GRP

CONTROL

BEFORE 2 hrs 24 hrs AFTER PVE



TABLE 1

PLASMA VOLUMES IN NORMAL

AND PRE-ECLAMPTIC PREGNANCIES

Pre-Eclamptic

30

Normal

Pregnancy Pregnancy
Author Cases Mean Cases Mean Decrease

(ml) (m1) (%)
¢

Werko and co-workers 4 3865 9 3145 18
Freis and Kenny 7 4287 5 3045 29
Roettger 20 3383 18 2890 15
Cope 29 3470 14 2820 19
Friedberg and Lutz 10 3104 17 3257 +5
Kolpakova 20 3309 15 2918 12
Hénger 20 3800 19 3300 13
Haering and co-workers 18 3721 21 3148 15
Broder and Spetz 46 4245 34 4010 5
MacGillivray 18 4040 35 3535 12
Blekta and co-workers 55 3133 14 2590 17
Totals and Means 247 3668 201 3150 14




TABLE II

TIMETABLE OF INVESTIGATION

" DAY 1
BP and PR 6 hrly for 24 hr
24 hr urine collection

Overnight fast (before plasma volume measurement)

DAY 2

Before Plasma Volume Expansion

Ccvp

Haematocrit, serum creatinine, urea urate
Plasma volume 0, 10, 20, 30, 60 min

2nd 24 hr urine collection commenced

Serum prostacyclin and thromboxane A2

Plasma volume expansion over 90 min

BP, PR, CVP recorded every 15 min during expansion

2 hr after plasma volume expansion

Repeat plasma volume measurements
BP, PR, CVP 2 hrly for 6 hr

.Repeat prostacyclin and thromboxane A2

DAY 3

24 hr after start plasma volume expansion

BP,PR 6 hrly for 24 hr
CVP
Plasma volume 0, 10, 20, 30, 60 min

Haematocrit, serum creatinine, urea and urate.

3rd 24 hr urine collection commenced.

31
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TABLE III

COMPOSTIION OF STABILISED HUMAN SERUM (SHS)

Total praqtein 50g35g/1
Albumin 31g-2g/1
Immunoglobulin G 7,75g%1,25¢/1
Immunoglobﬁlin A 1,65g20,35¢g/L
Immunoglobulin M 1,25g20,75e/L
Sodium 120-140 mmol/L
Potassium 3-4 mmol/L
Calcium | 1-1,5 mmol/L
Chloride ' 120-140 mmol/L
Osmolarity 260120 mOsm/kg
pH 7,520,5

vErithrocyte Antibodies:Anti-A and Anti-B titres are both

1 in 4 or less at 20°C

Serum proteins also present

Alpha-1-antitrypsin, haptoglobin, alpha-2-macroglobulin,
caeruloplasmin, transferrin and haemopexin. Stabilised

Human Serum contains no detectable lipoproteins or fibrinogen.

No preservative is present in Stabilised Human Serum.

Each unit negative for HBsAg.



PVE GRP

CONTROL
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CONTROL
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TABLE IV

THE SYSTOLIC (SBP) AND DIASTOLIC (DBP) BLOOD PRESSURES

(mmHg), PULSE PRESSURES (PP) AND PULSE RATE PER MINUTE

(PR) BEFORE AND 2 HOURS AFTER PLASMA VOLUME EXPANSION (PVE)
[4

BEFORE 2HR AFTER DIFFERENCE d
(Mean I sD) (Mean I sD) (Mean i_SD)-
SBP 148 16 142 I 19 3.9 2 9.7 0.1 p<£L0.5
SBP 133 1 20 131 T 16 1.7 ¥ 11.8 p>0.5
0.05¢p<o0.1
DBP 103 * 9 89 I 9 13.7 ¥ 6.8 ' p(0.00l.
DBP 100 T 14 96 I 14 4.1 6.9 0.1< p< 0.5
p> 0.5
PP 45 ¥ 17 53 ¥ 19 7.6 % 12.5 | 0.02<¢p<¢0.05
PP 32 10 34 T 10 2.4 ¥ 10.6 ;y>o.5
p=0.05
PR 73 % 10 81 I 14 7.8 7.9 o.oo1{p<0.01
PR 78 I 8 86 I 4 8.5 £ 7.5 0.02¢ p<0.05

0.01¢<p< 0.5



PVE GRP

CONTROL

PVE GRP

CONTROL

PVE GRP

CONTROL

PVE GRP

CONTROL

SBP -

SBP

DBP

DBP

PP

PP

PR

PR

TABLE V

34

THE SYSTOLIC (SBP) AND DIASTOLIC (DBP) BLOOD PRESSURES

(mmHg), PULSE PRESSURES (PP) AND PULSE RATE PER MINUTE

(PR) BEEQRE AND 4 HOURS AFTER PLASMA VOLUME EXPANSION (PVE)

BEFORE AHR AFTER DIFFERENCE d
(Mean % SD) (Mean % SD) (Mean * SD)
148 X 16 138 T 22 9.9 ¥ 11.5
133 I 20 133 * 24 0.7 £ 12.3
0.05< p< 0.1
103 £ 9 92 I 11 10.3 ¥ 9.7
100 * 14 98 I 16 2.5 L 5.2
p2>0.5
45 T 17 46 I 17 0 Xi12.0
32 10 36 T 9 3.8 £ 11.0
p=0.05
73 £ 10 81 X.10 7.4 £ 7.8
78 I 8 80 * 8 3zi5".9
0.01< p< 0.5

.001< p< 0.01

p>»0.5

.001<¢ p<0.01

.1< p<0.5

p>0.5

.1< p<L 0.5

.001< p<0.01

.1<p<O0.5



" PVE GRP

CONTROL

PVE GRP

CONTROL

PVE GRP

CONTROL

PVE GRP

CONTROL

SBP

SBP

DBP |

DBP

PP

PP

PR

PR

TABLE VI

THE SYSTOLIC (SBP) AND DIASTOLIC (DBP) BLOOD PRESSURES

(mmHg), PULSE PRESSURES

(PP) AND PULSE RATE PER MINUTE

(PR) BEFORE AND 6 HOURS

AFTER PLASMA VOLUME EXPANSION (PVE)

Kg

BEFORE 6 HR AFTER DIFFERENCE d
(Mean ¥ SD) (Mean * SD) (Mean * SD)
148 % 16 144 ¥ 20 3.9 £ 11.4| 0.1< p¢ 0.5
133 & 20 129 ¥ 15 | 3.8%2 9.6 | 0.1<p<0.5
0.05¢ pg 0.1
103 ¥ o9 100 ¥ 10 2.8 % 9.1 0.1<p<0.5
100 ¥ 14 96 < 14 3.7 £ 2.3 0.001<& p<& 0.01
p >0.5
45 * 17 44 * 16 2.0 £ 13.9| p>0.5
32 % 10 .32 %9 0.4 Y 11.1 ;>>o.5
p = 0.05
73 ¥ 10 81 ¥ 9 7.3 2 8.9 | 0.001¢p<0.01
78 £ 8 80 I 10 2.8 % 10.9| p»0.5

0.01< p<£ 0.5
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TABLE VIT

CENTRAL VENOUS PRESSURE (cmHZO) BEFORE AND 2 HOURS, 4 HOURS,

6 HOURS AND 24 HOURS AFTER PLASMA VOLUME EXPANSION (PVE).

BEFORE 2HR AFTER 4HR AFTER ©6HR AFTER 24HR AFTER

MEAN 2.3 5.2 " 5.8 6.7 6.3

RANGE|1 to 4.5 2 to 11 2 to 14 2 to 15 - 1.5 to 14




TABLE VIIT

THE PLASMA VOLUME (litres) BEFORE AND 2 HOURS AND 24 HOURS

AFTER PLASMA VOLUME EXPANSION (PVE).

BEFORE 2 HR AFTER
(MeantSD) (MeaniSD)
PVE GRP 3.94 ¥ 0.59 5.79 I 1.40
CONTROL 3.83 X 0.70 4.37 £ 0.90
p> 0.5

PVE GRP

CONTROL

24 HR AFTER

{(Mean ¥ sp)

+

4.14 - 0.73

+

3.82 - 0.85

p< 0.001

0.1<p< 0.5

0.1¢ p< 0.5

p> 0.5



TABLE IX

THE CAPILLARY PERMEABILITY (EBDR) BEFORE AND 2 HOURS

AND 24 HOURS AFTER PLASMA VOLUME EXPANSION.

"PVE GRP

CONTROL

* PVE GRP

CONTROL

EBDR

EBDR

EBDR

EBDR

BEFORE

(MeanZXsD)

2 HR AFTER

(MeanXsD)

DIFFERENCE d

(MeanZsD)

~0.00103%0.002

0.00527%0.015

1
o

1
o

.00123%0.001

.0013170.001

0.00019%0.003

0.00657X0.016

0.1¢p<0.5

HR AFTER -

.00394%0.007

.00180%0.002

0.00291X0.007

o

.00707%0.015

38

p>0.5

0.1<p€0.5

0.1<p<0.5

0.14p<¢0.5



TABLE X

THE SYSTOLIC (SBP) AND DIASTOLIC (DBP) BLOOD PRESSURES (mm

39

Hg),

PULSE PRESSURES (PP) AND PULSE RATE PER MINUTE (PR) BEFORE

AND 24 HOURS AFTER PLASMA VOLUME EXPANSION (PVE).

r BEFORE. 24 HR AFTER DIFFERENCE d

(Mean I SD) (Mean ¥ sD) (Mean ¥ sD)

l;‘VE GRP SBP 147 % 14 148 * 13 2.1 * 8.8 0.1¢p<€0.5

CONTROL SBP 1“42 13 140 * 22 2.2 £ 11-9 p)Or.S
0.1¢p&0.5

PVE GRP DBP 99 6 96 o 2.3 % 5.9 0.1 <p<70.5

CONTROL DBP 97 * 7 93 ¥ 13 4.0 ¥ 8.2 0.1 <p'<0.5
p>0.5

PVE GRP PP 48 * 10 52 1 5,436 3.8 7.7 0.05¢p<0.1

CONTROL PP 46 * 7 47 12 1.7 ¥ 10.5 p>»0.5
p>0.5

PVE GRP PR 83 * 8 82 £ 9 1.1 * 8.3 o.1<péo.5

CONTROL PR 87 ¥ 6 ©85 * 8 2.7 ¥ 11.8 p>0.5

0.1¢<¢p<£L 0.5



TABLE XI

THE HAEMATOCRIT (%) BEFORE AND 24. HOURS AFTER PLASMA

VOLUME EXPANSION

BEFORE 24 HR AFTER
PVE GRP 34 I 5 34 ¥ 5 p>0.5
'CONTROL 36 I 4 36 X5 p>»0.5

0.1< p< 0.5




TABLE XII

41

THE CREATININE CLEARANCE ml/min (CC), SERUM CREATININE

mmol/1 (SCR), SERUM UREA mmol/1 (SU), SERUM URATE mmol/1l

(SUR) AND 24 HOUR URINE VOLUME ml/24 HR (UV) BEFORE AND

24 HR AFTER PLASMA VOLUME EXPANSION (PVE).

BEFORE 24 HR AFTER
(Mean £ SD) (Mean t SD)

¢

DIFFERENCE d
(Mean % SD)

PVE GRP CC 93 - 44 101 ¥ 45 8.0 * 38.9
CONTROL CC 101 - 35 96 T 33 5.5 * 32.1
p>0.5
PVE GRP SCR 64 X 10 59 9 4.3 * 10.3
CONTROL SCR 59 F 14 59 3-12 0.0 = 8.3
0.1¢p£0.5
PVE GRP SU 3.2 ¥ 1.0 2.7 ¥ 0.8 0.4 * 0.85
CONTROL SU 3.1 0.7 3.1 0.9 .07 ¥ 0.57
r>>6-5
'.FVE GRP SUR | 0.28%0.06 0.28%0.07 6.oo3io.o3
CONTROL SUR | 0.35%0.10 0.35%0.12 0.006%0.02
o.1<p<o.5
PVE GRP UV 13343816 1378504 43.3%593.3
CONTROL UV 12547478 1514701 261.1%453.5

p>0.5

0.1< p<0.5

"p>»0.5

0.14p<0.5

p>0.5

0.05¢ p< 0.1

P>»0.5

p>0.5

0.1 < p<o0.§

p>0.5

0.1<p< 0.5



TABLE XIT1I

42

THE SERUM TOTAL PROTEIN g/1 (STP) AND SERUM ALBUMIN g/1

(SAL) BEFORE AND 24 HOURS AFTER PLASMA VOLUME EXPANSION (PVE).

PVE GRP STP

CONTROL STP

~ PVE GRP SAL

CONTROL SAL

BEFORE 24 HR AFTER DIFFERENCE d
(Mean - SD) (Mean * SD) (Mean —'SD)
61 = 6.3 63 £ 6.7 1.7 £ 3.6
63 £ 4.9 62 ¥ 4.8 0.6 £ 2.2
0.1<pg0.5
32 £ 2.8 33 X 3.5 1.1 £ 1.9
34 ¥ 2.9 34 ¥ 2.8 0.3 X 0.7

0.1<p <0.5

0.1< p¢o0.5

p>»0.5

0.02&p< .05

0.1 p<£ 0.5



TABLE XIV

43

THE CHANGE IN 6 KetpPGF,  AND THROMBOXANE B, BEFORE AND
2 HOURS AFTER PLASMA VOLUME EXPANSION (PVE).
".
PATIENTS PATIENTS
WITH WITH
PVE GRP INCREASED  DECREASED
LEVEL LEVEL
6 Keto PGF,  (n=11) 9 2 © 0.02€ p< 0.05
Thromboxane B2 (n=13) 3 10 0.02<pg 0.05
PATIENTS PATIENTS
WITH WITH
CONTROL . INCREASED  DECREASED
LEVEL LEVEL
6 Keto PGF, (n=7) 4 -3 0.05¢ p< 0.1
Thromboxane B, (n=7) 6 1 0.05¢p<c 0.1
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TABLE XV

THE MEAN 6 KETO PGF]N.TO THROMBOXANE B, RATIQ BEFORE AND

2
2 HOURS AFTER PLASMA VOLUME EXPANSION (PVE).

BEFORE 2 HR AFTER

PVE GRP (n=11)] 2.37 3.07 0.1< p< 0.5

CONTROL (n=7) 3.53 - 2.46 0.1¢ p¢0.5

p$0.5



TABLE XVI

THE CENTRAL VENOUS PRESSURE (CmHZO) IN NORMAL AND

AND HYPERTENSIVE PREGNANCIES.

MEAN

RANGE

[

45

k:
COLDITZ AND JOSEY (1970) CLOEREN et al (1973)f
NON FIRST SECOND THIRD BEFORE AFTER
PREGNANT TRIMESTER TRIMESTER TRIMESTER | PVE PVE
(n=7) (n=4) (n=6) (n=8) "(n=15) (n=15)
9.0 7.5 4.0 3.8 -1.2 2.4
7.8 to 6.5 to 3.6 to 2.0 to -7 to -3 to
11.2 8.7 4.6 4.4 0 5.5
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APPENDIX 1

EXAMPLE OF DATA SHEETS USED DURING THE TRIAL TO RECORD

THE FINDINGS OF EACH PATIENT.



UNIVERSITY OF CAPE TOWN REPRODUCTIVE MEDICINE RESEARCH UNIT

PLASMA VOLUME EXPANSION PROJECT 1085

SURNAME

FIRST NAME

HOSPITAL NUMBER
TRIAL NUMBER

DATE OF TEST )
“TRIAL (1) CONTROL (0)
AGE
GRAVIDA
PARA
HEIGHT (CM)
WEIGHT (XG)
AVERAGE 24HR SBP
DBP
PULSE RATE
' 24HR URINE VOLUME (ML/24HR)
. PROTEIN (MG/24HR)
CREATINE CLEARANCE (ML/MIN)

~ DURATION OF PREGNANCY (WKS)




__UNIVERSITY OF CAPE TOWN REPRODUCTIVE MEDICINE RESEARCH UNIT

" DAY 2 OBSERVATIONS

PLASMA VOLUME EXPANSION PROJECT 1085

TIME

Cvp

PULSE

' SBP

DBP

PLASMA VOLUME
ME ASUREMENT

VOLUME
MEASUREMENT

PLASMA

15 30 45 60
MINUTES

DURING VOL., EXPANSION

75

90

2 4
HOURS

AFTER
EXPANSION




DAY 2

SERUM Na (mmol/1)

SERUM K (mmol/1)

~ -SERUM TOTAL PROTEIN (g/1)
SERUM ALBUMIN (g/1)

SERUM CREATININE (umol/1)
SERUM UREA (mmol/1)

SERUM URATE (mmol/1)

. HAEMATOCRIT ¢

PLASMA VOLUME BEFORE EXPANSION

PLASMA VOLUME AFTER EXPANSION

| CVP BEFORE EXPANSION
CVP AFTER EXPANSION
SBP BEFORE EXPANSION
DBP BEFORE EXPANSION
PULSE RATE BEFORE EXPANSTON

SBP AFTER EXPANSION

.. DBP AFTER EXPANSION

PULSE RATE AFTER EXPANSION

10 MIN

20 MIN
30 MIN
60 MIN
10 MIN
20 MIN
30 MIN

60 MIN

0 HRS
2 HRS
4 HRS
6 HRS
O HRS
2 HRS

4 HRS

6 HRS

>4




DAY 3

24HR URINE VOLUME (ml/24hrs)
PROTEIN (ug/24brs)
CREATININE CLEARANCE (ml/min)
SERUM Na (mmol/1
SERUM K (mmol/1)
SERUM TOTAL PROTEIN (g/1)
SERUM ALBUMIN (g/1)
SERUM CREATININE (umol/1) ’
SERUM UREA (mmol/1)
SERUM URATE (mmo1/1)
PLASMA VOLUME 10 min
20 min
X0 min
60 min
AVER-AGE 24HR SBP
DBP
PULSE RATE

CVP

55
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2

GLOSSARY

OF ABBREVIATIONS

cc
CVP
DBP

DYE CONC

EBDR

" GEST

~HCT

PGI
PP -
PR
PRU
PT
PV
PVE
SAL
SBP
SCR
STP
SU
SUR

TxA

Uuv

. Creatinine clearance (ml/min)
Central vanous pressure (cmHZO)
Diastolicvblood pressure (mmHg)
Evan's blue dye concentration measured spectro-
photometrically
Evan's blue diséppgarance rate
Gestational
Haematocrit (%)

Serum prostacyclin

Pulse pressure (mmHg)

Pulse rate (beats per minute)
Proteinuria (mg)

Patient

Plasma volume (11

Plasma volume expansion
Serum albumin (g/1)

Systolic blood pressure (mmHg)
Serum creatinine (umol/1)
Serum total protein (g/1)
Serum urea (mmol/1)

Serum urate (mmol/lj

Serum thromboxane A2

Urine volume (ml)



APPENDIX 3

SUMMARY OF INDIVIDUAL RESULTS

¢

(1) PLASMA VOLUME EXPANSION GROUP (PVE GRP)

PATIENT NO 1 - 14

(2) CONTROL GROUP

PATIENT NO 1 - 7

57



N

_PVE GRP_PATIENT No.
PT AGE (yrs) 39 | cravipa | © HEIGHT (cm) | /9©
GEST AGE (wks) | O° | para 5 |werenr(xe) | 76
DAY 1
AV 24hr SBP 135 | av 24nr pBP | 93 | PR )
24hr UV (800 | 24hr PRU O |cc 167
DAY 2 BEFORE PVE
sep | 134 loep {95 |cve | 4 |pr 2
STP 66 |sar | 35 {scr | 6% | su 2:2
SUR 19 PGI, TxA,

DYE CONC

w0l 1SUL 20| 141 30| 1S9} 60 | *149 | ner | 40
PV 255g ¥lo 2379 2Lo6b
DURING PVE 2,4,6hrs AFTER PVE

spp |134] 127[ 134|129 133 1% {143

ppp |9S19S | €7 |93

971103 | 96

cve | & 1352814814 |5 |7

pr | 62163[63 |73

7o | 79|69

0 15 30 45 60 75 90 min

VE

2hrs AFTER P
DYE CONC
20 | I 20
PV
4%40

DAY -3 24hr AFTER

13

120 | |20

/8

£3| 94

5

&s| 7

S4

¥7|8s

2

Av 24hr SBP 130
24hr UV |Soo

STP 6%
DYE CONC

10" 3 20
PV 4-249

58

4 6 hrs

43| 471 4797 <A, |

PVE

Av 24hr DBP 9o cve | 7°S| PR 84

24hr PRU O lec | 123 | sur]| 1T

SAL 35 | scr 3 su | @'%
09 | 30 | 105 | 60 | M) | per | 37
S2zg 4734 4478




_PVE GRP PATIENT No. 2

59

PT AGE (yrs) 35 | gravipa| b HEIGHT (cm) | 153
GEST AGE (wks) | 26 | pARA 4 | wereHT(kg) o
DAY 1
AV 24hr SBP 174 | av 24nr pep | 10b | pr Job
24hr UV 1000 | 24nr PRU O |cc 178
DAY 2  BEFORE PVE
'SBP I70 | ppp 96 {cve | I'S | er 9s
st | 5% | sar ‘3'0 scr | 63 | sv 28
suR |29 ' PGI, 6oo TxA, IS7 |
DYE CONC

10 125 20 '12-2 30 {19 60 '“? HCT 3
PV 3¥78 2971 {407 4105
DURING PVE 2.4,6hrs AFTER PVE
spp |170 |178[179 | 1SS | 1) [ 152]159 1721 1bo| 170
pep [9b |14 |02 |94 | 10297 |Io® 99 | loo| iy
cvp |IS| 8 |4#S|8S|55|7 |7 IRELIRE
pr |AS|I04 (g | 8L [A|[9S 104199 |96

0 15 30 45 60 75 90 min 2 A4 6 hrs

ohrs AFTER PVE
DYE CONC N
! r1\0 A3 20| 98| 30| 093} 60 | - O%4 PGI, 43
Vo 2| (4943 5299 [S7€7| 1, 279
DAY 3  24hr AFTER PVE :
av 24hr sBP | 170 | Av 24nr pBP | VIO | cvp 8 |pr |90
24hr UV 1250 24hr PrU O |cc | 119 |sur| =30
STP 59 SAL 33 SCR 63 SU 22
DYE CONC [ ] |

o {170 | 20| 163 ] 30| 165 | 60 [ *ISE [ ner [PAHS
Py 3S7 272¢| |3tz | [z=4



PVE GRP PATI1ENT No. ES

60

PT AGE (yrs) 21 | gravipa| | HEIGHT(cm) | 152
GEST AGE (wks) | D2 | PARA O | werGHT (kg) 69
DAY 1
AV 24hr SBP IS5 | av 24nr pBp | 100 | pr g0
24hr UV /50 | 24hr PRU 680 | cc 76
DAY 2 BEFORE PVE
sep | 1S7 |oep [ N2 [cve [4S|er |56
STP 53 SAL 29 SCR S5 | su 2}
SUR '2) PGI, | T | Txa, Sco
DYE CONC

ol 1Akl 20! 183 30| ‘183 } 60 | 7S ner | R4
PV 3435 379 379 348 |
DURING PVE 2,4,6hrs AFTER PVE
spp | 157 14b 136 1S | 42| 1so| 1SY ISt| 1471 134
ppp | 121119 | 120 13| S| Wy} li7 190| $2.| 9
cve |4S[9S| lo | 12198 |25] 1] | qs| jJo |15
b | 56]73|£9 66|80 | €7 |70 54176 |78
| 0 15 30 45 60 75 90 min 2 4 6 hrs

2hrs AFTER PVE
DYE CONC

10l 127 200026 | 30f 12960 | " N8 PGI, |
PV 5302 S2344 S220 5706 rxa, [293
DAY 3 24hr AFTER PVE
av 24hr sBp | 160 | av 24nr pBp | /O | cvp I4 |pr | 90
24hr UV |60 | 24nr PRU Tzl cc | ¥S | sur| "2
STP 52 | sa 28 | scr| S7 | su -9
DYE CONC -

1:0 24| 50 130 501126 | 60 _"“'O ner | 24 |
Py 417s 4304 4440 #196



_ PVE GRP_PATIENT No."q' 61
PT AGE (yrs) 3% | graviva | © | E1GHT(em) | 162
GEST AGE (wks) | X | PARA 4 | WEIGHT (kg) 87
DAY 1
AV 24hr SBP Ib6 | av 24nr pBp | MO | pr 80
24hr UV IS00| 54nr PRU 1206 | ¢ |78
DAY 2 BEFORE PVE
SBP 173 {oep | 14 | cvep |R'S | pr 75
STP 6l |sm [ St sk | S/ |su | Z6
SUR 26 PGI, co TxA, 264
" DYE CONC
ol V781 201183 |30 1 60| 87| uer |4)°S
PV . 8832 348S 3563 3410
DURING PVE 2,4,6hrs AFTER PVE
spp V73] IS 174 163|174 | 1b) | 18O 172} 180} I8
pep |14[!O7| W7 | N14[109 | ho | 107 9g | 107 lob
cvp |2S[48|S |65 9 | lo |loS 9| 7|7
pr | 75|80 | 78|76 |78 | ¥3}| 76 95| 90|89
0 . 15 30 45 60 75 90 min 2 4 6 hrs
, 2hrs .AFTER PVE
DYE CONC i
o] 1S9 20! 1SS} 30| *15%] 60| *Ib] PGI, 7!S
o 4ol| gug | 4] (2960 e, (221
DAY 3 24hr AFTER PVE
Av 24hr SBP 162 | Av 24nhr pep | 108 | cvp | 725 | pr | 9%
24hr UV 1250 | 24hr PRU 720 cc | "2 | sur | 3=
STP ob SAL 4 SCR 62 Su 29
DYE CONC [
o] 133 20132} 3014123 { 6o | I fuer |39
Pv 4ot4 404s 4394 4869



62

PVE_GRP_PATIENT No. 5 -
PT AGE (yrs) 42 |cravioa| ¥ | mErcHT(em) | 162
GEST AGE (wks) 36 PARA 7 WEIGHT (kg) 66
DAY 1
AV 24hr SBP o4 | av 24hr DBP I0b | pr b{e
24hr UV IOS0| 24hr PRU OC |cc 135
DAY 2 BEFORE PVE
SBP 159 | per | 6 | cvp 2 |er 77
STP 5% SAL 30 sckR | 70 |su |87
SUR - PG12 "’?6 TXAZ 2.07
DYE CONC
10l NS | 20103 30| W20 | 125 | ner | DD
oy s219| [es28| [sz| [4mez]
DURING PVE 2,4,6hrs AFTER PVE
<pp |1S9]1s6|14S | 144 | 148|150 | 154 172|143 | 1S0
pep |16 | tia] dol | 1) | 1o | 114|109 (oo| /ol | loS|
o |24 68| 5|68} 6 2124
er | 77|71 77 74|72 |76 |72 79179177
0 15 30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC : i _
: 10 1'079 | 20| 093] 30 | ‘¥2] 60 | 92| pa1, 671
Y 6ob3 6454  [6S24|  |6529] 1,4 | 200
DAY 3  24hr AFTER PVE
av 2anr s8p | 166 | av 24nr pBp | 110 | cve | 3S |pr | 77
24hr UV 14€0 | 24hr PRU O ¢ g6 SUR| —
STP 6S | sa B4 [ scr| 70 |su |32
DYE CONC | _ , _
| ol | a0 N g0 105] 60| 108 | ner [ D2
PV S5%% S$79| 60b7 S898 |



_PVE GRP_PATIENT No. 6 |

PT AGE (yrs) 26 | craviba | O | HEIGHT(cm) | 149

GEST AGE (wks) | 28 PARA S | werenr(ke) | 83

DAY 1

AV 24hr SBP 43 | av 24hr pBp | AT | PR 92

24hr UV 429 | 24nr PRU 1063 | ¢ 49
DAY 2 BEFORE PVE

SBP 160 | pep | 9S fcve | I'S | pr 77

STP 49 [gar | 2% {scr | 70 | sv 43

SUR 36 PGI, c7! TxA, 193

DYE CONC

ol 129 20! 13 | 30127 6o | 212! | her | 28
PV 4S%o | 489 Sol3 Sl '
DURING PVE | 2,4,6hrs AFTER PVE
spp | 160 |1S2| 168 |1S3Ib3 |Isq | 156 ISo | I1ES| IS4
pep |95[93 |94 | 9219296 | Te g% |9¢ |19
CVP ) 4‘ 6 |3S] 7 7 b4 sl 12
R |77 |74| 63| 80| B9|9S |87 %2 |88 | 82
0 15 30 45 60 75 90 min 2 4 6 hrs

_ 2hrs AFTER PVE

oYE cor:g <103 50| 0% | 30| "% 60| 0% PGI, €7¢
i 6180 ALY 663} 663 oy 146
DAY 3 24hp AFTER PVE

av 2anr sBp | V5% | Av 24nr DBP € {cve| 10 |pr | &4
24hr UV 9Lo | 24hr PRU 4664 cc | 7! | sur -+ 3®
STP 4% | saL 27 |ser|] 7 |su |S©

E CONC .

> OI:o N2 | 20|17 |30] 2199 | 60| 102 | uer | 27
Py 5333 8379 S773 ¢i70

63



_ PVE GRP PATIENT No. 7

. .. _¢64a
PT AGE (yrs) 39 | craviva| © | wEr16HT(em) | /ST
GEST AGE (wks) | @4 | pARA 5 | wercnr(xg) | 6J
DAY 1
AV 24hr SBP 2% | av 24nr pBp |8 | PR ¥
24hr UV 1300 | 24hr PRU 472 | cc 187
DAY 2 BEFORE PVE
sep | 160 | ppp | 90 |cve I PR IS
STP 62 |sar | 2F {scr |S2 | su 36
SUR *19 PGI, ooy TxA, 279
pYE Co?g “Ub | 20| 121 | 30| 118 | 60 | *13% | ner | A9
PV 461 4420 4S3 3261 |
DURING PVE 2,4,6hrs AFTER PVE
spp |JEO| 16| 1S2] ISo| 14S| 14| 149 IS? |1S2] 143
oep | 9ol 90| 92| 0| 92| Go | B 72| 72| 76
opl ! |25 4|5 |5 453 - |35(38|3sS
r {78174 74| 70|71 | |9 o | 8S| &
O 15 30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC S
! 1011079 20 *080 | 50 | 08D 40 |+ 072 PGI, 357
Y 6770 L6Bs| | 6L®S| | 7428 na 236
DAY 3  24hr AFTER PVE
av 24nr sBp | I2F | av 24nr pBp (8% | ove | 4 |k | 9S
24hr UV 8O0 | 24hr PRU €S | cc [ R | swr | * IS
STP 70 | saL 2 |sr| 4% |su | 32
pYE ;orleg el | a0 | 14| 30 11199 | 60 136 | yer | BO
Py 4114 guyg|  |ewwy| (4872




PVE_GRP PATIENT No.'8 o 65
PT AGE (yrs) 24 | GrRaviDA | 2 | HEIGHT(cm) | IS
GEST AGE (wks) | 92 | para " WEIGHT (kg) | 16
DAY 1
AV 24hr SBP 130 | av 24nr per | 98 | PR g2
24hr UV Z%0 | 24hr PRU O |cc 13
DAY 2 BEFORE PVE
SBP 122 |pep | 16 Jcvp | 3'S | R 64
STP é,B SAL 34‘ sck |53 |su 2SS
SUR -3l PGI, foo TxA, 264
DYE CONC

T 10| 133 20| U7 |30 [I0S |60 | 'O | ner [ SR
PV 4229 4807 S3s7 €131
DURING PVE ~ 2,4,6hrs AFTER PVE
spp |122] 1S0] o | 148 | 144 | 142 | 141 1137 | g0 1Sy
pep |16 14| o [ 1S iy | 108 | 109 Jo3 | 109 | 1o
cvp |38|4slas| 6| 71717 £|S|S
or | EH| L8 o] b2|86|SS|SS 74 | S6| £6

0 15 30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE

oY 922 qzzs|  [11929] [10613] 1., |22%
DAY 3  24hr AFTER PVE
Av 24hr SBP H‘O Av 24hr DBP gq CvVP 6 PR 7q
24hr UV 1200 | 24nr PRU O |cc | 16S |sur| 32
STP 62, SAL 5‘" SCR 535 Su 2-]
DYE CONC

! w0l W3] 20101 | 30]100]60 {088} yer | D7
Pv 3673 4us 4157 4723



66

PVE_GRP PATIENT No. 9
PT AGE (yrs) 25 | gravipa | 2 | nE1cHT(cm) | 166
GEST AGE (wks) | 7 | PARA | | weichr(ke) |70
DAY 1
AV 245:» SBP 1477 | Av 24nhr DBP 98 | er 8o
24hr UV 1250| 24hr PR |ISH8 | 147
DAY 2 BEFORE PVE
SBP I35 | ppp | M | cvr I | X6
stp |98 [sa | D2 {scr | B8 |su [ 36
SUR *35 PGI, 7%6 TxA, 429
DYE CONC A
o 010 120} 50| *120] 30 D241 60 | 2113 | wer [ DD
PV 4484 4484 433 4762 ’
DURING PVE 2,4,6hrs AFTER PVE
spp |138]122]128 | 115|127} 122] 120 12S| e | 130]
pep | 94|92-| 1ot | I8 | 99| lo3] liD 8|9 | WY
arlt 121333828 4|5 |zs
= |sul7e |54 |27 |24 |91 |90 v7 | 88|77
0 15 30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC
, 10|08 | 20 09| 30| +OI% | 60 OFS PGI, £2)
PV _
6257 s724|  |SH90 6330] 1,4, [ 214
DAY 3  24hr AFTER-PVE
av 24hr sBp | /S© | av 24nr pBP |99 [ cvp | S | PR go
24hr UV 225V | 24hr PRU 2082 | cc 177 | sur | *3F
STP 5S¢ SAL 33 | scr €2 su |®2
PYE CONC a2t | 20 [~ 117 50 [ 1133 60 | *133) ner | B
PV 4721 4882 4295 4295



PVE GRP PATIENT No. /O - 67
PT AGE (yrs) [7 |craviba| | | nezcur(em) [ 1SS
GEST AGE (wks) 36 | para O | wereHT(kg) 6o
DAY 1
AV 24hr SBP J20 | av 24hr pBP | 9D | PR Xo
24hr UV 3880| 24hr PRU IS7I | cc )19
DAY 2 BEFORE PVE
SBP I6] |pee | 10S|cve | 2 [ 74
st | ©F |sar | D2 sk |53 |su )-8
SUR <28 PGI, TIH | Txa ) IS7)
DYE CONC
P ol =lrt 20018130 183} 60 |* 178 ner | DX
PV 3370 3370 35171 |3bib
DURING PVE | 2.,4,6hrs AFTER PVE
spp | 1611163 ] 167|167 | 168 | 6o | JeA 129 | 136|172
pep |10S] W3] Ik | 08| 1S | I07| 107 g3 |99 | ok
evpl 2131 21213(%3S 3 21212
pr | 74{7€ | 761737975 | ¥ 8L |79 | 86

0 15 30 45 60 75 90 min 2 4 6 hrs

2hrs AFTER PVE

PYE COM o128 20| -ttb | 50| *M¥| 60 | - [0S PGI, 543
Y S| ssy9|  |Stad 6130 | 1n, | 444
DAY 3  24hr AFTER PVE
av 24hr sBp | 145 Av 24hr DBP 95 | cvp | I'S |pr | 78
24hr UV 2250 34nhr PRU 1074 | cc | 6° | sur| ‘2%
STP 67 |sa B3 lger| 4% |su | I8
PYE CONE 102y | 20| +OM 30 | 1085] 60 | 029 | ner [T
Py 4890 6276 7087 20777



PVE GRP PATIENT No.

I

. PR

63

PT AGE (yrs) 27 | craviva | D | nercut(cm) |68
GEST AGE (wks) | 45 | pARA < | wetent(kg) | SO
DAY 1
av 24hr sBp | I2¥ | av 24nr pBr | FO_ | pr 72
24hr UV S52 | 24nr PrRU O |cc H
DAY 2 BEFORE PVE

SBP 125 | pep | 97 |cvp 3 | pr 874

STP 70 |sar |29 {scr | L2 | sv 2:S

SUR 36 - PGI, 543 TxA, 157

" DYE CONC

: 10 18] 201761 30| *170] 60 | 162 ner S0
PV 3373 34469 3s9/ 3769

DURING PVE 2.4 ,6hrs AFTER PVE
<pp |125( 129|128 |129| 133|125 | In4 123 US| 113
pep | 97197 |89 |lol | 96| leof 96 R |22 |90
v ld|3sl4 |s|4]|6]6s S|4 | 6

6% |70 | 6 {70 | 70| €2 | 70 €277 71
-0 15 30> 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC ! ‘
10 ‘v‘lc’ 20 128 30 « 2] 60 '”q PGIZ SSo

o 4733 4770|  |S046]  |S120] 1y | 193
DAY 3  24hr AFTER PVE

av 2anr sBp | 12¥ | av 24nr pep | 8! cve| 6 |pr | 82|
24hr UV 7/S0| 24hr PRU O |cc | 68 |sur| *35

_ STP 71 | saL 2l |sr| 62 |su |2
DYE CONC . _
Y To s 1S2| 50| ISY| 30| IHb | 60 [ *I4S | ucr 33
PV 2444 3424 361 13636



PVE_GRP _PATIENT No. ’ 12»

69

PT AGE (yrs) B3 | graviva | D | weicaT(em) | 157

GEST AGE (wks) | <O | PARA 2 | wetenT(ke) | /2

DAY 1

AV 24hr SBP ISO | v 24nr pep | 98 | R 58

24hr UV 1250 | 24hr PRU O |cc 79

DAY 2 BEFORE PVE

SBP 133 | ppp {49 |cve | % |er ©7

STP 6b SAL 35 SCR 62 sSU 2-6

SUR *29 PGI, — TxA, 264

DYE CONC

DYECOTO | 184 | 20 | 188 30 | 1189 { 60 | *192 | ner | 35

PV 3oco Zolb 292 2875 |

DURING PVE 2,4,6hrs AFTER PVE

<p [133]120[ 136 | 135 | iyt | 14 | 14S 134 135|137

pep |99 | 9492 |99 | 92|92 l02 21 |96

cvp | R [B]|8S138[6 (7|7 4 |3s| 6

pr |€7|84|3S|9% 878796 9¢ 190193

0 15 30 45 60 75 90 min 2 4 6 hrs

2hrs AFTER PVE

DYE COTCO: ’ I%Ci 20 438 30 ‘|3§ 60 ‘|3Lf PGIZ —

i 397) 4ood | |4089 | {409 | 1, [ 164

DAY 3 24hr AFTER PVE

Av 24hr SBP l53 Av -24hr DBP qs CVP 7 PR gq'

24hr UV 1860 24hr PRU O cC IS] | sur| °28

STP 65 | sa 37 | scr 53 | v | =
C

orE leqo 188 | 50 [*18S | 301 191 | 60| 180} ner | 35

Pv. 48 2196| 2095 20285



_PVE GRP PATIENT No.“3

PT AGE (yrs) 249 GRAVIDA 2 HEIGHT(cm) ISq
GEST AGE (wks) | 25 | PARA | | werent(ke) | 9!
DAY 1
AV 24hr SBP 148 | av 24nr pBp | 104 | bR 72
24hr UV 1900 | 24hr PRU O |cc 76
DAY 2 BEFORE PVE
SBP IS2 | pgp | VW] cvp 2 | PR 63
STP 6o saL | DO | scr 62 SU 2:5
SUR +38 PGIZ )L:‘}' TXAZ 'lg
DYE CONC
10 | 134 20125 30 | 12+ | 60 | 128 | ner [ 40
PV 3xo7 408} 38067 2985 |
DURING PVE 2,4,6hrs AFTER PVE
spp (182122 | IR2 | 141 [ 13] ] 141} 129 12 [134]147
~pep | M4| O | 103198 [lo9 |I0q | Y | oS |07 | I%b
opl2|313161]% (9 o | 7'7 &S
pr |63 |62] €3] 6L |S® [64] el Lhb| 68| L3
0 15 30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC
10 |- 04| 20| 092 30 [+092| 60 | * OBE | par, | 264
PV 5426 ssup| |ssw|  |SI31| o, |VS
" DAY 3  24hr AFTER PVE
Av 2anr sep | 148 [av 24nr oBp |93 [cve | © |er | 67
24hr UV 2000 | 24hr PRU O |cc 6l | gur | *34
STP 57 | sar 30 | gcr 68 | |35
DYE CONC .
10| "160] 20| +135 30 140 1 oo { *N19 | ner | B9
Py 3577 4240 4089 4%10 |

70



PVE_GRP_PATIENT No. }4’ '

71

PT AGE (yrs) 25 | gravipa | 2 | EIGHT(cm) | ISH
GEST AGE (wks) 33 PARA ' WEIGHT (kg) 53
DAY 1
AV 24hr SBP 138 | av 24nr pBp | 92 | PR 76
24hr UV 672 | 24nr PRU O |cc ¥
DAY 2 BEFORE PVE
sep |1%4 |opep {100 Jcve | 2 |pr 7o
STP 72 |sa | 37 | scr 79 | su 39
SUR 19 PGI, 278 TxA, 296
DYE CONC

10] 1281 20| ‘M| 30] 03} 60| *IO% | ner | 9
PV 4c7s 4576 S609 Soib
DURING PVE 2.4,6hrs AFTER PVE
spp 124147 1531471137 {142} 142 o |93 b
osp | 101 [112] 108] 108 108 Ioi | 105 22| 72|90
cvpl 2121212132128 282 (2
pr | 70|88 ¢C| 68| 6| o} 65 9217388

0 15 30 45 60 75 90 min 2 4 6 hrs

2hrs AFTER PVE
DYE CONC

10 | *O6S| 20107 | 30095 | 60 | *O7S PGI, 357
o 025 6oz | [S491| | ASS| pn, [
DAY 3 ~ 24hr AFTER PVE
av 24hr sBP |25 | av 24nr pBP |88 [cvp| 2 [pr &4
24hr UV §6O | 24hr PRU © |cc | 63 | sur| *17
STP /0 SAL -39 SCR SK SU 2:5
DYE CONC 4
" Or;o 183 | 20 |1 |30 S {60 | IS8 ner [BF
2V 22L% 253 3624 399




Equivalent Data

CONTROL PATIENT No. '

72
PT AGE (yrs) Sl GRAVIDA 6 HEIGHT(cm) 165
GEST AGE (wks) 34 PARA 4 WEIGHT (kg) X6
DAY 1
AV 24hr SBP (b8 | av 24nr pep | /1O | PR g8
24hr UV _ ‘L"SO 24hr PRU 84‘7 cC IOZ
DAY 2 BEFORE PVE
SBP 7o | pep | 125 | cvp ~ | PR 67
STP 38 SAL 3' SCR 8 , SU 4-'2:
SUR .4'2. P..GIZ é‘fs TXA2 214
DYE CONC
wo | 17 20140 | 30 [ 137 60 | *138 | er | 38
PV 4013 44 4306 4370
DURING PVE | 2,4,6hrs AFTER PVE
spp |I70 [ 169 | 16S| 6o | 167 |174 | I62 162 | 190 | IS®
pep | 12S 126 | 124127128 128 | 120 26| 132120
cvel = |~ =1~ |- - |- |-
“pr |67 [6S]67]62[70 (73|70 79 |78 |79
0 15 30 45 QO 75 90 min 2 4 6- hrs
2hrs AFTER PVE
DYE CONC - |
10 J26 1 5, vI20| 39 “120| 40 | NS PG1, 293
o ge82| a9k | (496 | [S130| 0, [ 193
DAY 3  24hr AFTER PVE
av 24hr SBP | /8S | av 24nr pBP | /IS | cvp | ~ pR | 77
24hr UV /700 | 24hr PRU 1966 | cc | 93 | sur | * 43
STP 6 |sm 32 | k|8 sy |3S
DYE CONC
101 13 2013 | 30f 127 { 60 | 126 | uer 5
Pv 4913 4913 Sob8 SJo8 |



Equivalent Data

2

CONTROL PATIENT No.
PT AGE (yrs) |7 GRAVIDA ' HEIGHT(cm) ,68
GEST AGE (wks) 3) | para O WEIGHT(kg) 6]
DAY 1
AV 24hr SBP [2% | Av 24hr DBP 9 |k 90
24hr UV 632 | 24nr PRU o cC 133
DAY 2 BEFORE PVE
sep | J2% |pep {87 |cve | — |er | /O
STP 62 |sa 34 {sck | 3S | sv 34
syr |*28 | PGI, 750 TxA, 336
‘ CONC
PYECOTS [ 168 | 50 | *IST| 30| * IS/ 60 | *IS7] ner |RZS
PV 3So| 359s 2Bas 3747
DURING PVE 2,4,6hrs AFTER PVE
spp 128 |17 |128 |4 1128 | 1 |2 122|119 | Iy
oep | 8782 [9S [%6 |87 |73 | ¥S 27|90 | &
cvel~ |~ |~ l-|l-i-1" e
R |70|73]72]|69|60]99 |67 18175 |7/
0. 15 30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE

o DrE cm:g 18S | 20 '“’9 30 | *172.] 60 ‘S8 PGI, 1357
o 3179 2480 2420 3723 | ., A, 67/
. DAY 3 24hr AFTER PVE ‘
Av 24hr sBP | 11© | Av 24hr DBP 0 [cvp| — |pr | 7S
24hr UV 1820 | 24nr PRU o cC 166 SUR 122
STP 60 | saL 22 | 5r|S3 | v |39
PYE COI 1107 | 20092 ] 30 | 1197 | 60 | /1O | ner |27
PV 478 16 2967 86|

73



74

Equivalent Data
C(()INTROL PATIENT No. 3
pT AGE (yrs) |24 | cravipa 3 | nexenriem) | 17}
GEST AGE (wks) 32 PARA 2 WEIGHT(kg) éé’
DAY 1
AV 24hr SBP I40 | av 24nr pBP | 96 | PR 98

+ 24hr UV ’L/'OD 24hr PRU S3o | ¢ /o
DAY 2 BEFORE PVE
SBP 1%0 | pep {94 |cve | = |pr | /8
STP 76 | saL 36 | ser 62 su (%2
SUR ‘42 PGI, 28S TxA, 221
DYE CONC "

O.I:o 24 | 90 |*23S 30 |2 60 | - 29°] ner {4
PV 2923 2997 33238 2522
DURING PVE 2,4,6hrs AFTER Pvf;
spp | 130]127{132 {133 | 1J |12k | 14 129 | 128 | J20
DBP 94- | fo2.| 107 99 |99 | 07 97 90 94
cvel = |~|~I=-1-1=1I- = Bl B
R | 78169 |77|79|7S|78 |75 §9 |90 {92
0 15 30 45 60 75 90 min 2 4. 6 hrs
2hrs AFTER PVE

YRR 92| 5o | 182 5o | 1166 | ko | 18/ PGI, 09
o 13669 2870 | |4243]  |3¥92] 1a, [228
DAY 3  24hr AFTER PVE _
Av 24hr SBP }30 | Av 24hr pBP | 8¢ |cvp| — | PR 9%
24hr UV 780 | 24nr PRU b62 | cc | 9% |sur | 46
STP /72 | sa 37 SCR S3 | g 36
PYE COTS_'WS\ 201137 | 301128 | 60 | /4 | ner 41
PV 2496 2187 3498 | 309¢



Equivalent Data

4

CONTROL PATIENT No.
PT AGE (yrs) 26 | graviba| 2 | nEzGHT(em) | IS7
GEST AGE (wks) LH PARA ’ WEIGHT (kg) 9l
DAY 1
AV 24hr SBP 120 | av 24nr DB | 9S | PR 76
24hr UV 000 | 24nr PRU O |cc 94
DAY 2 BEFORE PVE
SBP 10S | pep | 90 | cve — | PR 'S
STP 66 | sar | 37 | scr €2 | sy 249
SUR 29 | ' PGI, 338 TxA, 228
DYE CONC

10 - 136 20 | *1%F 30 11 60 116 HCT 42
PV 4354 4776 4594 Sro0s
DURING PVE - 2,4,6hrs AFTER PVE
spp |10S| foy| 11D | Iof |10 | 110 | 47 ns{izl 1z
pep | 0 |8k |97 |94 |92.| Fo| ¥ g7 | aL| 8¢
cvel == -1=-1-1-1- I
rr | 98| 86| 85|94 143 [9o |83 t¢ |85 |98

0 15 30 45 60. 75 90 min 2 4 6 hrs

2hrs AFTER PVE
DYE CONC [ . .
! I:o JOG | 20| 105 30| 103 ] g0 | * 100 PGI, SSo
oy 5433 Stgo| |S7ee| (S92 1,4, | 279
DAY 3  24hr AFTER PVE
Av 24hr SBP | 133 | Av 24hr DBP | 8Q | cve | ~ pr | 100
24hr UV 1200 54hr PRU © |cc |30 |sur |
STP 63 SAL 37 | scr | su 2
DYE CONC ,

101125 20 NS |30 " ]60| 197 | ner 42
Py 2986 4200 | |4=z7| (42

75



Equivalent Data

CONTROL PATIENT No.

2

76
PT AGE (yrs) 55 GRAVIDA 3 HEIGHT(cm) “’4'
GEST AGE (wks) 20 | para 2 | WEIGHT (kg) gl
DAY 1 |
; AV 24hr SBP 159 | ov 24hr DBP o | pr 84
24hr UV 2000 | 24hr PRU — |cc leo
DAY 2 BEFORE PVE
SBP 16 | ppp 86 | cvp — | PR 5o
- STP & | sar -59_ sck | 4% | su 25
SUR 19 PGI, bi4 TxA, 228
PYE cmfg 08| 20| 194 | 30| 105 60 | 1106 | her | D6
PV 4650 4829 47783 4733
DURING PVE 2,4,6hrs AFTER PVE
sgp |6 NG |1E | Hq {0 11T7]12) 122 iy | 129
5% 3 Bl Bl Ball B e R | N e
pr | SOV7L 7417 |7S|77| 78 9o | b | 6b
0 | 15 30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC
10| * 0O 20| *07] 30 | *997| 60 |97 PGI, lo36
i SI78 si7e|  [SI78|  [S178] 1aa, |37
DAY 3 24hr AFTER_PVE
Av 24hr SBP J5S | Av 24hr DBP 85 |ceve| ~ PR 8o
24hr UV 3000 | 24hr PRU © |cc |9 sur | 19
STP éi7 SAL 31 SCR 44 SU %
DYE CONC ~
1o | 4% 20136 ] 30 '|$l=. 60 | 128 | yer | 36
Py 3LS6 387 387 413



Equivalent Data 6

CONTROL PATIENT No.
pT AGE (yrs) |27 |craviba| S HEIGHT (em) | |79
GEST AGE (wks) | 4O [ pARA 2 WEIGHT (kg) 72
DAY 1
AV 24hr SBP MS | ov 24hr DBP 9S | sr ¥8
24hr UV SOO| 24hr PRU C |cc 72
DAY 2 BEFORE PVE
SBP 12% DBP 107 CVP - PR §8
. STP Sy SAL 32 SCR 62. SU 2-
SUR 35 PGI, ISo TxA, | lo
DYE CONC y
10 - 113 20 +10g 30 108 60 12 HCT 4
PV 4572 4734 | 4784 4613
DURING PVE | 2,4,6hrs AFTER- PVE
<pp |28 | 13| 130 132127120 | 123 123122 {124
pep | 10710} |95 |lo2| 99 | ol |0k o4 | 9% | 103
1" 3 B e e B B R -1 - |-
pr | S¥ || 77|C% | 7S |87 | B3 £2(% |78
0 15 30 45 60 75 00 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC o
101209 20 098] 30 [*097 | 60 | O PGI, 12
PV
s|ag 8272 5324 SY16 TxA, 43
DAY 3  24hr AFTER PVE
Av 2ahr sBp | 129 | Av 24hr DBP s || — |pr | 8O
24hr UV C?‘ZO 24hr PRU O |cc g\ SUR 38
STP 59 |saL 33 | 5cr 62 sy | =S
DYE CONC [~
PV 4251 |9t S286 S430



Equivalent Data

7

78

CONTROL PATIENT No.
PT AGE (yrs) 21 | eravipa| | | mErcnT(em) |163
GEST AGE (wks) | 26 | para O | WEIGHT(kg) 6o
DAY 1
AV 24hr SBP IS] | av 24nhr pBP | 1O! | PR g¥
24hr UV %00 | 24hr PRU 1240 | ¢c 71
DAY 2 BEFORE PVE
'SBP ’S,l pep | {2 | cvp — | PR 72
STP 39 {sar | B! {scr | 7° |su 39
SUR +So PGI, /so TxA, 236
DYE CONC
o 16| 20 160 30 *IS7} 60| *1S®]| Her OF
PV )41 9S4 3030 2010
DURING PVE 2,4,6hrs AFTER PVE
spp |152]136] 128 | 167 | 161 | IS0 | ISt he | gl 1uy
oep | N2{lot| o8} 112] jol | Uy | N6 92 {105 |110
cvel — |-l —t=|—-1-1- T
Cpr 172071 6o |63 61 |6S | 6T Qo | 66|83 |
0 15 _30 45 60 75 90 min 2 4 6 hrs
2hrs AFTER PVE
DYE CONC ; .
1o |16 | 20 {136 | 30| (1B | 40 130 PGI, 6So
o 22s% 3447 3447 3689 | 1xa, 243
DAY 3  24hr AFTER PVE
Av 24hr sBP | IS® | av 24nr pBP | 169 [cvp| T |Pr | B¥
24hr UV SO | 24hr PRU 2848 | cc | 86 | syr | "S2
STP S7 |sa 3l |ger| 72 |su |4D
DYE CONC
o | TT6 | 20| “Vet] 301186 | 60 | *I48 | por | S8
Py 2723 2933 |  [208y 2250
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