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Effects of Pyengpaetang Extracts on the Acute Pulmonary

Edema induced by Oleic acid in dogs
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kg WREARE N WA KHE &
FRES RERE'S #atgon, 189 &
Fe ohen 2o

¥mr, Semen Lepidii 750 g
FZpE s Cortex Mori 375 g
# B Radix Platycodi 375 g
 #  Fructus Ponciri 3.75 g
# ®  Tuber Pinelliae 375 g
%% Folium Perillae 375 g
B ¥  Herba Ephedrae 2.815¢
H# ¥ Radix Glycyrrhizae 1.875g
4 ¥ Rhizoma Zingiberis 375 g

Total amount 34.69 g
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Ketamine A7) & BRE AR
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£ A WAe] 7.0m 71de] = port-
ex7]| B B-E FER HE 3t 1pkas(MMI
Newport Ventilator, Model E 100i) & #| 5
Bte] IR E S 10mg /ke, FEIREE 208] /&, &
ERABREE 21%2 319 FHERS AA
Fov FHilkFA+ thiopental sodium(20mg
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A& AX I L7t o2 pH 7.35
~7.45 PaCO: 30~35mg, Pa0: 90~100mmHg
€ HeFEshe] oF 308 Foll EAHERI) £
R& pE 3D oleic acid(Hayashi Pure Ch-
emical Ind. Ltd, Japan) 0.05mg /kg& HEA
atof BMERKIES SHE A

oF 1L.5~2A1F @2k kiFo s8xu
Bk 7} 24l A PaO. 70~80mmHg, Pa-
CO240~50mmHgH = =L o & HEHL #l
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Cr2ol ZAlof ofeh RAGBME, HEUMBS o
E3igich,
WA AA (SVR)

_ MAP (mHg) ~CVP (mmHg)
cardiac output(L /min)

HYaxF(PVR)

_MPAP(mHg) ~PCWP(mHg) oo =5
cardiac output(L /min) x80(dyne-s-on~*)

* 80(dyne-s-cm =)

MAP : mean arterial pressure(&4 54 qh)
CVP : central venous pressure( 34} 74 = ¢h)

MPMP : mean pulmonary arterial pressure(ZF3
=@}

SVR : systemic vascular resistence (A& 3
PVR : pulmonary vascular resistence (2] & £ 8})
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Table 1. Hemodynamic changes in pulmonary
edema with CPPV(mean+SE)

Control{edema) SemH:0  10emH:O
sBP (mmHg) 130+ 5.4 124+ 8 12110
dBP{mHg) 103£10.8 98+t 7 96t 9
MAP(mHg! 12+ 47 108 6 101%10
HR(beats / min} 159421 168 9 168+ 8
CVP{emH:0) 08+ 0.4 2.630.4% 5.4£05*
MPAP{mnHg) 119+ 15  152+0.8% 18.4£2.0*
PCWP (mnHg) 51+ 06 63106 7.4%0.8*
CO(L /min) 12+ 01 1.2+£05 1.0%01
SVR(dyne - sec /en’)  7,413£680 7,627%£720 8,048+900
PVR(dyne - sec /en’) 4534210 5931260 8801290

sBP : systolic blood pressuer
dBP : diastolic blood pressure
HR : heart rote CO : cardiac output
CPPV : continued positive pressure ventilation
*p<0.05
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Table [I. Hemodynamic changes in pyengpaet-
ang(50mg /kg) treated with CPPV(me-

an+SE)

adema  Control  SmH:0 - 10mH:0
sBP(mHg) 15%5+59 138+ 8% 132411 120+ &
dBP(mHg) 123458 113+ 7% 10488 G115
MAP(mHg} 134449 15+ 7 13+ 7 103+ 5
HR(beats /min) 14175 113t 9 18£8 189t 9
CVP(eH:0) 21305 18+03 29406 5708
MPAP(mHg) 15.8+23 143108* 163%23 178422
PCWP(mHg! 74408 56+L1* 7.0fl5 8.0fL3*
CO(L /min) 12402  16£21% 13101 106201

SVR{dyne - sec /ca®) 7,84221100 6,950+1200 7,250+ 1,318 7,860 2780
PVR{dyne - sec/cn®) 6%5% %0 6152 85 690+ 125 720115
Control :
*p<0.05

The groups treated with Pyengpaetang.
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Table II. Hemodynamic changes in pyengpaet-

ang(100mg /kg) treated with CPPV
{mean + SE)
adema  Control  AemH:0  10cemH:0
sBP (mHg) 160209 1546 143+ 7 148+ 8
dBP{mHg) 130£58 123106 117¢ 9 17+ 7
MAP(mHg) 145458 1389+ 7 127+ 5 127 7
HR({beats /min) 192475 188+ 9 199+ 8  [78+13
CVP{enH:0) 1.8£05 1.4+03 29+04* 6810.6*
MPAP (anHg) 11243 106%11 11010 144+15*
PCWP (mHg) 7.6£08 7108 8110 104%15*
CO(L /min) 15202 1601 L6001 1.4%01
SVR(dyne - sec /en?) 6,852 1200 6,430 1080 6,250+ 1,316 6,818 £ 1542
PVR(dyne - sec /ea®) 495+ 135 4682235 450+ 135 482123
*p<0.05
{mmHg)

%/5/5

__
=7

e
—

£\
A

=

ZZ

) |°

Cm H20 (PEEP)

B conrrol PP1EOmg/g) [ PPT(100mgrkg)

Fig. 1. Effects of Pyengpaetang on the systolic

pressure in anesthetic dogs. Each column

with vertical bardenotes the mean with

S.E. from 6 observations.

* : Significantly different from the con-
trol value(p<0.05)
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Fig. 2. Effects of Pyengpaetang on the diastolic
pressure in anesthetic dogs.
% : Significantly different from the con-
trol value(p<0.05)
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Fig. 3. Effects of Pyengpaetang on the mean bl-
cod pressure in anesthetic dogs,
% : Significantly different from the con-
trol value(p<0.05)
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Fig. 4. Effects of Pyengpaetang on the heart ra-
te in anesthetic dogs.
* : Significantly different from the con-
trol value(p<0.05)
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Fig. 5. Effects of Pyengpaetang on the central
venous pressure in anesthetic dogs.
* : Significantly different from the con-
trol value(p<0.05)
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Fig. 6. Effects of Pyengpaetang on the mean
pulmonary arterial pressure in anesthetic
dogs.
¥ : Significantly different from the cont-

rot value(p<0.05)
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Fig. 7. Effects of Pyengpaetang on the pulmon-
ary capillary wedge pressure in anesthe-
tic dogs.
+ : Significantly different from the con-
trol value(p<0.05)
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Fig. 8. Effects of Pyengpaetang on the cardiac
output in anesthetic dogs.
Y : Significantly different from the con-
trol value(p<0.05)

{dyne sac/cm }

10000
8000

olelelod

4000
2000
a
)
Cm W20 (PEEP)
B corre SRPPT(B0mg/kg) T3 PPT{100mgrig)

Fig. 9. Effects of Pyengpaetang on the systemic
vascular resistance in anesthetic dogs.
% : Significantly different from the con-
trol value(p<0.05)
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Fig. 10. Effects of Pyengpaetang on the pulmon-
ary vascular resistance in anesthetic
dogs.

% : Significantly different from the con-
trol value(p<0.05)
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Bk E RO A = IR SRIEE ] Mol o
gtA Pa0., PaCO:, Sa0.7} 37 iFEE 0o
 PvO, PvCO;, SvOE FAH oz w5
= f@Erol A cH(Table V).

Table IV. Blood gas changes in pulmonary edema
with CPPV(mean +SE)

Control 5emH20  10ecmH:0
PaCOu(mmHg) 42,7431 34.3+2.7* 30.3+3.2%
PaO:(mmHg) 76.2%£3.7 79.845.5 82.1+6.5%
Sa02(%) 91.5+3.0 92.3*+21 94.3+1.7*
PvCO:(mmHg) 42.841.9 39.91+3.2 324+4.2%
PvO:AmmHg) 45.6%1.0 38.9+4.9*% 36.7+2.5*
Sv0:(%) 73.3%1.7 60.1+£3.0* 56.8+3.3%
*p<0.05

Table V. Blood gas changes in Pyengpaetang
(50mg /kg) treated with CPPV(mean+

SE)
Control SemH:20 10cmH=0
PaCOz 36.8+£2.8 25.4+24* 22.3+2.2*
Pa0: 82.5+7.1 86.0+8.5% 98.9%9.2*
Sa0e 04.8+1.6 956+1.4 98.5%+1.4*
PvCO: 40.543.3 33.1%22* 31.1%21*
PvOz 44.6+47 37.4+1.8% 38.8+1.9%
SvOe 65.6+6.6 60.6+4.1 621%2.3*

*p<0.05

B S0mgBEoll M= Bk 22 1RE KB E

oA Pa0., PaCO.s} ZA F#E=dow

PvOq, PvCO: X3 i = 1tH(Table V).

a2} 100mg fRHEBE A= HEXRES
ARl wela PaCO.9 ##88 o5
1z o4, PvCO:9 m4dE B33 3l
(Table V).

Table VI. Blood gas changes in Pyengpaetang
(100mg /kg) treated with CPPV(mea-

n+SE)

Control SemH:20 10emH20
PaCO: 37.4%+3.0 326+2.8 29.2%+2.3*
PaO: 76.9+£7.2 80.2%£3.6 84.0%5.8
Sa0: 90.3+4.8 935%+3.2 95.2+2.7
PvCO: 43.5+4.6 31.4%2.1* 33.6%34
PvO: 426120 381%+37 38.6%22
SvO: 63.4£6.6 70069 723%78

*p{0.05
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Fig. 11. Effects of Pyengpaetang on the partial
pressure of carbon dioxide of arterial
blood in anesthetic dogs.
¥% : Significantly different from the con-

trol value(p<0.05)
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Fig. 12. Effects of Pyengpaetang on the partial
pressure of oxygen of arterial blood in
anesthetic dogs.

% : Significantly different from the con-

trol value(p<0.05)
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Fig. 13. Effects of Pyengpaetang on the partial
pressure of systemic asturation of ar-
terial blood in anesthetic dogs,

% : Significantly different from the con-

trol value(p<0.05)
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Fig. 14. Effects of Pyengpaetang on the partial
pressure of carbon dioxide of mixed ve-

nous blood in anesthetic dogs,
* : Significantly different from the con-
trol value(p<0.05)
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Fig. 15. Effects of Pyengpaetang on the partial
pressure of oxygen of mixed venous blo-
od in anesthetic dogs.

% : Significantly different from the con-
trol value(p<0.05)
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Fig. 16. Effects of Pyengpaetang on the satu-
ration of mixed venous blood in anesth-
etic dogs.

% : Significantly different from the con-
trol value(p<0.05)
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ABSTRACT

Effects of Pyengpaetang Extracts on the Acute Pulmonary
Edema induced by Oleic acid in dogs

Jae Woo, Chung

Department of Oriental Medicine
Graduate School of Won kwang Univ.
Directed by Prof. Sang Whan, Han

Certain oriental medication have been shown to be effective in decreasing pulmonary
vascular resistance and increasing cardiac output in primary pulmonary artery pressure
secondary to pulmonary edema.

So oleic acid was administered in 14 dogs in order to induce acute lung injury. And we
studied the hemodynamics and blood gas changes of Pyengpaetang(50mg, 100mg) with con-
tinuous postive pressure was ventilation in pulmonary edema.

The pulmonary edema group, arterial oxygenation was improved after 5 and 10emH-.O
PEEP (positive end expiratory pressure), but cardiovascular system was depressed. Blood
pressure and cardiac output were decreased, and CVP, MPAP, PCWP were increased.

In Pyengpaetang (50mg) group, mean aortic pressure was decreased and PCWP (pulmon-
ary capillary wedge pressure) was decreased remarkably, while there was a significant in-
crease in cardiac output. And there was improvement in Pa(. and PaCo. without hem-
odynamic changes after applying Sem H-QO PEEP, but arterial blood gases(PaQ., PaCQ:)
were improved, while cardiovascular effects were depressed after cm H-O PEEP.

In Pyengpaetang(100mg) treated group, there was no significant hemodynamic change.
But mean pulmonary arterial pressure was significantly increased, and cardiac output was
decreased significantly after applying the more degree of PEEP.

And blood gases were not changed significantly after applying the more degree of PEE-
P.

The above results suggest that the effects of Pyengpaetang (50mg) group is superior to
those of Pyengpaetang(100mg) group on the effects of hemodynarmics and gas exchanges
in acute lung injury in dogs.

So we can conclude that lower degree PEEP 5cm H:O is more beneficial in Pye-
ngpaetang(50mg) treated group.
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