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— Abstract —

Early Postoperative Hemodynamic Changes in Patients of Congenital
Complex Heart Disease using Blood Cardioplegic Solution

Young Tae Kim, M.D.", Yong Jin Kim, M.D.”

Postoperative cardiac outputs and other hemoaynamic values were serially measured in
fifteen patients of cyanotic congenital heart disease, after use of blood cardioplegic sol-
ution,

Cardiac indices showed no change untill eight postoparative hours, then it began to de-
cline to reach as low as 3.22+0.7L /min /m? at 12 hours. After then gradual increse occ-
ured to recover upto immediate postoperative value at 20 hours. Sharp decrese of heart
rate and increse of systemic vascular resistance during 8—16 hours and steady increase of
stroke indices during the whole study periods were observed. These observations sug-
gested that the myocardium recovered gradually after open heart surgery, and that the de-
crease of cardiac indices during 8 —16 hours could be a result of decrease of heart rates and
increase of afterload.

The changes of cardiac indices correlated with the changes of heart rate, postoperative
time and mixed venous oxygen saturation (p<0.05). No other hemodynamic values found to
be in statistically significant correlation with the changes of cardiac indices. Left ventricu-
lar dysfunction seemed to occur more frequently during 8—12 hours, but it was not statisti-
cally significant. (p=0.73)

In conclusion, great care must be taken during 2—3 days after the operation of cyanotic
congenital heart disease, not to fall into a low cardiac output state, by maintaing adequate
heart rates and reducing afterload especially when the systemic vascular resistance inc-
reases.
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£33 Axl B3 4718 Fxpell #F o] 5o Y
HA F& F AT B3] B AFTE 5 flo] 3}
sldx] g3 1% 371 & Blood Cardioplegic Sol-
ution®] 42 B3I =g Evhe AAx gol HH
Ha U2

Aeggtu Y Aol FRAFANM = 1991d FH
AR x5 A Blood Cardioplegic Solution & A}
|3l & v, olE AN e F AF7IFY
H3lel odErhx] RQE wzte] ANEE Ao,
Blood Cardioplegic Solution A& & #8159 4
F {5983 W v 249 fEe 4 HE
2 73 1@ FA Aldstsch

I A7 e & Uy

1. AT o &t

AT g2 19919 19 %8 5d 79712 AL
Y Lol FHRAFJANA F&& Al JH4FY
A1 %718 @2 5 Blood Cardioplegic Solutiong A}
£33 #4159 S g do2 stgth

Gl 70 8ol AE 2 S ElA 36HE R
7 19.0+8.870Y, T AEHAH L 0.483+0.07m?,
Fo A HF 44 16.11+£2.43mg /dlel AT,

wy e G244 A So] 114, FHEd dd5g
"‘J’d—szi A&ES ¢ A5 HFo] Furd H4Uh 1

, YRR SAAVIAEH HEY o] Fukd
-?—7]- 18, 59 A4F3 A5 d&Fo 39

| A7 18, A A5 AAEE dEF0)
TUE Aol 18, BAFE dEFo] 14 AUY
(Table 1).

Fed 32N AMLS $AET SUEH 47
AE BAANE HAFE e %2 244 452
Table 1. Diagnosis of the patients.

Diagnosis Number
TOF 11
TGA+VSD+PS 1
DORV+PS 1
PA+VSD 1
AVSD 1
15

& $33te 542 Agsnon, A5y A4 @
At U B AAE BN E HAFA A&g o
T $447 EU Aol REV £4 308 448

Aen, WHFH HEF Axle sy Agen
AEd &g o3 S AW sdT

T T A7 dENHREAIZES 51241258019
A 2k gl

2. 7 gy

(1) By ’HQII?H-J ""é, R Fe

g4 AAARL ZotH Yol Al AFEF< 4°C
CPS—1 #A *}J%‘Z]QH—E—(Table 2) 28] v ¥
At 1:42 Hold W 29 =HE 5
20ml /kg& FYFAE, A FYol W A9+ o

B AR CPS—-1 24 AFXNAL 2o aF
o2 Mol ol gatdrt o) Wiog FUW A
ARG aH o) 24 L Table 37 -t}

Table 2. Compostion of CPS— I and CPS— I Sol-

ution,
Elements CPS—-1 CPS-1
Sodium (mEq /L) 109 89
Potassium (mEq /L) 30 15
Chloride (mEq /L) 112 104
Bicarbonate (mEq /L) 26 20
Calcium (mM /L) 0 0
Glucose (gm /L) 5 5
Mannitol (gm /L) 5 7
Osmolality (mOsm /kg) 345 345
pH (at 24¢C) 7.4 7.4

Table 3. Composition of Blood Cardioplegic Sol-
ution. (mean tstandard error)

Elements BCPS—1 BCPS-1
Sodium (mEq /L) 114.9+3.3 111.5+4.6
Potassium (mEq /L) 23.6+2.3 9.4+1.4
Chloride (mEq /L) 100.8+3.4 99.5+5.6
Bicarbonate (mEq /L) 27.4%3.5 24.2+4.0
Calcium (mM /L) 0.18+0.06 0.191+0.06
Glucose (gm /L) 351 351
Hb (gm%) 1.6+£0.4 1.7+0.4
Hct (%) 4.9+1.2 5.0+0.9
PO: (mmHg) 281 £90 276 £77
Osmolality {mOsm /kg) 332+18 332+21
pH (at 24C) 7.68+£0.07 7.54%0.15
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(2) MEX|F £ Tae| &

AR o] 248 f3te 44 1S F3 HEF
% Y 2 double lumen thermodilution =% (Edslab
model 94—001—3F, 3F)& 4#943ta, FA4dwste &
2& s ¢4 AFAS T FHAL R 18G
Leader = #& A4stdr}. &, 948 Holg T3ty
<24k ol injectate =S 4H¢ skl ol

(3) MEX|F ¥ HYEY HEFo £F

F&ol Byt F 1AL 194X 4N AL 2 7
3], 1 Fol= 12412 7H e g 33, =% 10380 2 A
ARAeE 2t FA0 A 4et, A Z9st,

B AUy VAT, £UF, Y42, AL, e
52 @7 2R s
AAAFY 2P GNNPES S Inj-

ectateZ 0-5CY 5% EEFHE AHE3HA L, Inj-
ectates} H 59 ol 4YE =& 2% #A7= 4
A=) AEE (Gould Cardiac Index Computer Mod-
el SP—1435)0 Q4dstdct Injectate 3ccE 2z
A AR A4 E =8E 3l 38 g5 FALe)
o AFEZ AZATE "Aé‘?} H 1 FHAE st
Art.

2% AWy A T3E(mixed venous oxygen
saturation, %)¢ Z3 < #H%EY Wl AAE =Fo
A AP, FA B PULGE HEE AR E
23te Y& 19G £+ 20G Leader =88 53l =3
st #Aehe e HAY Jo =88 B &
gttt

(4) Xtz X2|

zt A zbel] wE AR o st g & A5
WEEn AR ekl 2t AlZtel uhE e §
NS AgsHch SANEE IBM-PC AFH

2 PC—SAS (version 6.04) T2 198 & o] &3}H 2,
ZF A2t Apole] vlW e A BAAYE AME-3H o

FoFEL p g 0.062 71E3 A

m.d =

1L AFX|F2| AlZiol e HEt

Azt mE HAAA e Hike Fe F 8ADA
£ W7l A glovt 8AIRE ol F A3t & F 12
AlZrell 3.22+0.71L /min/m?* & HA}E Roli

Cardiac Index {L/min/m?)

45

»
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Fig. 1. Postoperative changes of the cardiac index
(SER : standard error of mean)

I F2E FAFUIelY & ¥ 20/ el e A F
Bt 28 @& Holn HE7|Y Eorte ¥4 U
e AcH(Fig. 1).

A RAYE ol &8 74 A hd A gx ] Ha
E A (ANOVA with Multiple Comparison)& 3t 2
e e F 36A0Y AAAFE 1 oA v wal
o {3 zlo]F HolA FhaL, 36417 o] A, E3F
12212k9] A ZARAF= FoldiA B Aoz BAEH
ok (p=0.0009, 2} A1zte] 4 FA¢7F BAxoj W
olEZ EYPAE 3 2 Aol Alltstn 2ol gtg
ANOVA &£42 333, ZF Alzte] Aol Duncan
wyo g A3t

2. s HapEo| Bist

F& F Aol g FY Aucte] Wale 583
FHE BolA &A1, v F 1AL 4 At
To 2 & o zt ATt A F4] FHetatel 2}
o] A EAYoR BN A fold #olr)

22 ALHAH(p=0.096) L&} 1 W3} &
= F Aat #4dste]l sl 42 F 164

P Zotd st thAl MM e Hold 5 F 48

Lol A 60217t E F 1At O] g Ax 2 "ol
= 43E 2AHFig. 2).
HEHo M fYPete] ST EF AW A X
e e F 200 HAGE BRAL & F 364
el Haghs vdehi At 2 Alzke] JdaxEs A
o] & Aldtste] EAF £A S g Ay & F 3BAIRL
o]Fe M & F 2047t L 24217k ghR ot {25
E2e2 JEt(p=0.032) (Fig. 3).
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Fig. 2. Postoperative changes of the LAP and
CVP (LAP :left atrial pressure, CVP :
central venous pressure, SER : standard er-
ror of the mean
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Fig. 3. Postoperative changes of the Mv0O: and
heart rate. (MvO:: mixed venous oxygen
saturation, SER :standard error of the
mean)

F& F 4 dEre] dske 2 AN foF 3}

E HolA gtoH(p=0.283), F& F 1AIZk 7}
F w7l € F A F2EA £F 1622000 M
S 3E EUF & F 60AA oA bk 4
4& B9 (Fig. 3).

L%o] st JA zt A1zl o] {Fo] 7 Aol s} QL
AHP=0.864). 1} 1 H3} e F& F 14
ol 2] A4 wrirt WA Folgol & F 20417
of H&g& Boln tA] Azt wet HAp Frtshe
A%E L AcHFig. 4).

F AL A3l we} B Ws FFE Ro

A ke (Fig. 4).

3. ME L M & 3 AuhE X|5=(stroke volume index),
Al Al uhEQl 2F X| 5= stroke work index) 2] B35}

AR TE N HErE Yol 43 AEa e 4
e AFE Altetd o HEddE BAEoh
(Table 4) d9& AFEs & F 1Az 23.2+6.
Oml /stroke 2 7}3 Qthst Alzbo] x)dol] whal A xp
F7hte A& Jetdle]l & & 60A17ke) 31.7+8.

7ml /strokeZ Frlslgen, O wWalgloz BA 2
Hg @ A% 58 F AN Qukg Ao 2
AFRTH & F BT olFe) S0l FolsA B
150 T'sem 38
2 Urine Output
+ Body Temparature|
£ 100 a7 %
5 50 36§
0

35
1 4 8 12 16 20 24 36 48 60
Postoperative time (hrs)
Fig. 4. Postoperative changes of Urine output and

Body temperature. (SER :standard error
of the mean)

Table 4. Correlation coefficients between cardiac
index and LAP, mixed venous O: satu-
ration and heart rate, (p value)

Time(hr) LAP{Cm) MV0:(%) HR

1 0.05(0.863)  0.51(0.072) —0.08(0.786)

4 —0.12(0.586)  0.65(0.009)* —0.03(0.908)

8 0.03(0.927)  0.73(0.002)*  0.34(0.215)
12 —0.16(0.572) 0.65(0.013)* 0.13(0.638)
16 0.09(0.761) —0.24(0.411) —0.06(0.824)
20 0.14(0.639)  0.23(0.427)  0.08(0.782)
24 —0.10(0.731)  0.34(0.239) —0.14(0.643)
36  —0.04(0.883)  0.36(0.201)  0.19(0.506)
48 0.36(0.210)  0.59(0.027)* —0.03(0.097)
60 0.13(0.681)  0.34(0.330)  0.14(0.657)

(LAP=left atrial pressure ; MVO;=mixed venous
oxygen saturation ; HR=heart rate)
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Fig. 5. Postoperative changes of the SI, LVSWI
and SVR. (SI : stroke index, LVSWI : left
ventricular stroke work index, SVR :sys-
temic vascular resistance, SEM : standard
error of the mean)

Aoz EAEJHp=0.024) (Fig 5).

Z} Nz gadste 4 g, A3ATLE &
B] A Az A¥ @ Mgk Fig 59 g2k &
% F 1Az A8 AP 1660.64+315.14mmHg
/L /minolt}r} & ¥ 8AIzbel 7HE FolA A 1992
88+760.91mmHg /L /min 7t=] &3 5 MA3) 7
A3t & F 16413 Folle 72 ¥ G ARR
Basn & F 484179 1144.59+295.74mmHg
/L/ming 7tAste Aoz Jelgch 24 24
o AYA AL & F A L 124106 {3
Z738t1 & £ 4-1647He Hse & F 3641 9]
%o A Fad Aol7h AN (p=0.0001)(Fig.
5).

A 27 HEdF e 2 ¥bFdddel F
ARoz fog ol glovt v AF 2Fe e
Bolkr} Az M4 Eold F oA FAEA TG
& T ABAZ Fole A F7hste FFeE e
o (Fig 5).

3. AEX|o| ) Y MEH XHEe| Hale #Y
a5 HEo| A

7} Azt M2 AR Fe 89EE |eE Aol
A#A#AAE Table 49 Zoh, 24t AFE F € §F 4,
8, 12, 48217t T AAY iy w AAAs
foF AaBA0 e AOE BHHACE Titol
FAu grelol A vtE4, F4 AW 28l

29 HFES ARAAI FHEA e

Rog 5

X

W FE F MDY AT 2 EHEH dArE
& 71Ee 2 st 4 AN FHgke Aol & A
A & ARAge AntEAs, o AES A
Eo Watga 2k A5 Hese ¥l gt Aleld

AaiAE AW A (Table 5). F4+F 5%1A
AgAFo Watel FAXHCE {3t JBBASE B

A WMFEL & F s AF, AYB MY, 4 HE
F, & 3 AL 280 EF AEE i ¥En
Soltt.

AAAFE AeEFFR U] Adtg bdExse
AdH A, & F AL EFY 44 XIS
} fol 3k JuAA S B rHTable 5).

AN Ao Wsle 257 9 oly], 181 H
Fgel Wste} frold FuBAS BYD, A UE
+9 54 F AHANAE foF FRBAY Ae
Ro g A4tk H AUt Table 5).

ARAF H3tE 895ty do4Ee HelERy F
a7l fsted FAFEE 0.10004 F371EH (mul-
tiple regression analysis) & Al 33t} 1 1 3] 71242

e ol A=A

A CI = 0.01075953 + 0.02099062 - A TIME + 0.
01651418 - AHR0.0905015 - ADBP(Stepwise, SLE
=(0.1, R2=0. 3583)

A S1=0.00034778-+0.00013513 - ATIME —0.00-
006479 - AHR+0.00010396 - ADBP (Stepwise, SLE
=0.1, R? =0.1901)

A SVR=58.83822124 —7.78465494 - ATIME—6.
76875213 - AHR+12.53081862 - ADBP —35.43615563

- ACVP —6.59668773 - ASVO(Stepwise, SLE=0.1,
R2=0.5072)

5. SHAAl WETIST £ F AT 2

2 A7 EE w2 A Azl A el HAbgds Y
# A, Y HEAS, BN HEAF Ak
Agrst 1 WsEe BAsHh

44 71%50] Woln A% uehte 249 A Al
Zholl Hls) HAlWto] FAhekn AHA HEASE 2
ol 23 el FASUA A4 HEAFA)
F7h 2aS 2 29D AW Age] F7HEY 24
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Table 5. Correlation coefficients between hem-
odynamic values and cardiac index, str-
oke work index and systemic vascular re-
sistance, (p value)

CI SI SVR

Time 0.408(0.0001)*  0.346(0.0001)* —0.457(0.0001)*
LAP  —0.081{(0.36)  0.009(0.92) —0.046(0.62)
CVP 0.021(0.81) —0.036(0.69) ~—0.158(0.09)
MVO:  0.253(0.008)*  0.245(0.01)* —0.115(0.26)
HR 0.472(0.000D)* —0.098(0.27)  ~0.520(0.0001) *
SBP 0.095(0.29)  0.026(0.77)  0.308(0.0007) %
DEP 0.069(0.45)  0.134(0.15)  0.479(0.0001)*
MAP 0.087(0.34)  0.111(0.23)  0.454(0.0001)%
SVR  —0.717(0.0001)*  —0.523(0.0001)*

SI 0.806(0.0001)*

(LAP==left atrial pressure ; CVP=central venous
pressure ; MVO:=mixed venous oxygen saturation
: HR=heart rate : SBP=systolic blood pressure ;
DBP=diastolic blood pressure ; MAP=mean ar-
terial blood pressure ; SUR=systemic vascular re-
sistance ; SI=stroke index ; CI=cardiac index)

Table 6. Numbers of patients with evidence of
impaired LV function at each postopera-
tive time. (%)

Time LAPt LAPt SVR? I or I and
(hrs) LVSI|{ LVSWI| LAPt N or 1 and
(I*) (I*) LVSI| ]| m
LVSWI |
(™)

2(13.3)
2(13.3)
2(13.3)
0( 0.0)
1( 6.7)
0( 0.0)
1( 6.7)
1( 6.7)
2(13.3) 2(13.3)

(* I =isotomic exercise ; ** [l =isometric exercise
; *** I =afterload increase ; LAP=left atrial pre-
ssure ; SVR=systemic vascular resistance ; LVS-
VI=left ventricular stroke volume index ; LVSWI
; left ventricular stroke work index)

2(13.3)
4(26.7)
6(40.0)
2(13.3)
3(20.0)
2(13.3)
1( 6.7)
3(20.0)
3(20.0)

2(13.3)
2(13.3)
2(13.3)
0( 0.0)
1( 6.7)
0( 0.0)
1( 6.7)
1( 6.7)

2(13.3)
3(20.0)
5(33.3)
2(13.3)
3(20.0)
1( 6.7)
1( 6.7)
1€ 6.7)
3(20.0)

4 2(13.3)

8 4(26.7)
12 4(26.7)
16 0( 0.0)
20 2(13.3)
24 2(13.3)
36 1(6.7)
48  3(2.0)
60 3(20.0)

Table 7. Times of left ventricular dysfunction in
each patient.

Pt I * H * ¥ [H * ¥

1 8 8 8

2 12,24 .

3 20 20

4 60 12,60

5 24 24 .

6 48 48 48

7 20 16,20 20

8 8 .

9 . 12 .
10 12,36,60 12,36,60 12,36,60
11 4,12,48 4,12,16,20 4,12
12 60 60 60
13 4,8,12 4,8,12 4
14 48 . .
15 8 8 8

(* I =isotonic exercise ** [l =isometric exercise
*** [ =afterload increase)

L FEE FEF A 124100 HAAHA v
ol ol #xto) Wz} thE Aol M Bt E A
L2 Yoy I RIEE A Ea #4 B3
A FoFFE 0.05914 2% 2ujrt gle Aoz
AE AHp=0.73).

»

HT o

N2 ot

AFee F @29 Fo AF Ao FYe Ho)
€ A AESd wAJE #xle = & Y x5
of Wi Fasdi, - E ¥ Bz A% “45}
9 dwiste & F A A G422 Ao 2
o] §7] W& & ¥ H475L Fgsn Z_”"i
A A s e wyel Bol Ay gt}
a3 F AurEEe] APEP L g AAv) S
H2A ARgsEe oz AAA ey Qopas
O At e AHEY whye M 54 (dye —di-
lution technique)® <& 34 (thermodilution tech-
nique) 9} F ZFAZE A 2 F Aol HEY
yhEdo] Hojun A4 ZFo] 7153 5o FHo)
Ao P8 GH e g9lo] Wessel 5 injectated] &
= EAS 25 A Y 94X EAE 25y AR 4
ATk 3kx ]2 3 A& injectated] LE S A

T QA&
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3 FE EHoEM, a91 2k AATIE /Y
F4d 91X AZaz HAE £ da sty
B Ao e ol g FA AL A3l injectate
o 2% & 0-5°CE ARSI, 2% #AV & +4&
Al AgsA F HF R X AL FE F AEY
g A& EHNEA 2= BH7I7 @Yo g
ASE &2 dold £ UA FFod, 7t 248 A
H tEste] O HEXE HFPOE2H QAE Foled
YUt

Atz 2s AH S PP olEFer 1R
o] 4l Whgolnt 11 Zule] yhA o] ¥R WAL
= FXE sfokste 5o ZAV oM 22 3 &
Aol A& g2 9 AFE ol §3td AR5 &
VHH0 R A =80l g AYFE sty
AlEE o} gk ol BHEA g AF A7
F2 ¢ ANy a4 E3txeh HAd 4, F4
Aol #& st ed 1 F 22 HRAE
ofs) &3 AN Ak Tgev) AdEFal gzl
e 2 wgditty g oo Bl
T uge ¥ A7 ulesl wyog AX 44X
S AFES BAe] ARERS A B g
A8y HEETHe] 4BBAE AL ATFE AY
g ut Qled ool o 2 A9y A rEEs)
F& £ 1623 oI F FE Kot JadAE 2t
I R & F A0 Jurt Bty sivrt B8
71el Holme 16417 o] F #xzto] eyl ek =
AZ1RE &3 ANY A g AuEF AR
24 & U FETY. a3y B dFee 2
33 & F 4,812,484 &3 ANY A 23]
Z9} ARG Abolol]l F@AF 0.51-0.739 FF
48 BAE By (pK0.05), FE F ALY dx
p=0.072 "3 T JPVHAES Rola 1 olFd
= 4837 Boixle AnE I Fickel %3
2] Cve=Cac2— Voz /CO (Cvez ; mixed venous oxygen
content, Cae ; arterial oxygen content, Ve ; oxy-
gen consumption, CO ; cardiac output)olA] -3 &
F URe] Hdurzwa EF AHE A ¥z F
Wy Ak FRY, g4, Ak ARF F QAES
H YA AAE AL W, $ AN T
F 16A13 o] F AT Bol R oint Q1F
35719 weaning® #4217} A& 3 HEHA 2]
ZEFF7E FUteln FA WA Ty 44 FREY

Mo 2rFe eyt 24 gaieict cheksisl W sl
el B3 A N4k szl AutE Alolo) A
BEAAZ 2HHIE 7Aoo e A ) Kirklin
T2 ol¥ uiAg @ FAY A4 dHFTY A}
F& F s FHASY]) g o8 AuE g =
AAEE ded 24071 JL2 AFI}YTY, Koh-
ana?, Magillian® 5% % W4 Afolo] A#hA| 7} @
& Bol AEHS T AUY 44 IR 7}
AR F&FE+ gdvdn FEsAoh 28y e gL
Aol M 3 AW A2 33Ev) 60%0) st F
& Autage] Zav Augs Rusta gmiew,
ApAME F& F 12220 ol e vuy g
ATE 7HAE A4S 8oty ez 244
DEstd Holx Fart I FejodlA S99
il HHYY e B ANY dh v
7 AAEEFE AANEE 23 e /11,
A2 S FE3ted ol X mgo] He Hsel
3 AzrEr

4 ANDER ZF A W] AUzt AAAS
o] Mgt Alole] ABAFE FAH3= AL o= &
Al71e] o8] @xtel AelE FH 3w A WA A
2 gz & F Adde] Wsle 7 @9 A1 ¢
o] FGatH W] Wsle} AutEaro) Wil Afo)
o] BAE Fasta B Aoz 158 9] ajolA
AlZE dstel WhE Zb wao] WEE B3 g AL
3131 7] 2ol o F 1NTE N1FLZ 2 A7
ZA3RE BAo] 1 2ol & AlLtsl zt 2FXE A
2 5Y3 Az Aag F JBBAE BNyt
O A7 AwEgo WalEa fog 4RBA e
Hee va F A0S Adss, 22ln £33 49y
AbnEQte] WSS Aeg BEMEYT AurE o)
43 A& Fa Adutese §o2 EdHE Ao
v Rol BT Aubg st AutEaks 9yE #A Q)
odEln 258 4 Jed 2 A Aurssel
AR 4] At Atolol e ARBAE Bolx] &%
o} AubE o] Wsleh A Al o] Walatolo) 9
& AABA &L EolstH(p=0.0001, r=0.47).
FHAEZ & ARAAE B HEE F£E F A
o] A 3lH tH(p=0.0001, 1=0.41). & A 7to] A% 4=
2 AuEae Ha S7iete 4d0] de RAos
ol Alzte) WE AutEFe] Wl 4 F gA3
127412t AR & A2 7 O Fotethe A8E B

[ A

Bt &

N
N
o>

— 1198 —



3 A e A& B3, £ F AINE AR
o2 ¥Mate AAHQ Wi & HFo W}
A e X Z/7] W U Az Qz
"ot &3 A9y Ak x5l HEl 9 fo%
ABBAE 1A Aoz =6 (p=0.008, r=0.25)
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%42 VR A oHp=0.0009).
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