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— Abstract—

A Study of Postoperative Pulmonary Arterial Pressure Change
in the Acquired Heart Disease With Pulmonary Hypertension

Ryu Sam Ryul, M.D.*, Lee Hyung Ryul, M.D.”, Sumg Si Chan, M.D.",
Kim Jong Won, M.D. *, Lee Sung Kwang, M.D.", Chung Hwang Kiw, M.D.

To see the change of pulmonary arterial pressure after mitral valve replacement, postope-

rative cardiac cathterization and echocardiographies were performed in 12 patients of mitral

valvular disease with pulmonary hypertension(systolic pulmonary arterial pressure)50 mm Hg).
The mean follow-up duration was 35.4(range: 15~47) months per patient. The following

results were obtained.

1) Preoperative systolic pulmonary arterial pressure value of 66.17+10.73mmHg decreased
significantly to 29.17+6.86mmHg postoperatively (p<0.01).
2) Preoperative Pp/ Ps value of 0.6740.13 decreased significantly to 0.2840.06 postopera-

tively (p<0.01).

3) Preoperative PAWP value of 29.00+4.02mmHg decreased significantly to 9.9244.27

mmHg psotoperatively(p<0.01).

4) Preoperative LAD value of 5.58+1.20cm decreased significantly to 4.37+0.67cm posto-

peratively (p<0.01).

In conclusion, pulmonary arterial hypertension secondary to mitral valvular disease could

be reduced to normal range after successful mitral valve replacement,
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4 1}

1) 2% F24Fs J1SEE(New York Heart

Association Functional Classification)2] &3}

T8 MAYEE 75 FE €4 cass [T 28, class
M 73, class IV 38l oy &% class T 83, class
O 22, class [} 2812 &3l Hla] AalolA 49
7153 & 2AH(Fig 1).

2) 2% £&7| WY HE

#HE9Wete 50mmHgeld 53, 60
mmHg o]/ 13}, 70mmHge]’} 43, 80mHge]d 2
d2 HiF 66.17+10.73mmHgg e} €% 20mmHg

€4 F57

Table 1. Age & sex distribution

Age Male Female Total
15—20 1 1 2
21—-25 1 1
26—30 1 1
31-35 3 3
36—40 2
41—45 2 1 3

4 8 12
Table 2. Diseases & operative methods
Diseases MS MR MSR
Op. methods

MVR 5 2

MVR+TAP 2 1

DVR 1 1

8 2 2
Preop. Postop
1 8 I
I 2 2 o
m 7 2 m
v 3 v

Fig. 1. Postop. change of NYHA functional class

o] &t 13, 30mmHge)3l 53, 40mmHge]3l 63 =
B 20.17+6.86mmHg® £ vls] n A F4a
L YRR oH(p0.01) (Table 3, Fig. 2).
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Table 3. Postoperative change of systolic pulmonary
arterial pressure(SPAP)

Pressure(mm Hg) Preop. Postop.
— 19 1
20 — 29
30 — 39 6
40 — 49 .
50 — 59 5
60 — 69 1
70 — 79 4
80 — 2
12 12
Mean + SD 66.17+10.73 29.17+6.86
U =% ddolA 040°13tE Hi 0284100622
o))l A A THP0.01) (Table 4, Fig 3).

4) 2% HSUMT|A| HE}

=7 23~32mmHg 93, 33~42mmHg 328l 2 3t

SPAP (mmHg)
100)
901
804
70
601
507
40
101

207

Table 4. Postoperative change of Pp/Ps

Pp/Ps Preop. Postop.
— 024 0 2
0.25 — 0.44 0 10
045 — 0.74 9 0
0.75 — 3 0
12 12

Mean + SD 0.67+0.13 0.28+0.06

29.00+4.27mmHg¥ o} &% 1~12mmHg 8&, 13
~22mmHg 482 #{ 9.92+44.27mmHgZ 9] Q)7
24819 H(p<0.01)(Table 5, Fig 4).

5) &% Fald LHFel Hst

=4 4.0cm ©o]& 24, 4.1~5.0cm 38, 51~6.0cm
14, 6.1~7.0cm 632 W 558+1.20cmo] 1ot
% 4.0cm °]3} 38, 4.1~50cm 8 & Ht 4.37+
0.67cmz  ofn|lA 743 H(p<0.01) (Table 6,
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Fig. 2. Postop, change of systolic pulmonary arterial pressure
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Fig. 4. Postop. change of pulmonary arterial wedge pressure
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Table 5. Postoperative change of PAWP

Table 6. Postoperative change of LAD

Pressure(mm Hg) Preop. Postop. LAD(cm) Preop. Postop.
1 — 12 0 8 — 4.0 2 3
13 — 22 0 4 41 — 5.0 3 8
23 — 32 9 0 51 — 6.0 1 0
33 — 42 3 0 61 — 7.0 6 1
71 — 0 0
12 12
12 12
Mean + SD 29.0014.02 9924427
Mean +SD 5.58+1.20 4.3710.67
Fig 5).
B gl A AF 10¢0] AU B 5y
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LAD
(em)
101

sel ¥(Pp/Ps)dl wel 025~0458 A=, 045~
0758 F6%, 07501 ¢ $5o2 EFsin Ay
Aee A88 AgH AYF Age u(Rp/Rs)
% H¥E A (Rp)ol Wt 247 A% FEE, 2F0

T T
0 1 2

T 1
3 4 S years

Follow-up duration

mean+SD : preop.

postop. 4.37+0.67 cm

5.58+1.20 cm
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Fig. S. Postop. change of left atrial dimension
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