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Regression of Left Ventricular Hypertrophy after AVR in Aortic
Valvular Stenosis

Jae~-Won Lee, M.D. *, Kang-Ju Choi, M.D.*, Meong-Gun Song, MD. *

Background: The regression of the left ventricular hypertrophy after prosthetic valve replace-
ment in patients with aortic valvular stenosis is an important factor to determine the
appropriateness of the replaced prosthetic valvular size. Methods: To assess the regression of
myocardial hypertrophy, a retrospective analysis of Doppler echocardiographic and electro-
cardiographic data was undertaken before, soon after(7.5£2.1 day), and late after(10.7x1.8
months) surgery in 36 patients(22 males, 14 female, mean age 543+ 12.1 years, mean BSA
1.61+£0.15m%) with predominant aortic valvular stenosis. The patients underwent St. Jude
Medical aortic valve replacement. By the size of the valves used, the patients were divided
into three groups(19, 21 and 23+). Results: The mean body surface area(1.48+=0.13) in the
patients with the 19 mm valve was smaller than that in the other groups(1.63=*0.12)(p<0.05).
No significant changes of ejection fraction were detected in all groups over time. Left
ventricular’ muscle mass index(gm/m’) was reduced significantly in the 21 and 23+ groups
over time(p<0.05), but there were no significant changes in the 19 mm valve group. The
electric voltage height on EKG at the period of late after surgery was reduced significantly
in all groups(p<0.05).  Conclusion: Despite clinical improvement, the LVH was not reduced
significantly in 19 mm valve group. Thus we suggest that more attention and additional
procedutes such as annular enlargement should be taken in patients who will undergo the
replacement of 19 mm prosthetic valve.

(Korean J Thorac Cardiovasc Surg 1998;31:586-90)
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Table 1. Groups according to sizes of valve

N (36) 5 17 14

Sex (m/D) 0/5 9/3 131
Age (y1) 5074179  51.1%115 59,392
BSA (m?) 1.48+0.13  1.560.13 1.71 0.1

BSA: body surface area
23+: larger than 23mm

Table 2. Ejection fraction (%)

Time .
Valve e

Preop
19 |e1.4=+251""
21 [583+182""

6054117 655071 7 NS
58.4+14.0° 60.8+13.07 7 NS

23+ [60.8+12.6"" 523%12.0 622457 T NS
Preop: preoperative
A AL paired testS ©)FIREL TATO HE A
'?“’ﬂ—t’ Wilcoxon signed ranks testS 0]_9-3}.0:14 2 y7 B
hed

pE SAr H7% EIEAT GIND FASES
p-value  0.05°]3F% 31Tt

a4 3

1, mao 3o ME oz EF

5 g@ael 379 weh 47 19, 21 2T 23423

mm Wﬁf 2 Urem 7+ 2o FHiyels 44 504,
51, sod 2 Aelsh dglet 7 2o AEDAL 19 mm
FEFol BF 148 'R BT BT 163 me) WF F3
A Zchp=0019). B 19 mm BeFIME ZE BAE

o] ojztglti(Table 1).

2719 Bpen FE A %o% Se70l A4

3. AT (maximal velocity, m/sec)

grhe AU 859 Agesz FAAR dEHateld
qEAe|E & 5 9= d #£3F E% 2719 #&gedA
AR} s cH(Table 3).
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Table 3. Maximal velocity (m/sec) Table 6. NYHA funchonal class

1.60.5 0.04

19 52409 3.0£04" — 0.02
21 49408 27+06 28037 "0.0001,70.03 1.5+0.6 0.0003
23+ 484067 27+06 282027 '0.018,70.008 1.4x0.5 0.0001

NYHA: New York Heart Association

Table 7. Mortality and morbidity

19 |2347+48.8"" 173.0+89.9" 141.8+64.6" 'NS,"NS Surgical mortality 0
21 |221.3+6047" 2020+552° 1485536 'NS,"0.01 Late mortality 2
. « o w w CVA 1
23+ (245.6+583" 242.9+60.6 169.7+389 NS, 0.006
Neoplasm 1
LMMI: Left ventricular muscle mass index Morbidity 3
Complete AV block 3
Table 5. EKG (mm) CVA: Cerebral vascular accident

19 482+66"" 350+68 31488 " 0.04 i &t
21 [484%101%" 373%105 273+8.17 ™7 0.001
23+  |484+1087" 363104 284+62" "7 0.002 gEdgaedzds FA0 e Fr2 A 2
AL upe oz EAA HAAAZH| 3 (concentric LVH)7F &
4 BAADZR A (LMMI, gm/m?) o). g e@ Ak Az ATEFE AT
’ A GFE v F4A olr] A5 A}, AT
FANAN 203 AEE APHeE & & JE FHAAL #E =7}o] Aol Aod BFHF 7Id, ATPase a9} 22
2 e 2] mmet 23 mmolA Bl F&3F u]al Ao Azakd A3 39 A4 FEEE AL o
HEF 107489 $eARY 27k 329%, 312%7H 43t g W3S SRANLA, FEETS 4o 5 JE 299
A ZaHgo 19 mm Behe] Ao 1 3Hae A=Tt = Aoz d3A ¢dd.
EARoR fo3}A] AUskTh(Table 4). o) kx| 3HS Eal) HAA FHEHE FEATE AT

Az
A7) e AZo] AT, St o Suton 5 E
=

5 AB= (mm) FhaaE Bl & F 69 Aol A2enE 2AR

AN 20| 2] AEE FA317] $3)] Scond] A$7E Az} o|gy] Wy W $57] Lr) HAAe 277 A

o ol V1 B v2e) s2lsh Vs EE Ve R/ el ok & F A4 =) wiAE 04 e AE 89

4o 2AsigEd L BT 24T Wl #gd ol Pk 2asge). dEuEEATRAAd Wl

7aE 2 g ckTable 5) 33 olalat HAAe #aE Fxet 715 dell BF
illari il %

6. NYHA functional class .
A &R 4243 79 k)] A4 biplane angio-

$&% wle LE 2719 fggels o JAE grams, high fidelity pressure measurement 3 endomyocardial
o] Z4ke] TAL R gIth(Table 6). biopsyE o)&3te] ;AR AT}, HAANTFL FE AF
7. A% AMYIE 2 0|38 At <A =719 At A FAFHG £F wWlde
1 o=2 = =1 0_,]5]—71] 71—_/}_3].__ Aoz .EJ_J_?T]‘_L_ %]\ CFI &% 7]

s 4B gout £F wle] HAMez 19, 44 A o] M FAL AT viF A
AAEZ 1Ho] ARG 423 94 PAAEAre] 3 el AhAe® =3 inerstiial fibrosis FrAe] AEsh EH
oA LAYt (Table 7). glow whrle: AT 2 uAE 249 Az A ol
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