« 926 - WMIESF 2024 F6 A % 36 %% 64 Med ] West China,June 2024, Vol. 36,No. 6

CpEE .

BEOEENZERR-AEHKEAES SRKREERE
BEFEFREEREXRE

Mok B

% REM FL2
(7 7 B K BT 2 i

&
7 B2, I N 646000)

[(HE] BW KABEABECHEFMNENE B LML A (Ao SA 5 SKE A K (SSIVS) & & It £ 3h pik i 14
Aa M, FHiE R 2021 £ 8 A 2022 & 4 A KK AL A SSIVS #9 & % 82 4 AR A % .3 Ao SA 4 mE S A A
28 (=120°,42 #5)) Fo B4R (<<120°,40 #1); B ia IREH A ABC B th 40 il EE R AT RA, —HRFNETFTARL
FOH A AHGM AR BN TR %R £ 3k AR ASD) ARk B £ 2k A 2 (ADD) s PW-TDI £ X 3% 13+ £ 25 Wk 3T
BENCYE BB Bk E (S B0 AR F Mz gk A (E SO RA KRB Mz shak (A WD R B AAR Lk A 3a £ 7.5
WM Ao SA 5 SSIVS &% ahpksp bz mesm i, FR Lar@amn, AL BasEe s ks AR
% ,bIVS.mIVS,Vivot \ ASD.ADD 3§ 4 ,S 3% \E s A&, £ F A 43t &L (3 P<0.05) ;5 A4i4ark,B 2 bIVS,ASD
¥, S MR, £ A SR E L) P<0.05) AR B £ F L% 5 &L (3 P>0.05), Pearson 4% 45 # B
=,SSIVS & &% # Ao SA 5 ASD.ADD £ fi #8 % (r = —0.372,—0.325,P<<0.05), 5 Sk .E J 2 E48 % (r =410,
0.329;P<C0.05), #5it Ao SA 5 SSIVS & &7t 2 sh ki M40 5%, Ao SA M+ LSRR M Sy s M 5 2 B, T8 2 Ao
SA #g sty SSIVS H £ 3 ik i b i 474 sb M i 4F A FIRL.A M TIREF ARG LA,

[X@A) TRAR-AELHREA;AZHRBAESKRENFR ;L FCHE; SERRB

[hESEE] R543.172 [CEkdrEmY A DOI:10. 3969/j. issn. 1672-3511. 2024. 06. 027

The correlation between Aortoseptal angle and ascending aorta elasticity in patients
with Sigmoid shaped interventricular septum by echocardiography

YANG Xiaoyan, XIA Jizhu, PENG Xuelian, ZHANG Yupei, LI Wenlan
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[Abstract] Objective To investigate the correlation between Aortoseptal angle (Ao SA) and ascending aorta elas-
ticity in patients with Sigmoid shaped interventricular septum (SSIVS) by echocardiography. Methods A total of 82 pa-
tients with SSIVS were selected as the research objects. These patients were divided into A group (n=42) and B group
(n=40) according to the Ao SA. Another 40 healthy volunteers matched in age and sex were selected as the control
group. Conventional echocardiographic data were measured by two-dimensional ultrasound. The Systolic diameter of
AAO (ASD) and diastolic diameter of AAO (ADD) were measured by M-mode echocardiography. The peak velocity dur-
ing systole (SAo), early contraction peak velocity during diastole (EAo), and late contraction peak velocities during dias-
tole were measured by tissue Doppler imaging. Then the differences of the above data were compared among the groups.,
and the correlation between Ao SA and the elasticity of ascending aorta in patients with SSIVS was evaluated. Results
Compared with the control group, the proportion of hypertension in SSIVS was significantly increased, and bIVS, mIVS,
Vlvot, ASD, ADD were increased, SAo and EAo were decreased. Compared with group A, bIVS and ASD were in-
creased, and SAo was decreased in group B(P<C0. 05). Pearon correlation analysis showed that Ao SA was negatively
correlated with ASD, ADD(r= —0. 372, —0. 325; P<0.05), and positively correlated with SAo, EAo(r=0.410,0. 329;
P<C0.05). Conclusion Ao SA is related to the elasticity of ascending aorta in patients with SSIVS, When the Ao SA de-
creases, the ascending aorta elasticity is vulnerable to damage. Early targeted assessment of the ascending aorta elasticity

in patients with relatively small Ao SA and timely intervention are helpful to delay the occurrence of complications.
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Figure 1 Measurement of Ao SA
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Table 1 Comparison of general clinical data in each group
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Figure 2 Measurement of elasticity of the ascending aorta
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Table 2 Comparison of two-dimensional echocardiogram data in each group

e A#l(n=42) B n=40) X4 (n=40) F/H P

LA(mm) 29.83%£3.05  29.53%2.92  29.50£3.10 0.155 0.856
LVDd(mm) 43.49%+2.46  44.1742.58  43.34£2.51 1.210  0.302
LVDs(mm) 28.16+1.94  28.48+1.83  28.03%£1.86 0.602 0.549
LVEF(X1072) 64.8442.90  65.06%2.53  64.92£2.81 0.065 0.937

bIVS(mm) 14.9240.56Q 15,2840, 6402 10, 43+0. 80 643. 100 <0, 001
mIVS(mm) 10.98+0.58P  11.1440.419  10.134+0.83 36.490 <C0.001
E/A 0.8840.21 0.9240.21 0.86+0.22 0.627 0.536
¢/a 0.67+0.18 0.6940.13 0.6540.15 0.469  0.627
Vlvot(m/s) 1.04£0. 140 1,0840.130  0.9540.13 9,037 <C0.001
AV (m/s) 1.342£0.17 1.3340.18 1.3140.17 0.325 0.723

W SR K, OP<0.05; 5 A gl . @P<0. 05,
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Table 3 Comparison of the elastic data of ascending aorta in each group

ZH A (n=42) B (n=40) XA (=40 F/H P

32.13x2.17  14.240 <C0.001
29.5642.28 14.693 <C0.001
8.90+1.13  34.559 <C0.001
7.01£1.46  28.070 <C0.001
7.99%1.48  1.253  0.289

ASD(mm)  33.9542,819 35,1142, 5009
ADD(mm) 31,6242, 710  32,59+2,619
Si(em/s)  7.63+1.509 6,354 1, 440C
Elfi(em/s)  5.85£1.190  5.33+0.919
Af(em/s)  7.90+1.26 8.34+1.23

o

M Afl(n=42)  BHG=40) XMMHAG=40) F/)*/H P
P B /40 21/21 21/19 19/21 0.200 0.905
R CH) 60.2147.08  59.8546.35  60.406.55 0.070 0,932
£ (em) 161.5747.04  162.12:£7.53  160.4046.48  0.628 0.536
i (k) 60.5447.01  60.3748.71  59.9249.37  0.059 0,942
BMI(Kg/m?) 23.15421.74  (21.24,24.80) (20.96,25.36) 0.521 0.771
TG(mmol/L) 1.2640.23  1.2820.24 1.2940.22  0.150 0.861
TC(mmol/L) 4,2140.63  4.2240.56  4,2640.55 0,092 0.912
LDL-C(mmol/L)  2.70+0. 30 2.7240.38 2.67+0.38 0.234 0.792
HDL-C(mmol/L) 1.3740.16  1.330.16 1.3120.15  1.380 0.256
GLU(mmol/L)  5.0240.58  4.9620.56  4.980.55 0.043 0.135
IR 11(26. )@ 10(25,0)@ - 12,394 0.002
DRGK/ ) 73.7948.56  76.2548.82  74.50£9.46  0.816 0.445
50t B K, D P<20. 05,
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Table 4 Multiple linear regression analysis of influence factor of ascend-

ing aorta elasticity data

[ 5 S 8 95%CI P
ASD Ao SA —0.352  —0.140~—0.038 0.001
AR 0. 227 0.010~0. 175 0.029
ADD Ao SA —0.311  —0.130~—0.025 0. 004
S Ao SA 0.407 0.030~0. 091 <0.001
E I Ao SA 0.322 0.011~0. 054 0. 004
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Figure 3 Scatter plot of Ao SA and elastic parameters of ascending aorta in SSIVS patients
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