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Abstract Objective: To investigate the relationship between glycosylated hemoglobin(HbA1C) level and left
ventricular remodeling in elderly hypertensive patients. Methods: From June 2018 to February 2021, 229 elderly
hypertensive patients with normal blood glucose levels who were admitted to our hospital were retrospectively se-
lected. All patients were divided into remodeling group(n =72) and non remodeling group(n =157). The HbA1C
level of the patients was detected and divided into Q1 group(HbA1C<<5.31%), Q2 group(5.32% —5.69%), Q3
group(5. 70% —6.10%) and Q4 group(6. 11% —6.49%). We observed the relationship between different HbAlc
levels and left ventricular remodeling. Results: Compared with the non-remodeling group, systolic blood pressure
(SBP), left ventricular end-diastolic diameter(LVEDd) , interventricular septum thickness(IVS), left ventricular
posterior wall thickness(LVPW), left ventricular Quality index(LVMD , triglyceride(TG), serum uric acid, ser-
um creatinine. fasting blood glucose(PFG), and HbA1C levels were higher significantly in the remodeling group
(P<C0.05). The LVEDd, IVST, LVPWT, LVMI and other indicators were significantly different in different
HbAlc groups(P<C0.05). The LVPW of Q4 group was significantly higher than that of Q1 and Q2 groups(P <<
0.05). The LVMI of Q4 group was significantly higher than those of the other three groups(P<C0. 05), and the
LVMI of Q3 group was higher than those of Q1 and Q2 groups(P<C0. 05). Multivariate Logistic regression analy-

sis showed that HbA1C was an independent risk factor for left ventricular hypertrophy in normoglycemic elderly
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hypertensive patients(OR =1. 940, 95%CI : 1. 378 —4. 598, P=0.006). Conclusion: For elderly hypertensive pa-

tients with normal blood glucose level, the change of HbAlc level may be one of the independent risk factors for

left ventricular remodeling.
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Table 1 Comparison of clinical baseline data of patients in two groups X+S
i H FHL (72 1) A (157 H1D t/y" fH P A
AEWE /% 69. 356, 20 66.21+4.05 4.211 <<0. 001
B /2 /1l 46/26 83/74 0.423 0. 520
BMI/(kg* m %) 25.4148.16 25.7345.07 0. 637 0. 601
WA B /1 (26 32(44. 44) 44(28.02) 0. 269 0.590
AR /8 ) 18(25.00) 40(25. 48) 0.053 0.707
LE/(K » min™H) 79.04411.18 78.42411. 67 1. 630 0.114
SBP/mmHg 148.00417. 18 140. 57415. 60 2.959 0.003
DBP/mmHg 82.3949.10 80.2949. 37 1. 606 0.110
W B 25 /81 (V6
B 52 1% BEL ¥ 771 26(36.11) 52(33.12) 0. 189 0. 666
ACEI 21(29.17) 49(31. 21) 0.117 0. 654
ARB 11(15. 28) 26(16.56) 0.046 0. 825
F R 3 11(15. 28) 25(15.92) 0.056 0. 836
TSR /il 39(54.16) 72(45. 86) 0.976 0. 344
B L Bl R AR AR
LVEF/% 57.4147.46 57.5947.11 0.985 0.396
LVEDd/mm 50.3945. 88 48.1646. 44 2.432 0.017
IVS/mm 11.17+1. 42 10.9741.48 2.493 0.018
LVPW/mm 10.87+1. 04 10.2941. 29 2.099 0. 039
LVMI/(g+*m %) 132.66411.76 112.9049. 47 14. 479 <<0. 001
A AL AR AR
TG/(mmol « L71) 2.1340. 66 1.9040. 67 2.139 0. 037
TC/(mmol » L") 4.95+1.35 4.87+1.19 0. 895 0.377
LDL-C/(mmol « L") 2.8840.76 2.6640.91 1.675 0.095
HDL-C/(mmol « L™) 1.1340. 25 1.0740.59 0. 967 0. 349
JRER/ (pmol + L71) 376.65+86. 30 346, 49+78. 01 2.353 0. 020
WL/ (umol « L 1) 82.78+16.45 77. 24415, 95 2. 204 0. 025
JRZEA/(mmol « L) 5.8941.59 5.8341.69 0.997 0. 359
FPG/(mmol « L™1) 5.5640.62 5.0640.78 3.242 0. 002
2 hPG/(mmol « L™1) 8.03%+1.54 7.9441.83 1.647 0. 054
HbAlc/ % 5.84+0. 36 5.4140.32 11.931 <0.001
#2 AE HbAlc KFEHOINREIEIRILE
Table 2 Comparison of cardiac function indexes in patients with different HbAlc levels X+S
AH Pl LVEF/% LVEDd/mm IVS/mm LVPW/mm LVMI/(g+m *)
QL4 52 59.1548.19 48.1445. 21 11.36+1.38 10.37+1. 28 111.744+9.02
Q24 60 58.7247. 24 48,2944, 65 10.59+1. 21 10.49+1. 36 114.25410. 15
Q34 65 58.4846. 35 50,1745, 54V 11.16+1.32"% 10.95+1. 37 129. 2549, 1472
Qi#l 52 56.9247.27 51.4746.56V% 11.3141.29"% 11.13+1.31"? 133. 6511, 2002
t/x* 1l 1. 161 6.623 5.766 3.934 24.108
P14 0.339 <<0. 001 0. 001 0.010 <<0. 001

5 QI AAHHK."P<<0.05;5 Q4 H#,”P<<0.05;5 Q3 4% ,> P<C0.05,

®3 NMBEATFEEMNZESOERERE LVHHNEZEEREFSH

Table 3 Multivariate regression analysis of LVH in elderly hypertensive patients with normal blood glucose level

A B 1A SE {4 Wald y* {8 OR 1§ 95%CI P&

Gy 0.897 0. 320 12.145 2.452 1.781~6.176 <<0. 001
SBP 0.982 0.373 8.189 2.671 1.650~7.112 0. 004
TG 0.276 0.371 1. 949 1. 320 0.897~3.796 0.162
1M BR 1R 0.369 0.158 5.557 1. 447 1.297~2.511 0.018
1l JYL BT 0.623 0. 450 2.995 1. 865 0.642~3.219 0.084
FPG 0. 282 0. 327 2.271 1. 326 0.905~2.971 0.132
HbAlc 0.663 0. 307 7.596 1.940 1.378~4.598 0.006
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3.32,P=0.03)", J) —T0 i BEVEWF 5T K B L TE 9N
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AR IS RO A B E TR —E .

AWFIEGE R B, w4 FPG.2 hPG.HbAIC
K35 R TR EE R A B B R 0l B K S IE
A IR R A S b ERE MR AR —
EHF . ARBFSEH HbALc 3 B8P 4 57 KT 3247 4%
A R BLO IR A A FE bR . N QL 413 Q4
40 LVEDA.IVST.LVPWT,LVMI i ¥ i, H 4
HILKERA G T3 X #8 HbAlc B 7F 1IE
P BG0 , O W B A B80 5E IE R A R R R 32 T
JNE . CHHERRIR A2 R R 0 TR AW AR R R
BrS& iy b ik —2 L2 & logistic B J5 R HE1T 40
B, 25 58 B8 HbAIC & gk A WIH 5, & LVH
KAEWE R R 2, Bl S T4 % L SBP . IR iR 45 4
ESDP]

HbAlc 5 MibE K 1E # B & i B3 A2 0 %
A Y & A B IE A G, AT R H & AR ik ST fa B (A
RZ— ARG IR AR, B> e g S PP Al HbALC
IR s AR A D 7K S P4 45 O it 48 9 & E F1AE
TR

FlEEMR A EE A WA TE ) 25 oh 2%

S % ik

(1]

(2]

(3]

[4]

(5]

L6]

(7]

[8]

(9]

[10]

[11]

[12]

[13]

[14]

Aronow WS, Hypertension and left ventricular hyper-
trophy[J]. Ann Transl Med,2017,5(15):310-314.
Shenasa M, Shenasa H. Hypertension, left ventricular
hypertrophy.and sudden cardiac death[]J]. Int J Cardi-
0l,2017,237(11) :60-63.
w0 B IR AR RS T & 51 2. o R I B VA
R 20100J . AR I 4258, 2011,3(7) :42-93.
rh [ v O B I e R S TT 2 B Sx P O B YA 4R
R 20100T 0. s i B 2% 35, 2011, 3(7) :42-93,
Cuspidi C, Meani S, Valerio C, et al. Left ventricular
hypertrophy and cardiovascular risk stratification:im-
pact and cost-effectiveness of echocardiography in re-
cently diagnosed essential hypertensives[J]. ] Hyper-
tens,2006,24(8) :1671-1677.
Antikainen RL,Peters R, Beckett NS, et al. Left ven-
tricular hypertrophy is a predictor of cardiovascular e-
vents in elderly hypertensive patients: Hypertension in
the Very Elderly Trial [J]. ] Hypertens, 2016, 34
(11):2280-2286.
American Diabetes Association. Classification and diagno-
sis of diabetes: standards of medical care in diabetes-2018
[J]. Diabetes Care,2018,41(Suppl 1) :S13-S27.
AR R 2 SR IRIR 22 4 2. ] 2 RUBE DR B IR 48
(2017 AR RO LT ). AR M PR 42 75, 2018,10(1) : 4-67.
An MS.Kim SA, Lee JH,et al. Glycated hemoglobin
and all-cause mortality in korean type 2 diabetes[ ]].
Chonnam Med J,2017,53(3) :223-228.
Geng J,Zhang Y, Wang B, et al. Glycosylated hemo-
globin levels and clinical outcomes in nondiabetic pa-
tients with coronary artery disease: A meta-analysis
[J]. Medicine(Baltimore) ,2017,96(17) : e6784.
Moura FA, Figueiredo VN, Teles BS, et al. Glycosy-
lated hemoglobin is associated with decreased endo-
thelial function, high inflammatory response, and ad-
verse clinical outcome in non-diabetic STEMI patients
[J]. Atherosclerosis,2015,243(1) :124-130.
Emerging Risk Factors Collaboration, Di Angelanto-
nio E,Gao P, et al. Glycated hemoglobin measurement
and prediction of cardiovascular disease[]J]. JAMA,
2014,311(12):1225-1233.
Wh5 M, T EH, M. Bk a s Ak TS5
I & 9 RURS: WF 58 [T, vh e 2 47 £ 2% B B 24
2015,10(3) :202-206.
2607 R ME I . B L AR OB AR I 2T &R AR AR A
5 2 B DRI A 31 88 0 9 28 3 ek AR 30 ko 2B B A %
PELT . I A A5 995 2% 755 2022, 38(3) :192-196.
HETT, TA, Sk, 5. 2 AR R R 3 90 ik
A OB L il 21 2R 1 KO 5 358l Uk ok A B R AR G
(17, A Ak ms i 2% 35,2018, 26(7) : 661-664.

OlA5 B #.2022-03-14)



