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Abstract: [ Objective] To explore the association between telomere length of leukocytes and chronic heart failure
(CHF).[Methods] A total of 224 patients were recruited in this study. The patients were divided into non—CHF (Non—
CHF) group (involving 117 patients) and CHF group (involving 107 patients) according to left ventricular ejection frac-
tion. Telomere length of peripheral blood leukocytes was measured by real-time fluorescence quantitative polynucleotide
chain reaction (qPCR). Telomere length of leukocytes was compared between Non—CHF group and CHF group. Binary Lo-
gistic regression model was used to analyze the association between telomere length and CHF.[ Results] Telomere length in
Non—CHF patients and CHF patients was 0.9(0.64~1.18), 0.7(0.53~0.89) , respectively. Telomere length was shorter in
CHF patients than in Non—CHF patients (P<0.001). Further results showed that telomere length was associated with CHF
[OR=0.17, 95% CI was (0.07, 0.40), P<0.05]. After adjusting confounding factors, telomere length was still associated
with CHF [OR=0.14, 95% CI was ( 0.05, 0.33), P<0.05].[ Conclusion] The results show that telomere length of periph-
eral blood leukocytes is independently associated with CHF.
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Table 1 Comparison of total participant characteristics

(M (P25~P75),9? + 5]

Characteristics Non—CHF (n=117) CHF (n=107) A P

Agelyears 61.21+9.91 63.09+12.16 -1.27Y 0.21
Male [1(%) ] 74(63.25) 81(75.70) 4.07% 0.04
BMI/(kg/m?) 24.79+3.38 23.75+3.90 2.13Y 0.03
Smoke [n(%) ] 42(35.90) 44(41.12) 0.65% 0.42
Hypertensive [n(%) ] 66(56.41) 56(52.34) 0.37% 0.54
Heart rate/ bmp 74.10£6.10 74.336.56 -0.59% 0.95
Hyperlipemia [n(%) ] 41(35.04) 45(42.06) 1.16% 0.28
Diabetes [n(%) ] 21(17.95) 40(37.38) 10.65> 0.00
LVEF/% 58.49+4.44 29.34+6.60 -13.07% 0.00

CHF: chronic heart failure; Non—CHF: non—chronic heart failure; BMI: body mass index; bmp: beats per minute; LVEF: left ventricular

ejection fraction. !’ Statistical analysis was performed using ¢ test, » Statistical analysis was performed using x*test, 3 Statistical analysis was per-

formed using Mann Whitney U test, between two groups.
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K BE 4> 9 K 0.9 (0.64~1.18) . 0.7 (0.53~0.89) ,
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Telomere length (T/S)
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Box: median and interquartile range of telomere length; CHF:
chronic heart failure; Non—CHF: non—chronic heart failure ; 1) Z =
-4.36, P<0.001 between two groups. Statistical analysis was performed
using Mann Whitney U test.

1 Non-CHF 45 CHF A £ &Him K E A L&

Fig.1 Comparison of telomere length between Non—

CHF group and CHF group
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CHF £ 3 i) v b 1 B 3647 b %, 45 1 . 7R Non—
CHF 35 19 3 ki A< B2 B 42 K T Non—CAD CHF I
CAD CHF & (K 2) , 25 WA %it#E X (Z =
2.67, P=0.008; Z =—4.26, P=0.000) .
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5K, VAN S i 1 40 e st R 4 BEAE by F AR ST Lo-
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Sz KU AH 56 (OR=0.17, 95% CI°4 (0.07, 0.40),
P<0.05) . TEJREE T M50 . BMI PRI S IR 42 &R
Ji H 5T Logistic [MTHBI 2(5R 4) , 45 5L /R s K
FEAS S CHF & A= XU 7l 57 A8 5G [OR=0.14, 95% CI1
4 (0.05, 0.33); P<0.05].
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Table 2 Comparison of general clinical data of patients with CHF

(M (P25~P75) X+ 5]

Characteristics Non-CAD CHF (n=46) CAD CHF (n=61) /A P

Agelyears 62.35+1.57 63.66+12.66 0.55" 0.58
Male [n(%) ] 31(67.39) 50(81.97) 3.03? 0.08
BMI/(kg/m?) 23.21+4.38 24.16+3.48 -1.27° 0.20
Smoke [n(%) ] 15(32.61) 29(47.54) 2.42? 0.12
Hypertensive (n(%) ] 22(47.83) 34(55.74) 0.66” 0.42
Heart rate / bmp 74.67+7.03 74.07+6.24 -0.55" 0.58
Hyperlipemia [n(%) ] 18(39.13) 27(44.26) 0.28” 0.59
Diabetes [n(%) ] 15(32.61) 25(40.98) 0.79 % 0.38
LVEF/% 28.08+6.25 30.29+6.74 1.74" 0.09

CAD CHF': chronic heart failure caused by coronary heart disease; Non—CAD CHF': chronic heart failure caused by non—coronary heart dis-

ease; BMI: body mass index; bmp: beats per minute; LVEF: Left ventricular ejection fraction." Statistical analysis was performed using ¢ test, 2

Statistical analysis was performed using xtest, * Statistical analysis was performed using Mann Whitney U test, between two groups.
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Box: median and interquartile range of telomere length; CHF:
chronic heart failure; Non—CHF: non—chronic heart failure; Non—-CAD
CHEF: chronic heart failure caused by non—coronary artery disease; CAD
CHEF: chronic heart failure caused by coronary artery disease; 1) Z =
-2.67, P=0.008, 2) Z =-4.26, P=0.000, 3) Z =-1.42, P=1.57, between
two groups. Statistical analysis was performed using Mann Whitney U
test.
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Fig. 2 Comparison of telomere length among
Non—-CHF , Non—CAD CHF and CAD CHF groups
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0.34), P<0.05).
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Table 3 Relationship between telomere length and CHF in logistic regression model 1
Variable b S, Wald P OR OR( 95% CI)
Constant 1.40 0.38 13.95 0.000 = =
Telomere length -1.77 0.43 16.91 0.000 0.17 (0.07, 0.40)

#&4  Logistic B3R 2 dhim i K B 5810 W RIBR £ X 2 B X R

Table 4 Relationship between telomere length and CHF in logistic regression model 2

Variables b S, Wald ¥ P OR OR( 95% CI)
Constant 5.09 1.28 15.83 0.000 - -

Telomere length ~2.00 0.47 18.42 0.000 0.14 (0.05, 0.33)
Sex -0.86 0.33 6.78 0.009 0.43 (0.22, 0.81)
BMI -0.11 0.04 6.75 0.009 0.90 (0.83, 0.97)
Diabetes 0.73 0.29 6.43 0.011 2.08 (1.18, 3.68)

BMI: body mass index.

58, H#E CAD CHF #l Non—CAD CHF H 3% ki
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