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¥ P<0.05), CHF #3918 f2 CgB . USP7K-F5 LVPWT.LVEDD,IVST,LVMI £ iEA8%(r = 0.640~0.717, 3 P < 0.001),
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Study on the Correlation between Serum CgB and USP7 Levels and Ventricular
Remodeling in Patients with Chronic Heart Failure and Their Predictive Value
for Adverse Outcomes
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Steel (Group) Co., Lid., Taiyuan 030000, China]

Abstract: Objective To investigate the correlation between peripheral blood chromogranin B (CgB) and ubiquitin-specific pro-
tease 7 (USP7) levels and ventricular remodeling (VR) in patients with chronic heart failure (CHF), and to evaluate their predic-
tive efficacy for poor prognosis. Methods A total of 187 patients with CHF (CHF group) admitted to the General Hospital of Tai-
yuan Iron and Steel (Group) Co., Ltd. from January 2022 to December 2024 were prospectively enrolled, along with 94 healthy
subjects (control group) at a 2:1 ratio.The levels of CgB and USP7 in peripheral blood were detected by enzyme-linked immuno-
sorbent assay, and VR indexes including left ventricular posterior wall thickness (LVPWT), left ventricular end-diastolic diameter
(LVEDD), end-diastolic interventricular septal thickness (IVST), and left ventricular mass index (LVMI) were examined by echo-
cardiography. Pearson correlation analysis was used to analyze the correlation between peripheral blood CgB, USP7 levels and
VR indexes. According to 6-month follow-up, patients were divided into adverse and favorable prognosis groups. Multivariate
logistic regression and ROC curves were used to identify risk factors for adverse prognosis in CHF patients and evaluate the pre-
dictive efficacy of peripheral blood CgB and USP7 levels on poor prognosis. Results Compared with the control group, the CHF
group had significantly higher levels of CgB and USP7 in peripheral blood, as well as increased LVPWT, LVEDD, IVST and
LVMI (#/U=3.568~25.978, all P<0.05). The levels of CgB and USP7 in peripheral blood of CHF patients were positively
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correlated with LVPWT, LVEDD, IVST and LVMI (=0.640~0.717, all P<0.001). The 6-month adverse prognosis rate of 187 pa-
tients with CHF was 32.62% (61/187). Compared with the favorable prognosis group, the adverse prognosis group had signifi-
cantly higher levels of CgB and USP7 in the peripheral blood (U=3.406, 3.585, both P< 0.05). Increased age (OR=1.123, 95%CI:
1.053~1.199, P<0.001), NYHA class IV heart function (OR=8.158, 95%CI: 1.907~34.894, P=0.005), elevated N-terminal pro-B-
type natriuretic peptide (NT-proBNP) (OR=1.001, 95%CI: 1.000~1.002, P<0.001), elevated CgB (OR=1.020, 95%CI:
1.011~1.030, P<0.001), and elevated USP7 (OR = 1.545, 95%CI: 1.264~1.887, P<0.001) were independent risk factors for ad-
verse prognosis in CHF patients.The areas under the ROC curve (AUC) of peripheral blood CgB, USP7 levels and their combina-
tion for predicting adverse prognosis of CHF patients were 0.794, 0.800 and 0.892, respectively, with sensitivity of 0.918, 0.853
and 0.836, and specificity of 0.532, 0.627 and 0.794. Delong’s test showed AUC predicted by the combination of the two was
larger than that predicted by peripheral blood CgB and USP7 levels alone (Z=3.583, 3.661, all P<0.05). Conclusions The levels
of CgB and USP7 in peripheral blood of CHF patients are increased, which is related to the aggravation of VR and adverse progno-

sis. The combination of CgB and USP7 levels in peripheral blood demonstrates improved predictive efficacy for prognosis.
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FIROC Hh & 53 Mt CHF S8 3 A [ il 5 7% 5% el PR 2 2.1 CHF#1 5 3% 18 48 4t 7 f2 CgB. USP7 /K F #=
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*x1 CHF A5XER4HSME M CgB. USP7 KFF0 VR $8FREEEE M ( Py, P ) , X 5]
Eita CHF 41 (n=187) XL (n=94) tu P
CgB (pg/ml) 229.83 (186.57,279.52) 156.53 (135.54,199.55 ) 3721 <0.001
USP7 (ng/ml) 13.23 (10.79,15.42) 843 (7.08.9.94) 3.568 < 0.001
LVPWT (mm ) 13.14£ 130 9.05+1.13 25921 <0001
LVEDD (mm ) 4997 + 447 40.93£4.93 15.448 < 0.001
IVST (mm) 1319+ 1.56 9.11+1.05 25978 < 0.001
LVMI (g/m’) 106.13 £ 13.71 80.37£7.48 20.367 <0.001
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=3 AEFE CHF BEIGHRERILER X+5, n (%), M (Py, Pys) ]
| AR4 (n=61) R4 (n=126) U P
P (3 /%) 39/22 70/56 1.187 0276
i (%) 64.84+8.15 5871+ 11.40 3.754 < 0.001
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V¥ 36 (59.02) 13 (1032)
CHF J% 72 (4F) 7.00 (5.00,7.00) 7.00 (5.00,7.00) 0.553 0.580
AR R 2 (36.07) 32 (2540) 22718 0.131
L 7(77.05) 94 (74.60) 0.133 0.716
T 9 (4754) 58 (46.03) 0.038 0.846
D) 27 (44.26) 38 (30.16) 3.605 0.058
R IE 0(3279) 31 (24.60) 1388 0.239
NEL - WA 6 (42.62) ( 30.95) 2.469 0.116
TR 15 (24.59) (15.87) 2053 0.152
ik (mmHg ) 145.00 (131.50, 158.00) 143.00 ( 125.50,151.25) 1.366 0.172
#FiKE (mmHg ) 87.00 (7350, 96.00) 80.00 (74.00,90.00 ) 1.757 0.079
FEEH M (%) 47.17£420 49.39£6.12 -2.808 0.004
NT-proBNP ( pg/ml ) 351542 (2836.89, 4109.77) 2406.81 (187830, 2956.97) 4013 < 0.001
ILFRER (wmol/L) 504.29 (413.75, 62045) 476.83 (40544, 564.13) 1.045 0.296
H&EH (gL) 35.84 (31.74, 40.14) 3570 (31.95, 40.08) 0.682 0495
[LALEF ( wmol/L ) 84.01 (6850, 105.48) 8231 (57.67, 99.63) 1.706 0.088
MRER (mmol/L ) 11.92 (857, 13.05) 1121 (831, 1333) 0.605 0.545
LVPWT (mm) 27839 +59.06 211.76 £ 56.75 5616 < 0.001
LVEDD (mm ) 15.69 +2.92 11.97+321 6383 < 0.001
IVST (mm) 13.85+1.38 1279+ 1.12 6.404 < 0.001
LVMI ( g/m’) 52.69+3.63 48.65+4.24 6.852 < 0.001
CgB (pg/ml) 283.85 (225.81, 314.42) 206.34 (170.56, 257.73) 3.406 < 0.001
USP7 (ng/ml) 15.50 (13.54, 17.66) 11.98 (9.86, 14.36) 3.585 < 0.001
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