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[ ABSTRACT] Aim  To analyze the relationship between the levels of serum human cartilage glycoprotein 39 ( YKL-
40) , soluble tumor necrosis factor receptor 1 (STNFR1) and cardiac function and prognosis in patients with acute myocar-
dial infarction ( AMI). Methods 77 patients with AMI treated in the First Affiliated Hospital of Hebei North Univer-
sity from March 2016 to October 2018 were selected as the research object ( AMI group) , and 77 cases undergoing health
physical examination in the hospital in the same period were selected as the control group. ~ AMI patients were followed up
after discharge, and the prognosis was recorded; The follow-up time was 24 months.  Left ventricular ejection fraction
(LVEF) , left ventricular end-diastolic diameter ( LVEDD) and left ventricular posterior wall thickness (LVPWT) were
measured by echocardiography; Serum YKL-40 and sTNFRI levels were determined by enzyme-linked immunosorbent as-
say; Pearson method was used to analyze the correlation between serum YKL-40, sTNFR1 levels and cardiac function pa-

rameters in AMI patients; The relationship between serum YKL-40, sTNFRI levels and poor prognosis was analyzed in AMI
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patients; The risk factors affecting the poor prognosis of AMI patients were analyzed by COX regression.

Results

Compared with the control group, the levels of serum YKL-40, sTNFR1, LVEDD and LVPWT were significantly increased,

and LVEF was significantly decreased in AMI group (P<0.05).
tients, the levels of serum YKL-40 and sTNFR1 increased gradually ( P<0.05).

With the increase of cardiac function grade in AMI pa-

The levels of serum YKL-40 and sTN-

FR1 were negatively correlated with LVEF and positively correlated with LVEDD and LVPWT in AMI patients ( P<0.05).
In AMI patients, the incidences of poor prognosis in high-level YKL-40 group and high-level sSTNFR1 group were higher

than those in low-level group (P<0.05).

Multivariate COX analysis showed that the type and location of myocardial in-

farction and the levels of serum YKL-40 and sTNFR1 were risk factors for poor prognosis in AMI patients ( P<0.05).

Conclusion The levels of serum YKL-40 and sTNFR1 are related to cardiac function and poor prognosis in AMI patients,

which may be potential biomarkers to evaluate the prognosis of AMI patients.
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Table 1. Comparison of serum YKL-40, sTNFRI1 levels and cardiac function parameters between the two groups
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Table 3. Correlation analysis between serum YKL-40, sTNFR1
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Table 4. Relationship between serum YKL-40, sTNFRI1 levels and clinical information in AMI patients

BT )
YKL-40 STNFR1
A Mo N .
I PRBER R UKL L e RRFAL fUkRR L .
(n=40) (n=37) X : (n=41) (n=36) X

51 L 22 21 23 20
0.180  0.671 0.002 0.962

i 18 16 18 16

A <55 % 12 14 15 11
0.528  0.467 0.312 0.577

>55 % 28 23 26 25

EAUIHE 22 13 21 14
3.059  0.080 1.176 0.278

& 18 24 20 22

FEZESEA STEMI 18 10 17 11
. 2.683  0.101 0.986 0.321

NSTEMI 22 27 24 25

FAETAL  HAE 19 12 20 11
N 1.814  0.178 2.647 0.104

T EE 21 25 21 25

A .STEMI . ST E&Tﬁ%‘ﬂuﬂﬂﬁ%( ST-segment elevation myocardial infarction) ; NSTEMI ; Ik ST Beda i By JILAE B ( non-ST-segment elevation

myocardial infarction) ,

100
—AYKL-40F 7k EA
| -~ YKL-40{E 7k A

(o]
o

[]
(@]
T

FEARREERE/%
8
T

20 —
0 .'1""-"l-|-" 1 ! ]
0 5 10 15 20 25

BEA R 18I/ A

100
_nsTNFR157KEH
80k -~sTNFR1{E7KFAH
&
iﬁ 60
b
K 40 ,-i
i i
i 20 P
0 .‘1“""'-|"l-" ! ! ]
0 5 10 15 20 25
P i3 B 181/ A

1. YKL-40 sTNFR1 5 AMI £2EFEHIX R
Figure 1. Relationship between YKL-40, sTNFR1 and prognosis in AMI patients
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Table 5. COX regression analysis of risk factors for poor prognosis in AMI patients

K2R COX 4307 ZHZE COX 43Hr

AT

HR 95% CI P HR 95% CI P1H
A 1.338 1.029 ~1.754 0.035 1.035 0.658 ~1.628 0.882
Vi ssii 1.506 1.147 ~1.978 0.003 1.776 1.337 ~2.360 0. 000
FRAET AL 1.582 1.147 ~2.182 0.005 1.678 1.248 ~2.256 0. 000
YKL-40 1.984 1.100 ~3.579 0.023 1.879 1.142 ~3.091 0.013
sTNFR1 2.157 1.061 ~4.385 0.034 1.765 1.090 ~2.859 0.021
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