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W E.BN KiraFTAEREZLENHET 2(sST2)  F AR R LARKREZ G B-3(Caspase-3) , #4k %
&8 7T0(HSP70) 5 &t — A ALs b & (ACMP) & # J% 1 A28 X Ml s% (DEACMP) 8 % &, Ak #2020
F10 AE2022% 1 AZMTPOERKE® 110 4 ACMP & %44 ACMP 4, E—BILBEFEREHA
BEA CPEA FHEM;FAREY 2 AEEREREAEATRA, iz 6 MA G HRE ACMP &4 2 F
% % DEACMP % % DEACMP 4423k DEACMP 41, J&k % ACMP % % 6 R 4, & 0 853 %, 7 7R M X 26 46 ]
7% sST2,Caspase-3. HSP70 K -F, KA % B & Logistic B )2 5 # ACMP & %% £ DEACMP # % B %,
B %X E A4 AE(ROC) W5 & - #7 o 3% sST2. Caspase-3. HSP70 7 ACMP & # %X A& DEACMP #j % B %k
e, R ACMP 4 & iF sST2, Caspase-3, HSP70 K F 35 & T 5B 4 (P <{0.05), ¥ E 4 & sST2.
Caspase-3 HSP70 /K-F & T ¥ F 41 % F 4 (P<0.05), ¥ 20 &% sST2,Caspase-3, HSP70 K-F & T2 H 4
(P<C0.05)., 3 W% Logistic @ A5 # R, F&b¥gin Gk FREFE >48 h fh CO R Ea LK &
BB 41 % G (COHb) 484w B 7t & B e 7 sST2.Caspase-3.HSP70 & F 7 & 2 ACMP % % % 4 DEACMP #
ME A E(P<0.05), ROC W& 5 87, i sST2.Caspase-3, HSP70 A0 48 ACMP & % X £
DEACMP # AUC % 0.913, X F sST2.Caspase-3.HSP70 # 5 # a4 87 ACMP % % % 2 DEACMP # AUC
(%% 4 0.783.0.788.0.785), ZF A4 it F&E L (P<T0.05), & ACMP % % f ik sST2, Caspase-3.
HSP70 K-FH & .5 ¢ &42 4 DEACMP & £ A %, ok sST2.Caspase-3.HSP70 7K F 5 A 4l 4 B ACMP
¥ # % % DEACMP #9154 %5 .
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Relationships between serum sST2,Caspase-3 and HSP70 with disease
condition and delayed encephalopathy in patients with ACMP
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Abstract : Objective To investigate the relationships between serum soluble suppression of tumorigenicity
2 (sST2) ,cysteine-aspartic acid protease-3 (CASP3) and heat shock protein 70 (HSP70) with the disease con-
dition and delayed encephalopathy (DEACMP) in patients with acute carbon monoxide poisoning (ACMP),
Methods One hundred and ten patients with ACMP admitted and treated in Panjin Municipal Central Hospi-
tal from October 2020 to January 2022 were selected as the ACMP group and divided into the mild group,
moderate group and severe group according to the carbon monoxide poisoning degree,other 52 healthy volun-
teers undergoing physical examination during the same period were selected as the control group. After the 6-
month follow-up, ACMP patients were divided into DEACMP group and non-DEACMP group according to
whether DEACMP occurring. The clinical data of ACMP patients were collected and the enzyme-linked immu-
nosorbent assay was adopted to detect serum sST2,Caspase-3 and HSP70 levels. The multiple Logistic regres-
sion analysis was used to analyze the influencing factors of DEACMP occurrence in ACMP patients,and the
receiver operating characteristic (ROC) curve was used to analyze the diagnostic efficiency of serum sST2,
Caspase-3 and HSP70 for diagnosing DEACMP occurrence in ACMP patients. Results The serum sST2,
Caspase-3 and HSP70 levels in the ACMP group were higher than those in the control group (P <0. 05). The
serum sST2,Caspase-3 and HSP70 levels in the severe group were higher than those in the moderate group

and mild group (P <C0. 05),while the serum sST2, Caspase-3 and HSP70 levels in the moderate group were
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higher than those in the mild group (P<C0. 05). The multivariate Logistic regression analysis showed that the
age increase,hypertension,duration of consciousness disorders ~>48 h,blood CO exposure time extension and
increase of blood carbon oxygen hemoglobin (COHDb) saturation and serum sST2,Caspase-3 and HSP70 levels
were the independent risk factors for DEACMP occurrence in ACMP patients (P<C0. 05). The ROC curve a-
nalysis showed that the AUC of serum sST2, Caspase-3 and HSP70 combined detection for diagnosing the
DEACMP occurrence in ACMP patients was 0. 913, which was greater than AUC of single detection for diag-
nosing the DEACMP occurrence in ACMP patients (0. 783,0. 788,0. 785, respectively) , and the differences
The increase of serum sST2,Caspase-3 and HSP70 lev-
els in ACMP patients are related to the poisoning degree and DEACMP occurrence. The combined detection of
serum sST2,Caspase-3 and HSP70 levels has the high value in diagnosing the DEACMP occurrence in ACMP

were statistically significant (P<Z0. 05). Conclusion

patients.
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20 5 n
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5 DEACMP # (n=41) 4k DEACMP 4 (n=69) X% 8 Z P
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HSP70 0. 785 0.696~0. 858 28.88 ng/mL 80. 49 73.91 0. 544
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