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Abstract Objective: To investigate the predictive efficacy of multiple serum mRNA expression for poor prognosis in
patients with sepsis. Methods: A total of 126 sepsis patients were enrolled and divided into a death group and a survival
group according to 28-day survival. Clinical data, including demographic characteristics, clinical parameters, and the Se-
quential Organ Failure Assessment (SOFA) score, were collected. Serum levels of mast cell-expressed membrane protein 1
(MCEMP1) , proline-serine-threonine phosphatase-interacting protein 2 (PSTPIP2) , grancalcin (GCA) , and CD177 mRNA
were measured. The association between these mRNAs and the prognosis of sepsis patients was analyzed. A nomogram pre-
diction model incorporating multiple mRNA expression levels was constructed, and its performance was evaluated using deci-
sion curve analysis (DCA). Results: The SOFA score in the death group was significantly higher than that in the survival
group (P <0.05). The relative expression levels of MCEMP1 , PSTPIP2, CD177, and GCA mRNA were significantly high-
er in the death group than in the survival group (all P < 0.05). Cox regression analysis revealed that the SOFA score,
MCEMP1, PSTPIP2, CD177, and GCA were independent risk factors for patient prognosis (all P < 0.05). Collinearity tes-
ting demonstrated no collinearity among MCEMP1, PSTPIP2, CD177, and GCA. The nomogram model predicted poor prog-
nosis with a C-index of 0.983 (95% CI. 0.972-1.000) , indicating good discrimination. The DCA curve showed that the
predictive performance of the multiple mRNA model was superior to that of the SOFA score alone. Conclusion: The nomo-
gram model based on multiple mRNAs provides favorable predictive value for the prognosis of patients with sepsis.
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% H 2 ( proline-serine-threonine phosphatase interac-
ting protein 2, PSTPIP2 ) . i 7 45 % ( granulocalcin,
GCA) .CD177 , J73: 0 : R A TRIzolTM X5 (11
H Takara 4= 91 A BR 2 W) 42 WO WA AR =M 8
RNA ; @] PrimeScriptTM RT {7 & (13 H Takara 4=
WA PR F]) X5 2 miRNA #E4T S 5%, B cDNA fE
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mRNA Ghey % e re
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1.099,1.097,1.020) .

4. Z mRNA T Jie s i 85 S 145 £k [ A
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X AT, W 1,
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Mf® 1 qRT-PCR 5[¥F5 (J5ik 3 M<EkRD

2y i JiTe Fr3 (5°-37)
F CCATGCAAAGGGTGGTCATTC
MCEMP1
R GCTTGTACGGAGTTTGAGACATT
F ACAACGTGGCTCAATGTCACA
PSTPIP2
R CCGGCACTTTTGCTCATAATTCT
F CTGGTTCACGTCTCCAAACC
CD177
R TCTCCTGCAGTTGCTCAGAGTA
F GCTTTTTCTCCCAGCACTGCGGACG
GCA
R CTGAAGAGACACTGTGAATTC
F GACCTGACCTGCCGTCTA
GAPDH
R AGGAGTGGGTGTCGCTGT

MR2 2 ABRE-RIGREEE (SR 1SR

i H BT (n=39) T H (n=87) th 1l PiH
PR (53720 24/15 51/36 0.095 0.758
R, J_CiS) 61.47+6.91 59.25+5.99 1.735 0.087
BMI(kg/m?, xts, 22.12+1.26 21.91£1.19 0.879 0.382
SOFA 484, X TS 10.59+2.13 9.31+1.97 2.622 0.010
WAL (%) ] 11 (282D 21 (24.14) 0.235 0.628
PN (%) ] 9 (23.08) 18 (20.69) 0.091 0.763

SERIE G (X TS

OrZE (VK /min) 93.48+9.29 94.33+9.18 0.476 0.635
MAP(mmHg) 65.12+6.36 66.31+5.88 0.993 0.329
AATEE(mmHg) 369.27+58.46 371.21457.95 0.172 0.863
Sa0x(%) 91.14+3.19 91.61+2.94 0.783 0.436
24h JRE(mL) 645.57+98.65 623.52+139.47 1.013 0313
JEGRALIE (%) ] 0.506 0.973
PR R R 15 (38.46) 38 (43.68)

TN IINEEYE 9 (23.08) 21 (24.14)
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(35.63)
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(39.08)

(16.09)
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0.004
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0.009

0.002
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0.249

0.395
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