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Effect of GIuA1 interacting proteins GNAI2 and SRSF10 on prognosis of

Hepatocellular carcinoma and establishment of diagnostic model
Zhang Mingming,Yi Faping
(Department of Biochemistry and Molecular Biology ,School of Basic Medicine , Chongqing Medical University )
[ Abstract] Objective : To investigate the effect of AMPA glutamate receptor subunit 1 (glutamate A1, GluA1) interacting proteins
GNAI2 and SRSF10 on drug-related targets, prognostic indicators, and diagnostic models of hepatocellular carcinoma(HCC). Methods :
GluA1 interacting proteins were obtained by proteomic methods. Transcriptome data and the corresponding clinical data of liver hepato-
cellular carcinoma were obtained from the Xena database (https: /xenabrowser.net/). Genes expressed in 75% of the samples and pri-
mary tumor and para—carcinoma tissue samples were retained for subsequent analysis. The limma package standard process in R lan-
guage was used to perform variation analysis on the samples. The intersection of GluA1 interacting proteins and differentially expressed
genes was obtained for expression analysis, univariate COX analysis, and survival curve analysis. The PDBePISA database was used to
verify the molecular docking of the candidate protein set with GluA1. The string database was used to analyze the targets of HCC—
related drugs in the candidate protein set. Prognostic indicators of patients were analyzed by the multivariate COX analysis. The logistic
regression model was used to construct a diagnostic model for HCC. Results : Six candidate proteins, namely KIF1A, GNAI2, RPL3,
ARPCI1A,EIF3H, and SRSF10, were obtained with strong affinity to GluA1. GNAI2 and SRSF10 were secondary targets of Regorafenib

in HCC, and the univariate and multivariate COX analyses showed
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(2023-12-29) 2.38,1.18) , and are adverse prognostic factors. In the diagnostic

that they had significant effects on patient survival (P=0.000 339,
0.0404). GNAI2 and SRSF10 were higher in level in the disease
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model of HCC, the HR coefficients were 11.8455 and —0.2037, respectively, and the area under the curve of this model on the training

set was 0.971, indicating excellent performances. Conclusion : GluA1 interacting proteins GNAI2 and SRSF10 are secondary targets of

Regorafenib in HCC, which may become prognostic indicators independent of other factors and have certain diagnostic significance.
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NGS5t o B i — 25l cytoscape SRAF 2 il H A 44~
I LD 55 9 00 S 2 TR (18] 7) , 78 S 2% PR Degree
HE 2 T 56 15 2 S 25 W0 80 s h RO Y 10 25 W L O
2L EAERI (B 7)o 453 R GNAI2 SRSF10E2H
I O 43 5 MAPK 11 ABLL — 2% 25 80 A 1
Y1, T )T 48 125 Regorafenib 2585 75 I B 13697 T 96
YR
25 MEARLMHEAES

F%F 24~ H A9 1 GNAT2 (SRSF1030E— 2434, R B

/J”\"\'J i""" "

!

HiEA

[ IS 7E B DR 2% L e 22 DH R COX 43 B v w) S8 35 1 2 A5
52 (P<0.05) , BAREE R W3R 2, X478 GNAI2 SRSF10
JEA ST T AL DR & (U0 AF S Grade 43391 P50 AR ) (9 150
JEtE R . 2 B E COX 4 M N HR 43 %] 24 GNAI2: 2.38,
SRSF10: 1.18, 3> 1, #55W] m33A 11 GNAI2 SRSF10 7] B
ANH T I A TS, AR LS PR 2R (1518) o

YT GNAI2 SRSF 107/ R iy W /R Ao
TR AT I R A2 W e 356 (91 i e B
A CH 355 6k HCC B3 A K SO Bl B FEAAE R IR

o

2L R E i

7 BMEBSIEHYEREEE RN EE

F2 ZBEERCOXHINER

S| coel Exp(coef) SE(coef) 7 P

GNAI2 0.868 2.383 0.242 00 3.584 0.001
SRSF10 0.169 1.184 0.083 00 2.049 0.040
AgeMiddle -0.239 0.787 0.200 16 -1.196 0.232
AgeYoung -0.368 0.692 0.596 28 -0.618 0.537
GradeG2 0.041 1.042 0.279 10 0.148 0.883
GradeG3 -0.039 0.961 0.306 49 -0.128 0.898
GradeG4 0.285 1.330 0.547 12 0.521 0.602
Genderfemale 0.084 1.088 0.201 65 0.417 0.676
Raceblack 0.550 1.733 0.429 34 1.281 0.200
Racewhite 0.158 1.171 0.227 54 0.694 0.488
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