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Expression and clinical significance of methyltransferase like protein 5 and
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[Abstract] Objective To investigate the expression of methyltransferase like protein 5 (METTL5) and ubiquitin
specific protease 5 (USP5) in hepatocellular carcinoma (HCC) and their clinical significance. Methods From March
2019 to March 2020, 110 patients with HCC in our hospital were collected. The expressions of METTL5 and USP5 were
detected by immunohistochemistry. The relationship between METTL5, USP5 expression and clinicopathological fea-
tures was analyzed. The relationship between METTL5, USP5 expression and prognosis of HCC patients were analyzed.
Results The positive rates of METTL5, USP5 in HCC were 61.82% (68g110) and 63.64% (70/110), which were
higher than those in adjacent tissues (7. 27% (8/110) and 9.09% (10/110), and the difference was statistically signifi-
cant(y* =72. 368, 70. 714, P<<0.001). There was a positive correlation between METTL5 and USP5 expression in HCC
tissues (r=0.718, P<C0.001). The positive rate of METTL5, USP5 in HCC with CNLC stage ][I -]l and tumor maxi-
mum diameter =5 cm was higher than that of HCC with CNLC stage 1 and tumor maximum diameter<<5 c¢m. and the
difference was statistically significant (all P<C0.05). The 3-year overall survival rate of METTLS5 positive group was
36.76% (25/68), and that of METTLS5 negative group was 83.33% (35/42). The 3-year cumulative survival rate of
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METTLS positive group was lower than that of METTLS negative group (log rank »*=20. 500, P<<0.001). The 3-year

overall survival rate was 38.57% (27/70) in USP5 positive group and 82.50% (33/40) in negative group. The 3-year

cumulative survival rate in USP5 positive group was lower than that in negative group(log rank y*=18. 690, P<<0.001).

CNLC stage [ ~ [l » maximum tumor diameter™>5 cm, METTLS5 positive, USP5 positive were the risk factors affecting

the prognosis of HCC patients. Conclusion

The expressions of METTL5, USP5 in HCC are significantly increased.

Both of them promote the malignant progression of HCC and are potential tumor markers to evaluate the prognosis of

HCC patients.
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Figure 1 Expression of METTLS and USP5 in HCC cancer and adjacent
tissues
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Table 1 Relationship between METTLS., USPS expression and clinical
pathological features
METTLS USP5
28 n ‘
PR XZ P PR XZ P
RS 2.600 0.107 1.604  0.205
<60 60 33(55.00) 35(58. 33)
=60 50 35(70.00) 35(70. 00)
P51 0.103 0.749 1473 0.225
0 66 40(60.61) 39(59. 09)
5'e 44 28(63.64) 31(70. 45)
CHFFEEHUR 0.712 0.399 2.638  0.104
M 58 38(65.52) 41(70. 69)
FA 4 52 30(57.69) 29(55.77)
HiEAE g1 2.939 0.086 1,060  0.303
1~11% 73 41(56. 16) 44(60. 27)
M 37 27(72.97) 26(70. 27)
i £ K A% (em) 10.790 0.001 6.916  0.009
<5 80 42(52.50) 45(56. 25)
>5 30 26(86.67) 25(83.33)
CNLC 4+ 7.296 0.007 12.890  <C0. 001
1 46 25(54.35) 24(52.17)
I~ 54 43(79.63) 46(85.19)
AR (pg/L) 0.044 0.834 2.533  0.112
<400 72 44(61.11) 42(58.33)
>400 38 24(63.16) 28(73. 68)
IR AL 0.388 0.533 2.533  0.112
H 38 25(65.79) 28(73.68)
% 72 43(59.72) 42(58. 33)
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Figure 2 The impact of METTLS and USP5 expression on the survival
prognosis of HCC patients
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Table 2 Univariate COX proportional risk model

RES R fE 8 SE Waldy® P HR 95%CI
AE 1==60 % ,0=<60 % 0.142 0.113 1.579 0. 342 1.153 0.924~1.438
P ) 1=%,0=% 0.161 0.135 1. 422 0. 428 1.174 0.902~1. 531
ZIFFMEHE 1= 0= 0. 160 0.130 1.534 0. 368 1. 201 0. 849~1. 699
R E5 % 1=M%.0=1~1% 0. 266 0.183 2.113 0.291 1. 305 0.911~1. 868
KRS 1=4.0=7 0.348 0. 107 10. 577 0. 000 1. 416 1.148~1. 747
e E M 1=>>400 ;g/L.0=<C400 pg/L 0. 381 0. 251 2. 304 0. 261 1. 464 0. 893~2. 394
i g e KA 1=>=5 cm,0=<5 cm 0.477 0.161 8. 778 <0. 001 1.611 1.175~2. 209
CNLC 4 # =1 ~1#,0=1H 0.570 0.182 9.089 <0. 001 1.768 1.238~2.526
METTL5 1=, 0=FH 0. 620 0.171 13. 146 <0. 001 1.859 1.330~2. 599
USP5 1=, 0=F 1 0.574 0.169 11.536 <0. 001 1.775 1.275~2. 473

# 3 HEER COX b fl Rk E
Table 3 Multivariate COX proportional risk model

RES B SE Waldy*? P HR 95%CI
CNLC 43I~ 0.564 0.163 11.972 <<0.001 1.758 1.277~2.419
MR B K A2 =5 em 0.397 0.122 10.589 <<0.001 1.487 1.171~1. 889
METTLS5 B 0.602 0.176 11.700 <<0.001 1.826 1.293~2.578
USP5 Bk 0.554 0.168 10.874 <<0.001 1.741 1.252~2.419
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