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AEHE, HER, REL, ARYN, Fzi (LISSEIFEMBE S A RERRE RSN, 1 201499)

W E: BM AFRABIRBAL P PN 448 14 (methyltransferase 14, METTL14 ) & & R Bthe - R4 -6- Bk 45 &
B 1 ( glutamine-fructose-6-phosphate transaminase 1, GFPT1) #9 &k & L6 R & L, AiE #2017 F 4 A ~ 2019
F 4R LHEGERFHEF NANRETRS S0 86 MR & & AR AT S, AN £ ZF PCRARN B A 5 4022 0F
METTLI14 #= GFPT1 mRNA 7K -F & ik, #) A % J& 20 240 5246 & Ao o5 7 4128 METTL14 #= GFPT1 % & & ik, M %
M7 K A Pearson A8 3% 447 & Spearman A48 & 57, FLE R B MM B METTL14 #= GFPT1 & @ &34 5 16 R % 22
BH % % Kaplan-Meier & % 9 M AR JE 2042 7 METTL14 #4= GFPT1 o kx5 &2 A A TGW X4, L RER %
B4 COX BA M HralifBis B &, &8 MIRELL P METTLI4 mRNA (5.442+0.437 ) , GFPT1 mRNA
(6.521+0.516) &% & T FH22(0.992+0.203, 0.895+0.212), £ FAA %t 5% L (1=85.644, 93.525, ) P < 0.05).
MBS 4128 METTL14 (73.26% ) , GFPT1 (69.77% ) %@ Ak Falk &3 TR 5428 (8.14%, 930%) , 27 B H%
&S (=75.545, 65.765, ¥ P < 0.05) . ML P METTLI4 mRNA 5 GFPT1 mRNA # % & 29 2 E4 %
P (r=0.569, P < 0.05); METTL14 % & 5 GFPT1 & & & ik 290 2 EA8 £ M (7=0.664, P < 0.05) ., &5 1LA2E (92.31%,
88.46% ) . AJCC 5 11 ~ T3 (89.13%, 86.96% ) B A B2k 45 (95.12%, 92.68% ) Mg 2042 F METTLI14,
GFPT1 & & kA M E 53 & T & F 5 (65.00%, 61.67%) . AJCC 2-#1 T #1 (55.00%, 50.00% ) B ik 2
% (53.33%, 48.89%) , ZFBA % F &L (=6.174 ~ 19.507, 3 P<0.05) . METTLI14 '8 }% % ik 28 = GFPTI
FAbEEGK 2 % = BARA S &5 A4&T METTL14 MM &k 48, GFPTI MM A& x4 (5°=15.232, 18.054, ¥ P < 0.05)
M AICC A 11 ~ MM #8 (OR=2.552, 95%CI=1.420 ~ 4.455) . #E#H &L #4 (OR=1.754, 95%CI=1.125 ~ 2.534) .
METTL14 Fat: ( OR=2.797, 95%CI=1.233 ~ 5.876 ) . GFPT1 Fat: ( OR=1.635, 95%CI=1.030 ~ 2.506 ) 7% % % kA% % T
BRI AR RE, it MIRE LT METTLI4, GFPTI &ix7+&, mFL5ME AICC 2. B ML ke
SHBAH X, TRHTENWIEREEBERE.
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Abstract: Objective To study the expression and clinical significance of methyltransferase 14 (METTL14) and glutamine
fructose-6-phosphate aminotransferase 1 (GFPT1) in pancreatic cancer. Methods 86 patients with pancreatic cancer diagnosed
and treated in South Hospital of the Sixth People’s Hospital Affiliated to Shanghai Jiaotong University from April 2017 to April
2019 were selected as the study subjects. METTL14 and GFPT1 mRNA expression in cancer and adjacent tissues were detected
by real-time quantitative PCR. Immunohistochemistry was used to detect METTL14 and GFPT1 protein expression in cancer and
adjacent tissues. Pearson correlation analysis and Spearman rank correlation analysis were used for correlation analysis. The
relationship between the expression of METTL14, GFPT1 and clinicopathological parameters in different pancreatic cancer
patients was compared. Kaplan Meier survival was used to analyze the relationship between the expression of METTL14 and
GFPT1 in pancreatic cancer and the survival prognosis of patients. Univariate and multivariate COX models were used to
evaluate the prognostic factors of pancreatic cancer. Results The expression of METTL14 mRNA (5.442 + 0.437 ) and
GFPT1 mRNA (6.521 + 0.516) in pancreatic cancer tissue was significantly higher than that in paracancerous
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tissue (0.992 +0.203, 0.895+0.212) , and the differences were statistically significant(r=85.644, 93.525, all P<0.05). The
positive rate of METTL14 (73.26%) and GFPT1 (69.77%) protein expression in pancreatic cancer tissues was higher than that in
paracancerous tissues ( 8.14%, 9.30% ) , and the differences were statistically significant ( y’=75.545, 65.765, all P<0.05).
The expression of METTL14 and GFPT1 mRNA in pancreatic cancer tissue was positively correlated (=0.569, P<0.05). There
was a significant positive correlation between METTL14 and GFPT1 protein expression (=0.664, P=0.000). The positive rate of
METTL14 and GFPTI protein expression in pancreatic cancer tissues with poor differentiation ( 92.31%, 86.96% ) , AJCC
stage Il ~ I (89.13%, 86.96% ) and lymph node metastasis ( 95.12%, 92.68% ) was higher than that in high differentiation

(65.00%, 61.67% ) , AJCC stage 1 (55.00%, 50.00% ) and no lymph node metastasis ( 53.33%, 48.89% ) , respectively,
with statistical significance ( ¥’=6.174 ~ 19.507, all P<0.05). The 3-year cumulative survival rates of patients in the METTL14
positive expression group and GFPT1 positive expression group were lower than those in the METTL14 negative expression
group and GFPT]1 negative expression group, respectively( x’=15.232, 18.054, all P<0.05). Tumor AJCC stage I ~ Il (OR=2.552,
95% CI=1.420 ~ 4.455), with lymph node metastasis (OR=1.754, 95% CI=1.125 ~ 2.534), METTL14 positive expression
(OR=2.797, 95%CI=1.233 ~ 5.876), GFPT1 positive expression (OR=1.635, 95%CI=1.030 ~ 2.506) were independent risk
factors affecting the prognosis of pancreatic cancer. Conclusion The increased expression of METTL14 and GFPTI in

pancreatic cancer were related to tumor AJCC stage, tumor differentiation and lymphocyte metastasis, which can be used to

evaluate the survival prognosis of pancreatic cancer patients.
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1.3.1 %6 & PCR &I : ] Trizol 32 2 ity 41
21 K e 52 2 40 RNA,  £6 1] RNA A y60nm! A200m
T 1.8 ~ 2,00 JhE5% N cDNA JG #1756 =
REMEEA N . 51975 METTL14: [iF: 5°-
AAAAGTTGACGCCGCATTCT -3, Fii#5’- ACACT
CCAGCTGGGCGACGAAAACCCUAA-3’; GFPTI:
Fii%: 5°- GGAATAGCTCATACCCGTTGG -3°, Fiff
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HNZ, B 5°- CTGGGCTACACTGAGCACC -3,
T %% 5°- AAGTGGTCGTTGAGGGCAATG -3°, X
MARZRIE 2001, fLHG cDNA 2w, EIFAFiES]
Y145 11, SYBR Green 101 M DEPC 7K 61, 4%
#4: 95°C 5 min, 95°C 7A5PE 255, 60°C B 30s,
T0CHEM 15 s, ARPEIR KIEfPAE 35 NMEIF. R
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mRNA & i B I %% 40 41 b METTL14 mRNA

(5.442 £0.437), GFPTI mRNA (6.521 +0.516)
AR TS (0992 +0.203, 0.895+0212) , 22
SEAGHFE X (85644, 93.525, ] P=0.000)
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G &k BRI 44 h METTL14 & M7 8 € BH
PEYe o 3 Z A T 40 A%, GFPT1 & A% 8 (4 B
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(63/86) , 69.77% (60/86 ) , i3 THR 57 4HEUH
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X ()=75.545, 65.765, ¥ P=0.000) . WK 1.
23 B & P METTL14 5 GFPT1 & i # %
% Pearson & PEAH AT &5 R F B, a4
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IEM2E (7=0.569, P=0.000) . Spearman FkH 43
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EAHEHE (7=0.664, P=0.000)
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. : e L
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FAFIE (200x )
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9 K A7 kO &5 B B e R 968 4 40 rh METTL14,
GFPT1 £ [ 335 B 253 501l i T i h o AR AR B
AJCC o3 T W K ek &8558, 2R BAGIF
B (¥ P<0.05) .
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% n METTLI4 [ g Pff GFPTI [t g P

] Lt 50 40(80.00) 38(76.00)
2773 0.096 2.199 0.138

i 36 23(63.89) 2(61.11)

(%) <60 39 27(69.23) 25(64.10)
0.590 0.442 1086 0.297

> 60 47 36(76.60) 35(74.47)
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2.388 0.122 2.287 0.130
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s fir 7 sk 61 42(68.85) 40(65.57)
2077 0.150 1750 0.186

TERE 25 21(84.00) 20(80.00)

i ' { A 39(65.00) 37(61.67)
6.904 0.008 6.174 0.013

e 26 24(92.31) 23(88.46)

filgiz AJce 2l 1 40 22(55.00) 20(50.00)
12721 0.000 13.854 0.000

I-Mm 4 41(89.13) 40(86.96)

I WERT =2 S ] 41 39(95.12) 38(92.68)
19.122 0.000 19.507 0.000

x 45 24(53.33) 22(48.89)
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xR2

AJCC 7 T ~ T30 BA A L 25 5 A 2 TR S8 2
AR B AL SR R

FNOfRRE B ETURH R EER COX LLBIRUEE [T E

% 4 i) B SE Wald P OR 95%CI
i =60 % vs <60 % 0.242 0.113 2.502 0.340 1.274 0.944 ~ 1.719
51 At 0.168 0.131 1.645 0428 1.183 0915 ~ 1.529
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HAE AN B 1Y N- LWL E A, (2t
JFER AL TG IR, FEURE AR UG P,
AL, A e B i 41 21 rh GFPT1 YRR Re 8 4/
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