rf [ R A MR 9T 4% 7B http://www.biother.cn

1038 - Chin J Cancer Biother, Nov. 2022, Vol. 29, No.11
. I a3,
DOI1:10.3872/j.issn.1007-385x.2022.11.015 'lé” ﬁ\"ﬂl 74

MELK 7ZE R EE P HIFRIE . DhRe RlmAE X

EXH S BKEL AR (1L ENKFE HoBRESE,HH 20 730000:2. 2 KF F—l K
EF I, ¥ 280 730000 3. 2 KF % —Efx L@, 58 20 730000)

[ ZE] a6 8RR R (MELKO 75 B iE L U R IE ThBE AR IR B X F & Dl AEWE BT
BT MELK T JB I Hh 122 18 155 100 - T000 MELK E 5 10 g Ji e 0 AE R R mT BRI 40 F AL o [l i 43 B 45 1 7E 22 )N K225 — I
W5t 322 52 T ARVE T 00 JEA e £ TR R B, SR P 928 AL A2 A 00 ik B s 28 2P URD s 5% 1E 5 4 2R ) MELK R IA K, e e 5 1
W AU ERARRAE K06 R < T 12 2 10 5% S r AR B DT USCER JE 3 IR S BRI TA), PR AU MELK RIZ 5 RJE R R RIMCR. 4
5 : MELK [¥] mRNA £ B g 4143 p 2 RIA I 5 B H B AAF RS 5 R AR E ; 2[R 3 Cox 40145 H 2% I MELK J:[A 7]
YRR B ML TS N 2 . ShRE MR B MELK 2 5 ZAMEREM S I e il 6 , 5 BEIRE S00 707 IEA 5% . s 2l ib 45
FEW], MELK 7E B i 25 20 e (0 26505 W S v T 5% 1E 3 24020 . MELK ZE s 20 23 b i 26 ik 5 Mugi /M o6 . 45 o IR 21
21 MELK % Al 2 i 321k HANTRSARDE, MELK TERRM S (¥ i3k e AR oA R , 5 B8 O I I 12 36 IV TE AR MF e M e 7 B R
[XBEIR] ol ; BEIE S S R B I s TS s IR PRIARRAIE

[(FES#KS] R7359;R730.2 [X#EHFRIREE] A [XEHS] 1007-385x(2022)11-1038-07

Expression, function and clinical significance of MELK in pancreatic cancer

JIANG Wenkai', DU Yan', ZHOU Yongjie', ZHOU Wence"” (1 the First Clinical Medical College, Lanzhou University, Lanzhou 730000,
Gansu, China; 2. the Department of General Surgery, the First Hospital of Lanzhou University, Lanzhou 730000, Gansu, China)

[Abstract] Objective: To investigate the expression, function and clinical significance of maternal leucine zipper kinase (MELK) in
pancreatic cancer. Methods: The expression of MELK in pancreatic cancer was analyzed and the possible molecular mechanism of
MELK in pancreatic cancer was predicted by bioinformatics. The clinical data of 45 patients with pancreatic cancer undergoing surgical
treatment in the First Hospital of Lanzhou University were retrospectively analyzed. Immunohistochemistry was used to explore the
MELK expression levels in pancreatic cancer tissues and normal para-cancerous tissues, and its relationship with clinical pathological
characteristics was also analyzed. The postoperative recurrence time of patients was collected through outpatient records and telephone
follow-up to explore the relationship between MELK expression and postoperative recurrence time. Results: MELK mRNA was highly
expressed in pancreatic cancer tissues and correlated with the overall survival rate and postoperative recurrence time. Multivariate Cox
analysis showed that the MELK gene could be used as an independent prognostic factor in patients with pancreatic cancer. Functional
enrichment suggests that MELK is involved in multiple cancer-related functional pathways and is positively correlated with the
pathogenic molecules of pancreatic cancer. Immunohistochemistry results showed that MELK in pancreatic cancer tissues was
significantly higher than that in adjacent normal tissues. The expression of MELK in pancreatic cancer tissues was correlated with
tumor size. Conclusion: The MELK gene is highly expressed in pancreatic cancer tissues and is associated with patients’ prognosis.
MELK plays a role in the progression of pancreatic cancer and is expected to become a potential biomarker and therapeutic target of
pancreatic cancer.
[Key words] pancreatic cancer; maternal embryonic leucine zipper kinase (MELK); prognosis; clinical characteristics
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1.1 WARTHA LZANEE

LN K E S — ER AT ARV B A G
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