« 1856 - ERARESSE 2024 F8 A% 45 %% 158  Int ] Lab Med, August 2024, Vol. 45,No. 15

miR-602 = Z B A SH-SYSY 4K,
BEHMINEEHAR

kg, 2R kel R

L REFILEFER(RZRFILEFER ) ALA, R #E 300134;2. REFTILE LA BBRG B ELLHT,

K& 30013433 REPEHRFPHELSFR, RZ 3016174 REFEM K FIFEF R, X ZF 300070

B E.BR KT RNA-602(miR-602) *F4¥ 22 # 48 078 (NB) SH-SYS5Y 2w & K 1% £ 69 % v B 2
TRGIE ., FiE EHEZTRELSBmER S (QPCR) A M A NB %5 2 SH-SY5Y ## 42§40 i 2 HEK-293
miR-602 8 & A KF, v F AeEed 3% (MTT) &4 % miR-602 5+ SH-SY5Y %0t A ¥k ¢ % v, Transwell 42 £
%I #e M miR-602 5+ SH-SYSY @40 i1z £ 6% %, it miR-602 TaE ey e L, tB T R A ZTHRELR R
Y454 qPCR # A I 3E miR-602 sr¥e R R ey A 4ER . SR Wik e % HEK-293 miat) kX AR A
1, ANB @ % SH-SYSY ¥ miR-602 #9483t & ik K-F 4 3.83+0.85, £ F A %t 5 &L (P<L0.0D);MTT %
B4R 27, miR-602 mimics 28 4 A0 AR AF &M (1. 20£0. 05) & F NC mimics 28(1. 00£0. 01), @ miR-602 in-
hibitor 28 48 B A8 23 7 M 4 0. 76 0. 04 4& F NC inhibitor 28 (1. 0040.01), £ F ¥ A % it ¥ & L (P <0. 05);
Transwell 42 % £ ¥ %24 £ 2 7, miR-602 mimics 28 F & 48 L 4 [ (193. 33+ 8. 02) A~ ] & T NC mimics 22
[(97.33420. 03) A1, @ miR-602 inhibitor 20 F B m A& 4 [(62. 01 4= 11. 79) A ] 4& F NC inhibitor 21
[(132.33+11.20O)O A1, 27 B A%t 5 &L (P<<0.05);qPCR £ £ 2 7. & miR-602 mimics 24 & 4 A
Sprouty #8% EVHI1 34 %& @ 1(SPRED1) mRNA % ik /K -F 4 2 B8 NC mimics 248 4F T & A 0. 56 &
0. 08,miR-602 inhibitor 22 SPRED1 mRNA & iA K- # % B8 NC inhibitor L 48 %F T AL 4x 4 4 4. 1640, 91, £
FH%FEL(P<<0.01), i miR-602 £ SH-SY5Y ¥ 3% & ik, 7T 4t i@ i 9 45 SPREDI 42 # SH-
SYSY @mfe £ KAl £,

XgEIE .m0 RNA; AzEmibg; 2%k; 7%

DOI:10. 3969/j. issn. 1673-4130. 2024. 15. 012 FEESES R739.4

XEHS:1673-4130(2024)15-1856-05 NHERER:A

The function of miR-602 in regulating the growth and
invasion of neuroblastoma in SH-SY5Y cells”
ZHANG Peipei'” \WANG Xiangling® . ZHANG Xiaohong' .YANG Yi''*"
1. Department of Clinical Laboratory , Tianjin Children’s Hospital (Children's Hospital , Tianjin
University), Tianjin 300134 ,China ;2. Tianjin Key Laboratory of Birth Defects for Prevention
and Treatment s Tianjin 300134 ,China ;3. College of Integrative Chinese and Western
Medicine , Tianjin University of Traditional Chinese Medicine , Tianjin 301617,China ;
4. School of Nursing , Tianjin Medical University , Tianjin 300070,China
Abstract: Objective To investigate the effects of microRNA-602 (miR-602) on the growth and invasion
of SH-SY5Y cell lines in neuroblastoma (NB) and its possible mechanism. Methods Real-time quantitative
polymerase chain reaction (qPCR) was used to detect the expression of miR-602 in SH-SY5Y cell lines of NB
and HEK-293 cells of normal human embryonic kidney. MTT asssy was used to detect the effect of miR-602
on the growth of SH-SY5Y cell lines. Transwell invasion assay was used to detect the effect of miR-602 on the
invasion of SH-SY5Y cell lines of NB. The possible target genes of miR-602 were screened,and the regulatory
effects of miR-602 on target genes were verified by the luciferase reporter gene system combined with qPCR
technology. Results The expression level of HEK-293 cells in healthy people embryonic kidney was normal-
ized as 1.the relative expression level of miR-602 in SH-SY5Y cell lines of NB was 3. 83=£0. 85 and the differ-
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ence was statistically significant (P<C0. 01). The results of MTT assay showed that the cell relative activity of
miR-602 mimics group (1.2040. 05) was higher than that of NC mimics group (1. 00=£0. 01),while the cell
relative activity of miR-602 inhibitor group (0. 76=%0. 04) was lower than that of NC inhibitor group (1.00=%
0.01),and the differences were statistically significant (P <C0. 05). The results of Transwell invasion experi-
ment showed that the number of transmembrane cells in miR-602 mimics group (193. 33+8. 02) was higher
than that in NC mimics group (97. 33 £20. 03). The number of transmembrane cells of miR-602 inhibitor
group (62.01%11.79) was lower than that of NC inhibitor group (132.33411. 24) ,and the differences were
statistically significant (P <Z0. 05). qPCR results showed that the expression level of recombinant human
Sprouty-related EVHI1 domain (SPRED1) mRNA in miR-602 mimics group was 0. 56 0. 08 compared with
the control NC mimics group. The relative change factor of SPREDI mRNA expression level in miR-602 in-
hibitor group was 4.16+0. 91 compared with NC inhibitor group.and the differences were statistically signif-

icant (P <Z0. 01). Conclusion

miR-602 is highly expressed in SH-SY5Y cell lines, and it may promote the

growth and invasion in SH-SY5Y cells by targeting the regulation of expression of SPREDI.
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