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The Expression and Function of HINT2 in Papillary Thyroid Carcinoma
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Abstract HINT?2 plays important roles in the occurrence and progression of many cancers. Its role in
thyroid carcinoma, however, has not been well defined. This study detected the expression of HINT2 in thyroid
carcinoma tissue microarray. The results showed HINT2 was significantly higher expressed in 12 papillary thy-
roid carcinoma samples compared with the adjacent normal tissue (86%, P<0.05). K1 cell lines overexpressing or
knockdown HINT2 were established. CCK8 and clone formation assays were used to evaluate cell proliferation,
Transwell and in vitro scratch assays were used to detect cell migration potential, and finally, Matrigel Transwell

assay was used to explore cell invasion ability. The results showed that overexpression of HINT2 potentiated cell
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proliferation, migration and invasion, whereas HINT2 knockdown inhibits these malignant phenotypes. Addition-

ally, the activation of AKT and ERK signal pathway were detected by Western blot. The results showed that ectopic
expression of HINT?2 increased the phosphorylation of AKT and ERK, whereas HINT2 knockdown inhibited this

process. Taken together, these results suggest that HINT2 plays oncogene role in papillary thyroid carcinoma,

and regulates cell proliferation, migration and invasion through modulating PI3K/AKT and MAPK/ERK signal

pathway.
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300 mA 90 min. 5%%f 3 % i B 12 hi5, 4 °CHE &
actin. AKT/p-AKT. ERK/p-ERKiL #7; A B it
AR IC ) —PUEIRIF B2 h, ECLE &, B AL
B G, Llactiny N2, 7#T H K8 A IR IA .
111 ZeitEaeig

N FHSPSS 17.04¢8 v A4 %t 45 Bk AT G it 5250
Hr, SR FH ST A AR oA 56 77 153347 73 #r, P<0.053%% B
BA G55

2 H#R
2.1 PTCHHIN2RIAEHEEE
KM RS 45 1, WHR WA 23] F
HINT2ER [ RIEE R R OES), BHIEE M
(400 )45, FE5K U Fr BENLIE IS M LET . &5 5 (&
DR, AT ORE. S Ko
HINT23 1 2 5 A0 R B AR WL B 2 22 57, (H7E 1471
IR A 3L SR 988 4 2 b 1249 SR HINT2 B & & %
ik, FRIEFRIER6Y, M EXT N JE 55 IF 7 U 3k
IEEREJLFARZE . XRPHINT21 R IE ] #E

Control

Cancer

A B #EFFHY C D TR SR .
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Fig.1 Detect the expression of HINT2 in PTC by immunohistochemical staining
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Fig.2 Detection of cell proliferation rate by CCKS8 and plate clone
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A: transwell picture and transwell number statistics of K1 cell line; B: invasion picture and invasion number statistics of K1 cell line ; C: in vitro

scratch picture of the HINT2 high expression cell group; D: in vitro scratch picture of the HINT2 low expression cell group. *P<0.05, ¥**P<0.01.
E3 K1ZEpEHFIRZERE SR
Fig.3 Detections of K1 cell migration ability and cell invasion ability
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A: HINT2 i R IE A4 p-AKT p-ERK/KT- i3 i B: HINT2 440 i 41p-AKT. p-ERK/K i F#fK. *P<0.05, **P<0.01.
A: the levels increasing significantly of p-AKT and p-ERK in the HINT2 high expressing cell group; B: the levels reducing significantly of p-AKT and

p-ERK in the HINT2 low expression cell group. *P<0.05, **P<0.01.

[El4 Western bloti&;lZRAEEE Bk
Fig.4 Detection of cell protein levels by Western blot
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