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[ ZE] BHY: HTHMNRTE SI00A8/A9 & [ X% AT B 41l SCC-25 & CAL-27 (REREIMIF M. Fik: A
F 9 SCC25 2 CAL-2T ZHHaS» B43 Sy S U 2 J %f B2, SCR 4] 5 meg/L S100A8/A9 25 [T 24 h, ot B 417
N5 R F 5 SR F Transwell /NS (R 225230 SCC-25 K CAL-27 4R 2215 , 521 5 i PCR(RT-qPCR) K
M SCC-25 J CAL-27 4iljfd AL 5 42 J& 45 A -2 (MMP-2) Je MMP-9 JE DR 4k 500 . B3R 550 IR LA, S50
2] SCC-25 J¢ CAL-27 #HifufE Transwell /|Nas A N T JE i 6T 2 1o S B TRR TG 1S () R 7 343 (P < 0. 05) , FLS2
2 SCC-25 . CAL-27 #Hifiti MMP-2 }; MMP-9 FRE KA b m8 (P <0.05) , &it: 5 mg/L ZMEH: S100A8/
A9 T BB R T SCC25 % CAL-27 AHNBAIIRZERE ST, HAALHI AT RES SI00A8/ A9 75 1 5% 0l 14 i 41 g Hh MMP-2
Je MMP-9 #3k4 % .
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[ Abstract] Objective: To investigate the effect of exogenous SI00A8/A9 protein on the invasive
ability of human tongue squamous cell carcinoma (TSCC) SCC-25 and CAL-27 and to provide a
theoretical basis for the study of the mechanism of invasion and metastasis of SI00A8/A9 protein in
tongue squamous cell carcinoma. Methods: Human tongue squamous cell carcinoma scc-25 and cal-27
cells were divided into the experimental group and the control group respectively. The experimental
group was treated with 5 mg/L. SI00A8/ A9 protein for 24 h, and the control group was treated with the
same amount of medium. Transwell cell invasion assay was used to detect the invasion of SI00A8/A9
protein on SCC-25 and CAL-27 cells after 24 hours. RT-q PCR was used to detect the expression of
matrix metalloproteinase-2 ( MMP-2) and matrix metalloproteinase-9 (MMP-9) genes in SCC-25 and
CAL-27 cells. Results; Compared with the control group, adding 5 mg/L exogenous S100A8/A9
protein could enhance the ability of SCC-25 and CAL-27 cells of the experimental group to degrade

artificial basement membrane and pass through polycarbonate membrane in Transwell chamber (P <
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0.05), and the relative expression of MMP-2 and MMP-9 genes was increased (P < 0. 05).

Conclusion; 5 mg/L exogenous SI00A8/A9 protein can enhance the invasion ability of tongue cancer

scc-25 and cal-27 cells, and the mechanism may be related to the influence of SI00A8/A9 protein on

the expression of mmp-2 and mmp-9, which may provide a potential biomarker for targeted therapy of

tongue squamous cell carcinoma.

[ Key words | tongue neoplasms; carcinoma; calprotectin; cell invasion; matrix metalloproteinases-2 ;

matrix metalloproteinases-9
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L1 FbR

N E AN SCC-25 K CAL-27 Wy g 3¢ [ 5
A 0 (ATCC, £ [ ) , DMEM/F-12 $35%
JE R ST R R IR A B 3 Gibeo 2
), AU RS IR B0 | Transwell /N2 f Matrigel
matrix 4 [ 5[5 BD 24 6], JiG 4 103 (BT, LLES)])
4% Z W IR I (Leagene, F1[E ) ,0. 1% 45 i %€
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gent ( Roche, 26 [ ) , PrimeScript'” RT reagent Kit
(TAKARA, HA) . A Y22 44H (ESCO, £ [H ) , 2]
B WL (OLYMPUS, H A ) , 521} %€ )% % & PCR
X (ABLL, ZEH) .

1.2 Jii:

1L.2.1  Zffisgs RAordl  SCC-25 f CAL-27 4
fie ATCC B 7 B4 5 5% 1% 10% g 4 I 75 1
1% 46T Z ) DMEM/F-12 & DMEM 5¢ 4> % 5
Ferb 7637 C 5% CO, AU FRAa N BE 3%, Frd
MK 2 80% ~90% i EFTAE1C, #F SCC-25 K
CAL-27 4143590 43 Ry 52 56 41 B %of HR AL, 52 56 41
5 mg/ L SI00A8/A9 & 1347 T 24 h, %} BRZL T
RSB

1.2.2 ZiMi{R78525 K S100A8 Al S1I00A9 H
HEALL LB E ARG, BT 4 CUKFEME
FI L h i 2 5545008 S1I00A8/A9 & 447 . BOw
BUERKWIAY SCC25 K CAL-27 40 i 3k 47 75 Uk . T4
fb B JFREE I L 1 x10° 4~/ mL, %t
MEEFEFLDL 1 57 B¢ Matrigel matrix Jf4 7F Tran-
swell /NZEJEHR, B 0. 2 mL 40 f B % 3% F T Tran-
swell /NVE L AE N NI AN 0.5 mL 56 42 35 55 L, 52
WAHTER SR AP A S mg/ L SI00A8/A9 H ;5
4 W5 B /N, T 4% 22 5 H [ 5E 30 min, 0. 1%
Shdn Y 15 min, VEVE AT, B8R HOK 400 A5
FLAE S SR G DU FEALE I S S HRETHA AR, 115k
TS PILET v 1) 2 R IR T P 4 AU

1.2.3  SZAf s PCR(RT-qPCR) 435 ] Tri-
pure AP A1 HLAE A 19 6 RNA 5386 7 56305
UL BIETT cDNA §il %, 519 W BigA TAY
TR A BRA w1t KA i, WS EEE Y GAP-
DH 7 MMP-2 [ MMP-9 J:[H5ER} g PCR §73%
MMP-2 5| F 4% % CTGATGTCCAGCGAGTGGAT ,
R 4% % CTTCACCTCATTGTATCTCCAGAA , MMP-9
31¥) F &% % CAGTACCGAGAGAAAGCCTATT R 4
5 CAGGATGTCATAGGTCACGTAG ,GAPDH &%) F
558 GTATCGTGGAAGGACTCATGAC R 4% AC-
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Fig. 1
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Effect of SI00A8/A9 protein on invasion ability of SCC-25 and CAL-27 cells
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0.05), L2,
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Fig. 2

Influence of SI00A8/A9 on the relative expression amount of MMP-2 and

MMP-9 genes of SCC-25 and CAL-27 cells
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TSCC ) R KRR Z R Z BB, Z Pl
L] 8, 32 AR PR 3R A 46 R R A S M AR
B TR R HPV G B 28 O K S AL B R
VIR R £ B At A PR R 5 X e R A |
EEHE R GAE i it 52 AR LI . S100A8 4 [ Al
S100A9 5 1 F 24775 T 40 M 5, 76 rp Mk 40 i
(BT A R A R 45% ) B A% 20 i 55 4 2 200 i
H R iR TA , PR £ AH G H (myeloid related
protein, MRP) 8 # & 14 #I™") - fidJeg 41 A 84 1%
J&5 ,S100A8/ A9 & 45 1K LA W A AN [ 1 % o7 3 42 43
W, H— ARG Ca®* W BEK P, 75 SI00A8/
A9 T RS B 240 BB 2R 0 BT IE; H ARH TE E
Wt C 3G, SI00A8/A9 2 1 8 M 11 3 b
AR EE I 2 2R . S100A8/A9
HHEAEN MRP u] 5 6 2 90 ) 74 240 g ( myeloid-de-
rived suppressor cells, MDSCs ) #H H./E i, — J7 i
MDSCs & 1% . 77 # S100A8/A9 & H; 5 — J7 1f,
S100A8/A9 ZE [ ] 55 MDSCs 2 I (4 g B H HE (L2
K= 374K (peceptor of advanced glycation end prod-
ucts, RAGE) b HRIRIL N UL, & il % s 1
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#% A F-kB (nuclear factor-k B,NF-kB){g51&48 {3k
MDSCs fy5R 1 o ik — o 78 AT I AR B, 412 F
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I 200 R 3 Aok G 3R T 52 A 55 A0 L A0 R BT (ex-
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