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Abstract (J. Kor. Oral Maxillofac. Surg. 2007;33:103-108)

CHANGE OF THE INVASIVENESS WITH SELECTIVE COX-2 INHIBITION IN
AN ORAL SQUAMOUS CELL CARCINOMA CELL LINE, KB
; PRELIMINARY IN VITRO STUDY

Eun-Jin Lee, Myung-Jin Kim, Hoon Myoung
Department of Oral & Maxillofacial Surgery, College of Dentistry, Seoul National University
Department of Oral Oncology, Institute of Dental Research Seoul National University

Cyclooxygenase-2 (Cox-2) is known as one of the critical factor in carcinomas of various organs. However, the importance of Cox-2 in ora squa-
mous cell carcinoma has not been fully described yet.

The purpose of this study is to evaluate the anti-cancer effect of selective cox-2 inhibitor, celecoxib in an ora squamous cell carcinomacell line, KB
with respect to cytotoxicity test, in vitro invasion and MMP-2 expression.

In cytotoxicity test, celecoxib treated group showed definitely concentration dependent cytotoxicity. In addition, administration of celecoxib reduced
the invasive potential of KB cell line significantly in invasion assay. However, there was no remarkable difference of the MMP-2 expression between
the celecoxib treated group and the control group.

Considering these data, celecoxib had a potentia cytotoxic agent to oral squamous cell carcinoma cells. Also, it had anti-invasive property without
acting on the MMP-2 expression mechanism. Therefore, it was postulated that celecoxib had the possibility of anti-cancer agent in treatment strategies
of ora squamous cell carcinoma.

Key words: Oral squamous cell carcinoma, Celecoxib, Invasion, MMP-2, Cytotoxicity test
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1. M ZZF SAS0| 0|x|= A& (MTT assay) 2 E A EHNGSS HolA] ghtrt

T4 E %oytotoxicty 2 FHakslo] oFE Fdl s I =
Z Ueld 47} cdeoxibE s E 04?1 KB A 25 A8+
o| A = cdecoxibe] = 10.0~125uM-F 7 ol A F415 9] f9

& Ek oEA #AE BT 97 BKE A EF<] HT1080
AN L FETPNA FE AT FHF G2 TS
Uepg o, BA4 folge gtk 3 AEE AL A 0ds s
A AR o) 75, odecnibe] F o] wHE S5 3 oss %{

she frolshl YEhA ggkow, vl¢ B A e 4% S or S =
W32 1T KB A8 23 HT10804 87 7ke) Al 257 = < LI
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A KB AR 7 A 27 452 F23 2ol 7k v} B e P L P
E}‘;ku}(ﬁg. 1. celecoxib conc. (microM)

M XI2= (in vitro i ' .
2. MIZ Zl&s (in vitro invasion assay) Fig. 1. MTT assay.

Celecoxib treated KB experimental group showed
T A EFCQ KB A EF A €15 714 2ol th ek A X significant concentration dependent growth inhibi-
ez 1449 37} 4 odecoxibol] oS EA M 02 G o8t tion. (concentration range. 2.5~12.5 #M)

jm
FS. human fibrosarcoma cell line, HT1080, FB.
A a7H R T Cdecoxib Fof ol A 55 Al 3271 96.3 £87 human fibroblast primary cultured cell.

Fig. 2. In vitro invasion assay.
Celecoxib decreased invasion through the artificial cellular membrane (pore size 8 gm)

in experimental cell group.
a. and b.: Control group (fibroblast) c. and d.: Experimental group (KB)
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Fig. 3. Expression of matrix metalloproteinase -2.

Western blotting results represented that no differ-

ence was detected between pre-drug treated group

and post-drug treated group in KB cell line.

Lanel. KB control group

Lane2. KB experimental group

Lane3. negative control - Human Fibroblast cell

Lane4. positive control - Human Fibrosarcoma cell
(HT-1080)

13} (western blotting)
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