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[Abstract] Transglutaminase 2 (TG2), also known as tissue transglutaminase, is a widely distributed, protein
cross— linking enzyme with multiple biochemical functions. TG2 has been reported to involve in etiopathogenesis of
several pathological conditions and the inhibition of enzyme activity is potential for therapeutic management of these
diseases. However, there is no review on the relationship between TG2 and oral diseases. In this paper, the role of

TG2 in three oral diseases, including chronic periodontitis, drug induced gingival overgrowth, and oral submucous

fibrosis is reviewed, which is to provide a new insight to the therapy of some oral diseases.
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e 23 B e 2 (transglutaminase 2, TG2) & 5% 4 & Bk
Vi i 2 Ji% (transglutaminases, TGs) J1ME — 792 1k FHLIK
LB b Y — 2 e B A I A B RS Z TR R AL AR N L
A MR AR R R AR AR . B DL R HER A =
2 % B/ — B BB % 1F i ( guanosine triphosphatase /
guanosine diphosphatase, GTPase/GDPase) , 7 [ — #i b &
M B AR S I RE . TG2 5 2R 400 2 (A JE 3L o AR
AR AR 20 I BORS BRE Re Re AR IR T e S AR B T
HEAEHD, 55 e By (0 & AR R % YA G, 7L g
YE 995 B PR L i 42 IR 17 PR AR | Alzheimer AE F1IA 4 2% 76 55 .
UEAR B ST A B TG2 5 — 88 1 Ji 5 2 V) AH G A5 Wl g >
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Drug induced gingival overgrowth

Oral submucous fi-

X [T 0 YA T 4 R AT
1 TG2 ¥ Thee

N TG2 5 F AL & 687 M HMRE, 4 FRAN
80 000, 4% AN TG2 Y BIER TGM2 2 i T 20 5 e fa i iy
ql1~12 # b, 4 K2 32,5 kb, H7E 40 i 40 JE 5 K 40 Jifg 3
WA F ik, IF HAE g TG2 EHAFLE T Mk &, [F 4%
R e 28 v b BEAG I ) A R K
1.1 TG2 M EREEER  TG2 fEfk Ca* KM Ay & 3L 1%
B RN TE B B A & R A 2 R [N — e (v — glutamyD) ly-
sine ]S BRI A IR B s M 45 S AR A BT, S RE D T
etlo et HETHFIE I TG2 B 2 36 35 v 2 4 Wi 2 it
AT S B 5 I e S0 I PR o B BB (Cys27TDE R E
T oo 25 & R M AE 0 y— R 3E L TE AL S Bk A, IR B B NH,
MG A A B R BE 1 v — BRI SRR AL 1) e — 2P K
SRR, SRR FDY BN AR T R A sc kL TR
KI5+ 8 M N—e(y— glutamylD) lysine 32 Bt X} & [ /K fif Ff
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MR, 2200 TGs LT 0 2 A 5 B AT 3 R R e o ik
BT BTN T AR 6 W B Ak AE AR R R SR B 7E 40 A
AT ESESRE T RERMEM., TG2 M & S M 1E 1
AUAEYE Tt A R 9 D BE . Milakovic 5% M1 Gundemir
GRS R R AE BT TG2 B 2B 5 M AL ik
ARAS HX A M A T R HE ORI PR VE T L 2 TG2 W e L
BHOE 2205 Ok A M 0 AR 1 E T L R R L AR S A A 3
ARBRFARIET S .
1.2 TG2 iy GTPase/ATPase ThE TG2 G5 = Wi I
(guanosine triphosphate. GTP) 8{ # = fi it & H (adenosine
triphosphate, ATPYLL 1+ 1 £54 36 Hok @, 4 TG2 5
S A IR GG A e FLE A TR B, X
LN Ca® ' il TG2 T8 B — Fh 7 0 18 fh R A 28 88 5%
LAY IS VEAL AL T GTPLATP WS TG2 Y = 45 45 ¥ %
AR S i GRS T BL45 G 1 GTP /Y TG2 Hinfa € , 3
T TG2 AESHA N RRZAMN A AL TG2 MEHEAH
B e 5 b0 SR 2R L AT GTP B0 ATP fig M il TG2
A A= N PR A
1.3 TGZ Wi IIne RE N Mk # MBI A Mishra
S0 PR 0 A A AR R Y 3 BE B N F R M O (protein
kinases. PKs) A LLJE T TG2 K H Al 5 4% 20 Wt b B 5% % 1k
B, N9 3 A B A (protein kinases A, PKA) % g b Y
TG2, H e GG PR A ] E 2 H 3 T g m v k. ;e
RIKAN S B AUESE T TG2 B B 20 A (8 22 Ho A 1k o
o] & L4 Ty g B A5 A IE A BUIRES T R B L RS2 ) 15
He g IR R M e TN, TG2 M A WAL 5 Y
TP R A B LS MR R B Cat i bt RN A 2R A
A, ELRR T, TG2 19 [ AL Y 5 b T 1 E
PE ] REXT R E T W B A WA BRI o B 5
TG2 Z Ja SRR T ik & ATP Zhfig B9 R 1 4 vl ik 32 2115
Mgt
2 TG2 5O0KE%R

T TG2 Rk Z M I DI RE M 2 RE 1k, R R 2 3
PR EN RS D EER R, HRTOF R R LA LT
SFOEEIRE TG2 R REH L,
2.1 TGz 58EFM% 14T 8 K (Chronic periodonti-
tis, CP)J& & A= 78 7 8 30 K5 41 UM 18 o R E Pk e 5, R B
R4S T B 2 Wi A A R AT M A I, L R PR A
BRI G S0 B R R AL R R, AR &
BOTG2 75 4 J8 % & id #& b & ¥ 5 — 2 1E FH » Matarese
R IR A 5 3R 08 M T T 48 AR A R A R e 5 1 2 R
BLET AE AN, K 0T AL 9 A A 4 IR TG2 mRNA %
KT B 7R, TG2 5 S FE W0 MR N 36 %65 53 Ah ik K
S A R E N T F kB &Z 5 K B F LK (receptor
activator for nuclear factor—«B ligand, RANKL) i mRNA
B oK OF M8 w205 %, m A TG2 4 H F R283 Jm. W
RANKL 3 ik & Ik, RANKL/ & £ §" & (osteoprotegerin ,
OPGHWHES TG2 KPR IEAMEN, Bk, /EH KT

JR B T TG2 3k 5w W B MTT R AE Fl ¥4 K& 2T
WA R, KW TG2 25T CP &,

TG2 R T 5 5 i 48 1 & Je il A2 , HAR #E K 4 K Bt
PR Rp I 5 28 T 48 e ek B rh A TR BT OGO R R I R
3y PR 322 VA B, 40 TR B L T SRR B L A R AR b R
HEMEN . IRIEAFEY, R T TG2 78 &) 2 8 Bow
T [7) i = 200 0 ARG B o R RE R FE R AR SRR Y b
14 56 P 2 B Lk 0 T AR I R AR 5 L A S R A A 0 L 1
B B2 K i AR 1R A . Boisvert 281 FI] A M8 b B7 41 i
ESTEIW SRR 5T S NN W ) L E TRz
Wbk B it B (porphyromonas gingivalis, Pg) 5 TG2 47, fE40
BORT A2  F AT LU 2R B9 TG2 B FF 1, il id RNA
YU ULER HEp—2 4 fH S¢ 2 XL BHIBT TG2 By R 5. K 8 Pg
x4 32 40 I 6 KG B RE 0 I AR . S5 4h B RSN L R
TG2 4 T RE i 2 ik v Beiy &2 & 1k P3. A %] HEp—2 4
Mok g3 W R AH T Pe 5 HEp—2 44 4. ML
WA R R TG2 5 Pg Kl WIAE G, th T Pg 2 2F R
I I B BB B, A0SR TG2 1 B AR Pe 9K
RS 8 2 R 2 ) 98 19 25 0 06 7 i 1AL ) JEL B

SR, 5 DA A R e A L ABCH 28 i) 58 O s ) F 8 %) 4%
WrFE & WA IEAE TG2 AE I E B it TGs 22 1 W 15 ) £
IKBUETE S GRS PR S R E A S PR B T EEM
PEEAER . Curro ST 22 4] CP MR 3HE K 22 Bl H 4
14 ZF i L 2 e B A T e T 1 o0 L SR P I S IR T
JZ ¥ (real—time polymerase chain reaction » RT— PCR) J7
TR T AR LU TG TG2.TG3 B i P - XA 3 J5k
EBE N —9 BRI KE, LB CP AR A TGL Al
TG3 1k B B FEAG, M TG2 3 M 3 1k ot 28 R B &,
BB R L AR R R A R R E AR AEE AR
TGs FIREEGAE T A LUh 1 R B BUE AR TG2 23 T
W8 RE 9 K A R
2.2 TG2 SHWHEARIE A 25k iR A (drug—in-
duced gingival overgrowth, DIGO) J& A K 1] ik FH 470 9% i 25 .
5 3 3 O i ) A e 2 U0 o R0 T 5 RS g S R T A e g AR A
TRTRSE A BB A3 B O, LA 2 R 465 2 20 280 v 46 J0 A1 ik S5 I B
5 U A FEE R A B HERL . Asioli A0SR ik F ER
TR A BITAE A AR & 10 26 09 2F R 20 405 (B N 2F iR A 4,
I A e BE A B 2R I T TR R IR SIS 0 2 A ) TR A R R 4
TG2 MFREA 2~6 EM L, Lee 507758 i 1K 41 55 5 ¥;
I N A WRBCET 4E 40 ML, LR FL 3R A ) 80 2 i 2T 4 4
Ml TG2 ik By, IF9E B H: 5 48 A 79 3 Pk AR K 7 2 IE A

XTF TG2 £ixTHE AR DGO KK IHLE L BF5EIN R 5
TG2 Y 5% & 3L B 1% Ve85 VI AR ¢ 3540 E K B F — B (trans-
forming growth factor—§, TGF—B) & H §i 22 I\ By ¢ 8l 5 £F
ek N ¥ Z —, 78 DIGO {2 #/EH T £/ B,
TG2 " LI K R ARAR TGF—B1 4584 HEH —1a-
tent TGF—B1 binding protein—1, LTBP— 1) il i & 9 3 B¢



PRS2 BF 52 2018 4F 6 J1 43 34 %45 6 1

587

50 I AR 0 AR R A OIS D RE L TR #E T TGF—B1Y
AR,
2.3 TG2 5AERMT LAt 1R T 25 4 142
(oral submucous fibrosis, OSF) J&— 18 1 48 P H B A ¥ A8
A6 16] Y 10 M R B o LA R AT A F 5 R L VR A A
OSF {4 & A %5 YA 56 B HC 0 L) v >R I . B T AT AF
SEIA A o BB T A0 0 A0 Y PR 3 A AR A R A 4 P PN 3
M E T UG AN M R TG2 Rk, TG2 £k LK T
Lk A A 20 4 i A B R A 0BT Lee 250 X 40 4
OSF f8 A1 10 {51l 4k B\ S50 86 158 A A 2 47 BF 5, R FH 9 938 241
GUR AR I S & I SE I 41 TG2 (43235 1w T %t R4, 4%
PR 40 9k BRI R0 S A 2T 4 4 ML SR L TG2 2R 12 R AR
Wik Rk, TN TG2 78 OSF By &k L T &
BAEH.
3 RE
TG2 7EA R BN b #9235 R AR B0 2 T MR )
ZESWIRY & H BA £ F A W) % DI Re i R 6L TG2 fiEfb
B 7R ] 392 P A TR SN AE — S 1 fl o v b B T AR LR
JEXN T Z el TG2 78 H 9 19 4h K K J 14 43 - L
HAHIER . 30 CP Hh TG2 Fik e R s R T 124 47 TG2
15 DIGO w75 % b Bz 240 M A 45 1 S e 1 HL 2%, i il
TG2 BIAEFIHLEI A4 4 To 38 /Y TG2 T P 0 6 500 b 28 A BT
S8 K2 LL TG2 S8 5 R0 25 WG I 7 A1 5C 10 I P 4 it o
T ) BB AR AR L % A S 8L OSF.DIGO %5 #5395 B9 41 Xt 7 25 4
T
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