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Soluble tumor necrosis factor receptor type and
reported to protect during clinical inflammation against excessive tumor necrosis factor-a (TNF-
a ), that is a primary mediator of systemic responses to infection. In this study project, sTNFR-1
and -2 in saliva aimed to verify whether to be related to the regulation of TNF-a during
inflammatory periodontal diseases, and clarify their roles in the oral cavity. From the achievement
of this study projects, it was indicated that the extension of periodontal tissue inflammation
induced the increase of sTNF-R, especially sTNF-R2, in saliva, and It has been suggested that
salivary induced sTNF-R may be associated with the prevention of exacerbation of periodontitis

caused by TNF-a .
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EHENESLTEBY, %M%MM EE@ SRR ITMIEN Ok & Ipm v R
TT—JZ%‘O)HU%E%E év\ﬁfrﬁ%i’%z’»%OD FrH-TWHEEZLN TS, AX T

UV RRTFHE—ETHDH ADAMs 7 7 2 U —IZJE T 5 ADAMI17 X, Tumor necrosis factor
(TNF)- o #HAfESE D4 D@ Y | JERIRIEEA CToH D pro-TNF- « &, AEEVEEZH T 25 AR
TR AE TNF- o ([CEH T DRIERFE A E SRR L L CRESNTZERE TH S, I,
ADAMI17 %, TNF- o B5fafi#55 & L COREILAMT, MIRKREHICB T 5% OFEEAQE
D& H ROt (shedding: o =7 ¢ > 7)) & filkliiE L C. Eﬁ—‘?ﬂ ULE)FE BEE Y v~ T,
DR R, BEIRIS 70 & Ok 2 7o BICE#E T 5 & Wbt T b, —J7, TNF-a OERN

DZRETEH D TNF ZHFK(-R)1 & TNF-R2 1%, %%iiwm®£1®ﬁ@f ®“AEIx
~ 7 na 77— PR CEEARZ BIR L L CTIFEL TWA R, b —
HIL ADAMLT O Y =7 ¢ 702 K 0 "[ERI O "I ENE TNF 52 28 (STNF-R)1 & sTNF-R2
WZHEHL S AU, TNF-o &2 2958 LT, TNF- o IZHHLT AR & UL TIER L
TUW5 &% 2 53TV 5 (J Pharmacol Exp Ther., 322: 822-8, 2007) , FEFRIZ sTNF-R (%7
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BT, HEE OITOMERREICIS T S ADAMITmMRNA FEL L ~L & 8RR EE &
REEPEDN S 5 2 & 2B 5752 L(Kinoshita N, Awano S, et al., J Periodontal Res., 48(5):
606-14, 2013). thEHHRICI T D ADAMIT 23t A ERGIAIC R EL L, MIE Bk LPS
Kiof%%éhﬁ’WRa@Fi@ﬂ@ MELTWwWhZEamELTWVD
(Hirayama A, Awano S, et al., Biomed Res. 38(3): 157-165. 2017), 1t J& 4 DFIE D 9 H B
BT, TNF-a WEEZRZE ZH S TWD 720, hHERORIEZMGT 572912, TNF-
a@@%%ﬂﬁﬁé &iA@m&%%%%® OTHHEEZOLN TS, TD=d

\CHIFEE DX, 1 ERARIZI 1T D TNF- o OFEAIZE S5 ADAMILT % % —/%» MIHL
TNF- o D[ @_waﬁﬁ%ﬁw\MMMn (6T D BHEAIS RNA T2 EOfE
FIZ LY TNF-a OPFEAL~LIIIHI S D Z &2 60T LT,

—J7. APENIZEIT D sTNF-R IZBH L TlE, BRITERRH D sTNF-R1 & sTNF-R2 X
JVDENTIENENE 2 OBEIEE & B#ENH D 2 LS I TV DAY, FERNCEI LTI
READ % F T % (J Clin Periodontol., 35: 961 68,2008), HERNIZEIT D STNF R1 & sTNF-
R2 OEFREN MR EC 2T AR E D X H %@#5@# TP B 3 0D 3
w%MMMnﬂ%@waémﬂ\ﬂMﬂUiﬂmﬂ®wm%%@¢5@ﬁ\uhm
X9 R ORI FIN KR EEE CTH D EE 2T,
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AWFFEO BE9iL, M B1F % sTNF-R OEHREIZSW T, HWEMRZIZI LD & Lz
WERB L2 Eff“%mkﬁ FOENMETEOEWE WS T2/ & OBE A RREEL .
DE#W)QNFRﬂ PEXEE D ADAMI7 (2 LK > CTHII STV D0 E 9D Dy, Kk

AL I e Té%@% EZB 5 L7 T, sSTINF-R ZJS5H L-HERA21Z U6
&Ltmﬂ BT DRIEMIRBOBWT > AT L OBAFITINZ T IRED T2 D ORIZED A
ﬁ%*ﬁpﬁ“é EEHME LT,
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BB L LTk FOOENICEIT D sTNF-R OENREIZ DV T, MER T D sTNF-R1 &
STNF-R2 = L C INF-a DEH L~V EHEFRZ XU & Lz OERERS SO HEE,
F-OFENHIE#E OEW & W o o ik x 7oK1 & OBEZRRGEE LT, 55 B LCixn
R RRAE DA IT K U 5F— BB TR ER A RFIZ O EN O sTNF-R & TNF-a D&
HLANABNED X HITENT 20, APEEFIREBOENREDO L HIZEMRL TWDH g
FRAE L 7=,
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MRS 12 13 STNF-R1 & sTNF-R2 ODFEH L ~LB TNF-a X ) EwL < LTHEEL T
LZEDHL»E IR0z, L M2 S L 72 DNA ZFH W<, DNAF v 7Y
J o= VO(Z3E T I Akl BIEELE R 2 v 12 RO DPENHTE

[ Porphyromonas gingivalis (Pg), Tannerella forsythia (Tf), Treponema denticola (Td),
Campylobacter rectus (Cr), Fusobacterium nucleatum (Fn), Prevotella intermedia (P1),
Prevotella nigrescens (Pn), Aggregatibacter actinomycetemcomitans (Aa), Capnocytophaga
gingivalis (Cg), Streptococcus gordonii (Sg), Streptococcus intermedius (Si), Streptococcus
mutans (Sm)] DERMTEITV, CIERDEA T & OBIGR % KT-5047 TRNT L 72 455,
DMFT B -clliE i & 5 #fE(Pg, Tf, Pn, Si, Sm) ¢, 5S5mm MU EDT7 Xy F A v bo=x
(CAL) & 3 Hf#E(Cr, Aa, Cg) & DRHEDFE®D & L7223, MR o 45 [RIFH -~ C DN E & e
& @ sTNF-R1 & STNF-R2 % L C TNF-a D& H LU & ORNZIEIA 5 272 B EER
O LIRS,

W 1 D STNF-R1 & STNF-R2 % L C TNF-a D& A L UL 2 MEE OB EAE L
JUCHHIE L7 sSTNF-R I /TP, sTNF-R2/TP & TNF-a /TP (3. AW icHE MG %
AL, sTNF-RI/TP & sTNF-R2/TP i3 7 u —v v 7K Il (BOP) & i #HA D &IE D
V230 T8 D — > TH B Periodontal Inflamed Surface Area (PISA) & D ICHE 7n
FMBEARAR Z R L7z, — 77, tJERHAR D RAE DRI ICBIE S 2 L E 2 b T 2RI Y
A P AA Y THD TNF-a & OBITITHFIEEZRBERITERO o Tz, Elftio
BRI % & CH AR 21T o7z & T 5, PISA &% sTNF-R2/TP %5 < BAfR L T
LT ENHL LIRS T2,

Sl DFER X ) | MERFIC 1F sSTNF-R 78 TNF-a X D @V L _AUTHEEL T D, HEH
RO RIEDILKRIT X D, sSTNF-R AL W HIIIL <, 7 & 2= M TNF- a O8N % i
L CRIED AL ZIHI L T 2 R[EEMEDE 2 bz, & 7=l SRR o 280E D3Ik K A3 e v
O sTNF-R, Ffic sTNF-R2 DI % FF S 2 AIREMED B 5 2 & AR T, MERH OFEFE X
7z sSTNF-R 23 TNF-a iICXoTdH7b I 52 HE% OB IEICBEE L T 5 AlRE
Wik b Z PRI NI,



12

2019

Streptococcus gordonii

79

2019

11

2018

Kibune R, Muraoka K, Kakuta S, Tokunaga J, Morishita M, Ansai T, Awano S

Examination of usefulness of DNA chip “ Genopal” for clinical diagnosis of periodontal diseases.

Asia-Pacific Conference

2019




(Kakuta Satoko)

(70364156) (27102)
(Ansai Toshihiko)
(80244789) (27102)
(Muraoka Kousuke)
(80382422) (27102)




