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FEE] B8 SRR tau217 (p-tau217) 7E5JH R SEEEINMIIGERR (MCD [H 1A% . 7
E OB PR BT, 2023 4F 11 H—2024 4F 5 H 7R ILAREE R R AE S — B R BE Be i 22 N RHI 2 MCI
MR IRl (MCLAL) ,  DAIRIIIZE A o O A8 S5 0 AR % S 52 OB K F- AR ICFC A AR N AR IE# (CN) YR
FHHXIRA (CNA) . WEERMR S HHMN A D E50R . RAEERSEREFRINVAPEE R (MoCA) . IR
P IEER R (CDR) MHWATAE I P 5% (ADL) PPMMEOHEEIIEE. SRR T MG, 18T
BRI (PISA), Lh20184RAMSSILIAT A M 48 50 o U 2 JE I ik o, A0 il e A= A b, K S e
MBS (ELISA) A p-tau217 KF-. RFAMSIFEAR (K550 . Mann-Whitney UREER . o2 KE 50 . mAHC o7
Z N Logistic P14 HT . 202tk BIAT . BRI RS (RCS) BT . A SO T HEA T 482 4%
Mro 8 WFREMA 192612 5%, MCIA R CNAS 964, H5EMATAIRIERA H . MCILLT & BiRH
(63.5%) WEMTCNA (43.8%) (3’=7.561, P=0.006). MCIAL I3 p-tau217 /KF- [7.00 (4.27-9.65) ng/mL]
BEETCNG [2.02 (0.80-3.81) ng/mL] (Z=-8.108, P<0.001), fRAHIE/Hr Bon, I p-tau2l7 54 I K 4
JATEARBI R IEADE (31P<0.001) ., KIEILLIME RS, 2K Logistic MIFAHT S, T E 4 )& MCLI M ST L[5
FE, FRREE N MCLERREZIET H R 1.9771 (OR=1.977, 95%CI: 1.088~3.594, P=0.025); I/II
WZF R ¢ W/IV I SF J 58 1 MCT s XURS: 23 3 & AE 28 R 46 1 1.878 1 (OR=1.878, 95%CI: 1.029~3.425, P=
0.040) F12.6251% (OR=2.625, 95%CI: 1.073~6.246, P=0.035). #$IGE s, MCL R XS Bl A 5 48 433 %k
HORmEN (P,,,=0.016) . MIEFRLUVER)E, ZI0E BRI B, AR MIK p-tan2 17 KT+ 55 B9l ST
BN E (B=3.309, 95%CI: 2.363~4.254, P<0.001); HAEFJE KM, I/DHFE% (B=1.838, 95%CI:
0.869~2.806, P<0.001) FIII/IVIIA F 4 (B=5.539, 95%CI: 4.442~6.636, P<0.001) [ Ifi.3% p-tau217 /K44 FF
Ho BHRE WR, MK p-tau2 17 KT BEF JH 2 A3 IHEUE KT FH & (P,,<0.001) . RCS43HT /R, HBEIEFEL M
A, PISA 5 MIC GBS (P,,,=0.002, P, .. .=0.344) K3 p-tau217KF (P,,<0.001, P, . .. =0.140)
B EE MR- SO KR . BOEFRL VRS , AR AT WoR, 2K p-tau21 7 465 A 46 5 MCICEk P A
TR, 5N 13.99% (95% Bootstrap CI: 0.38%~49.39%, P=0.038). £t &K MCI R K
MM p-tau217 A THE AFER R ZR L L p-tau2 17 G4 I EE 7R 54 Jo] 8 55 MCT AU JXURS 435 0 9 SGI6 o h A
B
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[Abstract] Objective This study aimed to investigate the potential mediating role of plasma phosphorylated tau217
(p-tau217) in the association between periodontitis and mild cognitive impairment (MCI). Methods In this case-control
study, patients diagnosed with MCI in the Neurology Department of the First Affiliated Hospital of Shandong Second
Medical University from November 2023 to May 2024 were selected as the case group (MCI group). Cognitively normal
(CN) volunteers, matched for age and education level and recruited from the physical examination center during the
same period, served as the control group (CN group). The general demographic data of the study participants were col-
lected. The Beijing versions of the Montreal Cognitive Assessment (MoCA), clinical dementia rating (CDR), and activi-
ties of daily living scale (ADL) were used to assess neuropsychological functions. Clinical periodontal examinations
were conducted, the periodontal inflamed surface area (PISA) was calculated, and the periodontitis stage was determined
in accordance with the 2018 classification. Fasting elbow venous blood samples were collected in the morning, and
blood biochemical indicators were measured. Plasma p-tau217 levels were detected using enzyme-linked immunosorbent
assay (ELISA). Statistical analyses were performed using #-test, Mann—Whitney U test, chi-square test, partial correlation
analysis, multivariate Logistic regression analysis, multiple linear regression analysis, restricted cubic spline (RCS) re-
gression analysis, and mediation effect analysis. Results Among the 192 participants, 96 belong to the MCI group and
96 to the CN group. The prevalence of periodontitis was 63.5% in the MCI group and 43.8% in the CN group, with a sta-
tistically significant difference (%2=7.561, P=0.006). The plasma p-tau217 levels in the MCI group were significantly
higher than those in the CN group [7.00 (4.27-9.65) ng/mL versus 2.02 (0.80-3.81) ng/mL, Z=-8.108, P<0.001]. Partial
correlation analysis revealed that plasma p-tau217 levels were positively correlated with all the clinical periodontal indi-
ces (all P<0.001). After adjustments for baseline covariates, multivariate Logistic regression indicated that periodontitis
was an independent risk factor for MCI. Patients with periodontitis had a 1.977-fold higher MCI risk than those without
periodontitis (OR=1.977, 95%CI: 1.088-3.594, P=0.025). Moreover, the MCI risk for stage I /Il periodontitis and stage
II/IV periodontitis was 1.878 times (OR=1.878, 95%CI: 1.029-3.425, P=0.040) and 2.625 times (OR=2.625, 95%CI:
1.073-6.246, P=0.035) higher than that for patients without periodontitis, respectively. Trend test showed that the MCI

risk increased with periodontitis severity (P,,,,=0.016). After adjustments for baseline covariates, multiple linear regres-

rend
sion analysis showed that periodontitis was an independent risk factor for increased plasma p-tau217 levels ($=3.309,
95%Cl: 2.363-4.254, P<0.001). Compared with patients without periodontitis, those with stage /Il periodontitis (B=
1.838, 95%CI: 0.869-2.806, P<0.001) and stage Ill/IV periodontitis (3=5.539, 95%CI: 4.442-6.636, P<0.001) had sig-
nificantly higher plasma p-tau217 levels. In addition, trend test indicated that plasma p-tau217 levels increased with peri-
odontitis severity (P,.,,<0.001). After adjustments for baseline covariates, RCS regression analysis further revealed that

=0.002, P, =0.344) and plasma p-tau217

trend

PISA had a positive linear dose-response relationship with MCI risk (P
levels (P,,.,,,<0.001, P

overall

overall nonlinear

ontiner—0- 140). After adjustments for baseline covariates, mediation analysis showed that plasma p-
tau217 mediated the association between periodontitis and MCI, with a mediation proportion of 13.99% (95% Bootstrap
CI: 0.38%-49.39%, P=0.038). Conclusion Periodontitis was independently positively associated with MCI risk, and
plasma p-tau217 plays a mediating role in this association.

[Key words] periodontitis; mild cognitive impairment; phosphorylated tau217; mediation analysis
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Bl IR kR (Alzheimer’s disease, AD) J&
— B LI R HTRE 1 T B Ay 32 i R 3R B Y ol
ZRIRAT PR, AD BN FE SCh B-TE B A AR
(B-Amyloid, AB) IEHFBEAR 1L tau & H  (phos-
phorylated tau, p-tau) fZE£F4E45%% (neurofibril-
lary tangles, NFTs) 7E KM H ) {Z TP, AD i
P LB L AD s BLE DA B A IR 11 BT 10~20 4F
SO HATFIRDY, HETERXT AD BIRIT 25 YN e 2%
FEEAR, 0 TG BHL Lk B A 5 s 114 o R E Jre )

AD B —FS M T, BB ) RERE
fit (mild cognitive impairment, MCI) J& AD |l
KB Bz, HAREBEMIANAIDIReA BT R R, (HM R
ik 2] AD B2 WidRfE . MCI By Bt 2 T 1 AD & &
Y OB I, 3 ek R TR e XIS A A4 O S it
AR TR MG, W] AESE MCI ) AD #6727, 2F J&]
R ST — i pR R i A W 5 | S 1) 8 P 5 T 9
A T s e, 3 T A Ao R 4 B RRE N
HE IO B A KU S, — TG 13 R A 25 AR
ST, SARFRRANBAE, FRREH K
A MCIRT AD YRS 32 S 25 8t SR, 2 Ji 45
5 MCI A1 AD Z [a] f 8 UTIE & ML 1 AS B A o

tau fE R —FPRUE S A E N, S 5Mandl
L %) Bt 5 3 iy N A LA 51 3B S5 AR B PR tau 2R
F 50 IR AL 2 R B i . P& on e B Tk
RIFRAIL I NFTS Y, W, I . ME .
W RGNS L TH AN R IR B R A I B p-tau™ s AR
BRI tau 25 R ELA S AR, (EREENGHE W
T BEATIEAEZE IR . MR IE L TR EEE, 1K p-
tau 34 ¥ B AD S A BIF oY AR Y, 0 R i 2R
W2 1k tau217 (phosphorylated tau217, p-tau217)
CH AD f A 2 W B8 0 IR A s &Y. —
Jr, MK p-tau217 5 06 W p-tau2 17 A 1R 38 (1 AH
Kotk FLHe B AR F AR DD FE AN A p-tau217 48
ek —"; H—Jri, 1K p-tau217 24 AL
A ROH & JR B0 (% 2 7 000 -, AN
YERR R AD A E Y AR A tau g BE, 0 BE HERS T
I MCI 5] AD 5675, 3B BEHER X 53 f 2855 L7 5 SC
1) AD FIEE AD, HAZ Wi g vl 55 s 6 W 10 4 bn o
FHIESEM . 2024 4, SE I [E 57 2 WAL A5 i —Br] /)
WG B R P2 (National Institute on Aging-Alzhei-
mer’ s Association, NIA-AA) 7E (B /R 2% U6 BR 9
WA B ITARE) XA bs R Wi AT
ST, KIS p-tau217 51K AD 2 WAL A% O
LV RAEYAREY, AR AE P bn & A R 55
A

I F I R 5 MCT R AH M Bl 2K p-tau217
TE AD W h OCEEVE T, ARS8 400R F R 491 %) it
507, DAMCLERE il 2 , LA fE
# (cognitively normal, CN) s[4 A xfEH,
IR B R 5 13K p-tau2 17 K Z B g AH S, IF
SR F A A 2500 A5 Y 43 A7 1l 3 p-tau2 17 FE A R
MCI B VTR TP A 20, WP R A AR S
MCIZ [B] (g OCHRALHT LA R MC i 15 B #1781
PR

1 #RHITTIE

KR % BRI 5T . AT O Rl I AR
0 ERB R E AR R B S A (HLES
SDSMU2023-YX374) . &5 s H Wi ATk 5¢
HREMERE, KB o &g MR g, o
St RS A (B R RS (2013 4R 1T
R ) W R NI A A Bl o 5 BE A A ST AR BRI
WFSR AR5 G CIom 4790 2% WS M 0F 5 4 15 It
i) (Strengthening the Reporting of Observational
Studies in Epidemiology, STROBE) 4% H i H#I7,
1.1 W54
1.1.1

VR 2023 4F 11 F —2024 4F 5 (eI R 55 18
BFR2E5E — M8 B et 2 N RHZ N MCLIW R .
YIAFRUE: 1) 4EIE=50% 5 2) MCIFF4 2011 4F
NIA-AA BWibRE"; 3) GHRIF; 4) 4IRS IE
JEM I EA0.6; 5) JEEIFRERC A 8L S R FIIA
HITIRERE A . HEBRARME: 1) BA; 2) W ; 3)
KRR CANAMARIE . A5 R o3 240 | 43 240 B4
PRV PRS0 45 ) 5 4) BRAAT I 2 o M g
Canfisidg . R S E A s T AR AE) 5 5)
WEIRT; 6) BINREAN 4 7) Wy Sy HNE & B A
8) T B PR IR/ I AE P SRR (W SE IR L JFR
Y RAE R RIEMERE . RGBT %
AR ) 9) IEME FHBUEELS W . BUKE MR 24
Y. PiAR . OWE B SIS RN/ A AR RA T
10) OB T1I6W; 11) 12 ANAESF
JVRIT .
1.1.2 XJHEZ

VB BRI 78 Ll AR 20 — s Bk K 2 25 — B = e
i FRE ARG O R SRR I D RE IR A R R . N
AbR#E: 1) TS FIANIREZ B8, Mg
2R B 0 IE R 2) ZHH K BAE I
H5MICHILHL; 3) HHTF; AARBERI 2
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0.6; 4) JEEIFBEECA 76 B AR FIIA I D) B
. HEBRFRIE: W] MCI4 .

1.2 W5k

1.2.1 HEARITE

DL ] I3 p-tau2 17 K25 55 03Bk d , R
FH G*Power 5 {F (A< 3.1.9.7, fHEFEZE/RLZK)
HATFATREA A T, TP AN (Co-
hen’s d=0.5), WEMEKF 0=0.05, WERKL,
I TI3L power=90% (B p=0.1), FEA 5t 21 [A] Eb 4]
M1, BT ERSH, TEAA R T R
FEAR TN 86 1], % & 10% R TEREAR I, |
ff 2 B ALREA R 96 A1
122 — & oERbE A

[l Jogt G A SCHRY AR A A 8 AT G il — 0
Ozl 2, W mymyiR, IWESS5%
NEFRE (RIS . MBI ZEE KT . A7
X (HIRELr . PAMARWES)) . EEARG (BRTE
W . FHZGMEDL . G120 AR ) ERARE B
fé 1 DHM-301A %Y 88 75 I8 B e (AR S I A RN
SE FRHEER AR MeEsS5EERSKEA
HEVRIG o e . 2RBAD . 2 Gl A e iy B s R AR
A3 BIRS A 22 0.1 em F10.1 kg, T4 2 I 448
TR EFEE (body mass index, BMI), BMI={fk
/G, AL kg/mPs (P AR ST SO0 1 R A
BT, EFRPIAE AR E 10 min J5, ] YE-
650C A1 I =C L F i T (VT 95 BR S 7 5 45 I
A BRAFD) DA 1 B kol 4 R AET ik
i % | mmHg (1 mmHg=0.133 kPa), & 2K
HOF44E
1.2.3 Mg BReEPEA,

1) FFEFURIANAPEAL 3% (Montreal Cogni-
tive Assessment, MoCA) : Jf i 3 M1 Nasreddine
SECARE S E BRIz A A P O A MCLY &
FHBURYE TH . A5 1230 5T R MoCA P,
HAG RO E 88 DA A B 58 56 2 04 37 BAIE 55 56
R, R SIS RS HATIRE . W% . wa .
EE L EE e 1R B HE ) 8 AN 4
B, W4 304, (AR, SZEFER<I24E1Z
A BN 4y R AT 43l R 2 BN Ty B
U, 1543 26~30 ZRINAIINREIEH , <26 F£RA
INAITIRERR IS . AJEAH, MoCA i Cronbach’s o
FHON0.842, 2) WG IKHEIAIFE HEK (clinical de-
mentia rating, CDR): Jiiir 3% 3€ E Morris™"&17
R, e B 2 DA A i R 7™ R R T L
AT F 8 P %) 7 A o SRR CDR2Z: o [ 4R IS

g o N R oy 23 DR A, R SR TR 55 W
(R REfFOLRE T . AT, Iy K Kol &
b RS . S ANABRE T 6 NI ThRE,
52 E MR E TR, RIEGES, £
AR CDR B 9Fsr, $F530, 0.5, 1, 2, 3%
BRI TE . AT BRI . RS L R R AN
AR . AJEAF, CDR &K Cronbach’s o
XN 0.833. 3) HEATRESI A% (activi-
ty of daily living scale, ADL): %% 3¢[# Lawton
FOVGE, H TRz iE B AETRe ), R
1440 H, SR Likert 4 RIE4ME, M “H
Coe e DM “F L RIXE” RS BT AT
BT KRIK L. 20 3. 445 B 14~
5641, S ECBRARERE] H 8 R 16, 14~16 43 M IE
W, 17~22 00 R LI RERERT , 23~28 70 )
REFENG , 29~56 4r W H JE DI fig . AP A,
ADL & %) Cronbach’s o 2504 0.891. LA L PFAl
H 2 24 28— SO H BA DU SR 50
P2 BRI BRI AL [R5 AR
1.2.4 GRS JE kA

HA 7] — 44 EL A I 5 IR RR 9 2 JRL R = it
UNC-15 F JH 34l (Hu-Friedy A ®], 26[HE) AR
EEy: 3 B X a% U e i 1IN 1 NS i LI £
A S E BEFE SR (plaque index, PLI) P8 ZF i
f8 % (gingival index, GI) ™R3/ M4 . IE
oL R 6 AN A I R BT 2K (clinical at-
tachment loss, CAL) . #RiZ{RJ¥ (probing depth,
PD) Fl#Ei2HifM (bleeding on probing, BOP) B,
K Nesse 45l 5 (14 L WL Excel Fe i (3R HUM
ik : https://www.parsprototo.info) H & F| 4% 21 15 1)
Hoit . PDFIBOP 5 2F A e R A (periodon-
tal inflamed surface area, PISA), Ei{V mm?, PISA
SR 2 A T A b K BTG S O DS SR, S —
A H T VR A 8 9 0E 1 21 R AE 1 H A2 B Y Ak g
FRPY, SCEGHT, FHEES A T A R A R R AR
L KA A 2 dxf A 1 A 824 A R AT 21K
W& PD I CAL, T8 2 il 45 R i 4 N A5 &R
¥ (intraclass correlation coefficient, ICC) ., Z<#F
FiHr, PDHICAL [ ICC fH 43 %14 0.903 (95%Cl:
0.869~0.926) #110.897 (95%CI: 0.848~0.927), 1ii,
IR A A S — Bk R, MO PG 45 2R
X kA BRI .
1.2.5 MRS

ZAFEEE 1205, RHHER6:00—7:00 %
R, H22%5 04 (0.7 mm) EH55 R ME &
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U IE AP K ML BCPRAS 10 mL, Ho s mLARST
BERR DK I E T8 A, R LRSS ZBER AR
— B PR B g oLy (FF43 1SO 15189 PRopt R RN
WEFRAE) , SRHICX-7 84 H 8 A4k 73 Hr L (Beck-
man 23\, FEED) ME A B E . BEL 4L B
A,, (glycated hemoglobin A,,, GHbA, ) . % fH [#
B Huh =R . IR IR HEEEE (low density
lipoprotein cholesterol, LDL-C) . &% & 58 HH
[& fiE (high density lipoprotein cholesterol, HDL-
C) . IMLTEWUBF o SR M 1 B R W A7 2 M 2
7. (Chronic Kidney Disease Epidemiology Collabo-
ration equation, CKD-EPIZ~2() B384l B '
INERUE TR (estimated glomerular filtration rate, e-
GFR). 735 mL'& & 2 e 20 —f i bise s
e, B 2R SR AR R LA 5~10 REES), Th AT
UKk BINARSE ZER R B2l %, 4 °C
2000 g B OHLESL 10 min Ji7,  FR I BR A RS 7%
WA BT, HGH-80 CCHRAF . #RK IR
A3 M IR IRAFREAS I BRI R AR A 2 he TR 1R 4G
RAFMUEAE A AR 1 SR AT p-tau2 17 SR 4
JEW 5% (enzyme-linked immunosorbent assay,
ELISA) {74 (Abcam /A, FEE) A i3 p-
tau217 W5, K R AE Y 0.136 ng/mL, il
FEl M 0.469~30 ng/mL, HtN7E 7 R ¥ (coefficient
of variation, CV) } 4.5%, #tIAICV H2.9%,
D77 3k s 2 BRI AT o AR DX i R
A B NI
1.2.6 AHICE LS Wikt

1) WM. HETEE £ m=1 /K, 2) ik
W HATeE 2kl =3 KA, &8RN &S5
LFE>20 g. 3) WHB: SRS (i
WL MESS . TSRS KU (b 4TER
45) SRPE SRS E D 120 min, 4) FMER . BE
LWy m i, SOEMRAREE, 2302 % W 4h
J£>140 mmHg F1 (5%) %F5K/E>90 mmHg. 5) ¥
PRI BEAZ T B R . BOE AT MR YT
5 GHbA,>6.5%, Ml (5%) %58 1 H>7 mmol/L,
6) B IIHEA £ eGFR<60 mL/min/1.73 m*, 7)
MCI: 54 2011 4E NIA-AA SR 321804 ok
HEmAASINFI N REIGR 5 I RIPAL i A 2= D —
AN G AFAE DI RERERT . AT L MoCA<26
SHVE R BRSNS 3 S AT H R ARG RS ) AR
ARIEH, HERERERES (AL, WY,
Vi) I ZEEoE e, B ADL<16 4y ; oKk F 5 R
LWitsifE, BICDR=0.57r. 8) CNC“*. JCEMIA

M) fE & W F v ; MoCA>26 735 ADL<16 47 ;
CDR=041. 9) F K : £546 2018 44 il & 2 Wi
FRUERS, /5 ) CAL>3 mm H 2= /04 2 Hi % PD>
3mm, E/DA 2 WEHEFSR A B4R TH CAL>1 mm.
10) FJE %4511 . = M Holtfreter %l 22 19 A 7
S PR A BT TP O RIS o 2 R HESR . E ok,
AR BB T R K CAL X 2 JAl R 734, 1~2 mm oy
18], 3~4mm > ITH, >5mm HI/IVH; K5,
#  J8 R  K PD=6 mm i /778 1T 2 m% 11 AR
A3 U A, TV EE A2 T 5 o T3 28 e e 4
FERL<20 W0, WIHEFTIHZE NIV BEAH 5T IC 0
A HARR R, SO R A
AN JE 553 IFRE
1.3 Gt

K SPSS 26.0 (IBM/vHl, Z[E) FIR 4.4.2
(https://www.r-project.org/) AT G120 Hr. R
MRS 56, 2 PR 7K T 0=0.05, P<0.05 K2 7 A 4
TR o W R IR AR Y 8 i R xes difiik, 2
2H R LA PR ST RE A e K 55 AN R TE AR
M, M A% (1437 E ) [median (interquar-
tile range), M (IQR) Mk, 2 4[] LEJHARSEL
62 98 TP A T 20 N7 AR AR BY Mann-Whitney UK ; £
2 1) L 35 FH AR S 806 55 v (9 224 ST FEAS 1 Krus-
kal-Wallis & 4, =5 )5 2H 8] 22 5 L35 FH Bonferroni
K IE ) Mann-Whitney U K56, A8 £ & [
B SR T R, BCOE S A i 2 K
o’ =a/n, n K LEMRE & M5B £k
(B4 [n (%) | o, gl HeECRH Rk .
2 E TAERHE (receiver operating characteristic,
ROC) £ 4 A T PFAk 1 ¢ p-tau217 X 43 MCI
T CNPERE . B DN 2 4 M 1m0 05 23 B 485 1 3% p-
tau217 5 IR R A 2 B AH G, SRR RN R 45
7 i 8] 1) LML W R HT S 22 F 2 KI5,
H2NT 028007 Z MK H KT 5 RNAFAAE U] i
Lk o SR A AH OC 23 B 45 ) B 2 PR 3R 4R 1 %
p-tau217 S R A JEF5 bR 9 AH C P . 2 K Logis-
tic [l AR 43 #7724 J8 6 5 MCT A G . 204k
PR [N 53 A1 28 Ji 28 5 10 p-tau217 ZKSF- A AH G
PE. A RIET “rms” WF A7 BRI 7 FE S5
(restricted cubic spline, RCS) [\l 54347 I3 5 F
W, BT PISA ZKF- 5 MCI R JRUBS: K i % p-
tau217 7KV Z Al Rl - R W R &, JF o B H i
TEMAEL MG R, A A S il TR St PAE., H
HARIET “regmedint” fLFEFT RN 08T, H
2 3000 S 4 i 13K p-tau217 J5 5 JE 6 X MCT i
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P[RR A LK p-tau2 17 41508 2 i 98 Xt
MCI [ FE M 5 LR8N oA 2 JE) 98 X6 MCIT () J6 5% )
RN QA R Ry @ ) [ 1 2725 A e Ll A
(%) THEARXA (RHERON S8 ) x100%. 8
1 Bootstrap EEAE UL 1 000 YA TN & A9 K/
N H:95% Bootstrap Cl. 414 95% Bootstrap CI A1,
0, B RARON B a4 BERLE DR
IE P AR B DUOW SR 25 S b S AR e 1, i AR
2N A 2 FH S 00 S RN S 2 B H LA A R St
FEFURE . BIRL L O RAGERAY ; BRI 2 AR T
PER] . B FBE K BAI3KIE TR 4
1. BEAKE. MR, W AR R R
FIBMI; HBi 4058 2 RIERREL, K IER PSR A
T . ZEE KT @ik, W,
B . K. ZME MY . BMI. GHbA,,. LDL-
C 1 eGFR,

2 #R

2.1 FERHRIE

ARG A 192 12 53, MCIZHHICN 4
%961, HsE AR SR AT H . MCIZH AR
JEH 50~65 %, L4346, FES3H. CN A
WYL 50~65 %, Lotk 384, H: S8, — ik
BE K VRS A T H H, MCTZH R CN 41 A9 1 0+
LG AR . ZEE K RIEHE L R
ok s . BB, Hh =l . WLE . HDL-C.
eGFR Z 5 ¥ g it 2% L (3 P>0.05); MCI4H
e R L R S L SR IORE . BMIL
GHbA,.. LDL-C¥J i &5 T CN4 (¥ P<0.05);
MCITAUAF B A & R KT CN4l (P=0.001).
MCI 4 2F JH & R %R [63.5% (61/96) | BFH
T CN4L [43.8% (42/96) | (x*=7.561, P=0.006).
HRAE 2018 4F 1y 73 2 ot A A R A7 40100, IF4% 7
WM A P4 2878 1, Mann-Whitney U K5 56 45 R
WoR, 24 R R I AR 2R (Z=
-3.054, P=0.002). IAL, MCIZH IR A i T8
PRl & F ON4L, ZRHASIHE L (3
P<0.05) (%£1),
2.2 i p-tau217

MCI 4 M3 p-tau217 KF-B 2 @ F CN 41, 2
SHEG I E X (7=-8.108, P<0.001) (1 H1A
1A). I3 p-tau217 X > MCI T CN () AUC Jy 0.839
(95%CI: 0.779~0.888, Z=11.624, P<0.001), cut-
off {5/ 4.42 ng/mL, ¢ 5 B Ky 85.42%, B E

H75.00% (K 1B). ¥rass 5520
KANTH (F1C): FEF i % BN Y ReIE &
4 (PD-MCI-) . INFIZIREIE WA %4 (PD+
MCI-) . FEFJH R AN A D) RERRAF 41 (PD-MCI+)
FUF A S AN A D BERE RS2 (PD+MCT+) . 4[] 7
P 7R, BR PD+MCI-Y PD-MCI+4 [H] 2% 5 JC
Guitm L (P=0.334) 4b, HAR AL P Heds
EZRYEHES %2 X (¥ P<0.05); Jonckheere-
Terpstra #45 i7~ , ML p-tau217 7KF- i PD-MCI-
PD+MCI-, PD-MCI+Z% PD+MCI+5: 24 4 332 i
THE (7229970, P,.,<0.001). Me4h, M 20184F
FR RIS, 3 MCL M CN H 2 54 it
— o AR A% . T/ AR A/ 9 2F A
# (1D, E), WMtk ExR, /I3 R
WK op-tau217 ACE = TAR A A 48, MW/IV IR A % X
T /A%, 2RWESITFEL (BP<
0.05) . Jonckheere-Terpstra ¥ % i 7, MCI 2 #1
CN 20 Il p-tau2 17 7K -2 Bl A i 46 43 3 K08 i
BRI s (B P,<0.001). ¥FEHRSYS
B RS RAEF R, 57 AT R R AT JH R
2 (K 1F), Mann-Whitney UK 5 7, 8 4R
21 i 2K p-tau217 KPR B & FAEF R R 4l (Z=
-6.834, P<0.001),
2.3 M3 p-tau2 17 7K-F- 5l PR Tl H B (0 AH DG

RS 55T, D p-tau217 S H AR
i, DIEZKIMIRHE N A A, RRRELMER I
SRS R BN, MK p-tau217 KE S54RI L
JE oW, PG . BMIL WHE R . #F5K R . GHb-
A,. LDL-C. ADL. CDR¥J&E BEIEMHK (¥ P<
0.05), SIKEHME . eGFR. MoCA ¥ 2 I & 1 AH
K (B P<0.05) (F£2). FF 5 ZE BB P<
0.05 Iy JE g AJLER 2 W, SR 7 22 W ik 1
KT 50722 5 CDR, 5 il B A 2 4k [al )5 vp P<
0.05 L 2Kk N F<S AR fJe , RAH & o b
AR, M3 p-tau217 525 I R Fl 48 br 44 42 ol 2
IEAE (¥)P<0.001) (K2).
2.4 FRRE MCI A M

PAMCL o W28 7 (IR : MCI=1, CN=0),
DL %A AR (WE: FRE=1, EFH
#=0), REIEBR (BIRI1) g5R8xR, TR
& MCI &R [ & (OR=2.241, 95%CI: 1.256~
3.998, P=0.006); ¢ IERIAL (FiR4) 455
Bon, FSREMCIISfERFE, 7R &
H 1 MCI U U 2 8 B R 19 1.977 £%  (OR=
1.977, 95%CI: 1.088~3.594, P=0.025),
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Tab 1 Comparison of baseline characteristics between MCI group and CN group
e MCI4 (n=96) CN4 (n=96) YHZAE P{H
— vkl
PE5 0.534° 0.465
% 43 (44.8%) 38 (39.6%)
% 53 (55.2%) 58 (60.4%)
RS 55 (52-58) 54 (52-60) -0.898° 0.369
ZHE KT 10 (8-12) 9 (8-12) -1.641° 0.101
W48 24 (25.0%) 13 (13.5%) 4.051° 0.044
el 29 (30.2%) 22 (22.9%) 1.308* 0.253
1 BB 37 (38.5%) 59 (61.5%) 10.083* 0.001
ie ML 30 (31.3%) 17 (17.7%) 4.761° 0.029
BMI/ (kg/m?) 23.27+3.75 22.06+4.21 2.105° 0.037
W48 /mmHg 129 (123-140) 129 (124-136) -0.603° 0.546
&7 7K " /mmHg 83 (81-86) 83 (80-86) -0.853¢ 0.394
MR
GHDA, /% 53 (5.2-5.7) 52 (5.1-5.4) -2.514° 0.012
2 HRIMKE/ (mol/mL) 5.5 (4.9-6.1) 5.3 (4.8-5.6) -2.917° 0.004
SPHFEEE/ (mol/mL) 45 (4.2-5.1) 4.6 (4.2-5.0) -0.269° 0.788
H il =%/ (mol/mL) 1.16+0.50 1.17+0.52 0.136 0.892
HDL-C"/ (mol/mL) 13 (1.2-1.5) 14 (1.1-1.5) -0.251° 0.802
LDL-C"/ (mol/mL) 3.0 (2.7-3.4) 2.8 (2.2-3.1) -3.008° 0.003
JULEF"/ (mol/mL) 86 (82-91) 87 (82-92) -0.844° 0.399
eGFR'/ [mL/min/ (1.73 m*) ] 104 (97-110) 107 (99-112) -1.285° 0.199
PR OB 25 VR4
MoCA'/%» 22 (20-24) 29 (28-30) -11.743¢ <0.001
ADL'/%} 19 (17-21) 15 (14-15) -12.195° <0.001
CDR/% 0.5 0 - —
FHE% 61 (63.5%) 42 (43.8%) 7.561° 0.006
FHE %5 -3.054° 0.002
1 11 (11.5%) 12 (12.5%)
11 449 24 (25.0%) 15 (15.6%)
i 17 (17.7%) 9 (9.4%)
\] 9 (9.4%) 6 (6.3%)
Il PR e e b
PD/mm 3.31 (2.47-3.79) 2.49 (2.28-3.10) -3.490° <0.001
CAL/mm 2.98 (1.63-3.54) 1.60 (1.39-3.10) -3.965° <0.001
BOP/% 27.74 (21.36-48.17) 22.44 (17.47-43.03) -2.600° 0.009
GI (0~3) 136 (0.92-1.88) 1.07 (0.73-1.52) -2.723¢ 0.006
PLI (0~3) 1.60 (1.23-2.25) 1.37 (0.99-1.82) -2.325° 0.020
PISA/mm? 47726 (27.57-803.55) 69.61 (22.98-451.68) -3.270° 0.001
p-tau217/ (ng/mL) 7.00 (4.27-9.65) 2.02 (0.80-3.81) -8.108° <0.001

T R PRl SRz, AR RIEAY, M (IQR) FR.
1.036~3.862, P=0.039) #12.674 5 (OR=2.674,
95%CI: 1.245~5.745, P=0.012); 5% 4 1F fi

R it — 25 BRI A 9 ™ E AR S MCT R A G
P, DA RR I AR, JFUEAEF AR IS
MLowE (T/00#=1, HAb=0) F1 (I/IVHI=1,
HAh=0) 2 WA, RACERA (FAI 1) 2553
Wor, 17008, T/IVEAF & 98 ) MCI g XU 43
A AR R R B 2.000 £5 (OR=2.000, 95%CI:

(BiRy4) 259 WK,

[/, T/IVE S FE R

MCT 5 U 53 53l J AR A J R B 1.878 1% (OR=
1.878, 95%CI: 1.029~3.425, P=0.040) Fl12.625
% (OR=2.625, 95%CI: 1.073~6.246, P=0.035).
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W A R A Py B AR (RE . JE2F
=1, T/0#=2, M/IV#H=3) 44 A Logistic [1]
BT A TER PR ARG T, 4 MR IR, MCI
KB XSS Pt 2 ] 8 3 BRI Knisg Pl fEARIK

7R, PISA 5 MCIXUR 3 i i 3 1EAH G (3 P<
0.001). 7ESERARLIERAS (BA14), PISAF:HIM
10 mm* (PISA per 10 mm?®), MCI £ Jx XU 34 in
1.7% (OR=1.017, 95%CI: 1.008~1.026, P<0.001)

90.006, 0.009, 0.013, 0.016, Ik, 4RI (%3).
251 P<0.001 1.0 251 P<0.001
' P<0.001 P<0.001
3 20 0.8 ~ . ‘
E . . 207 P=0.002 P<0.001 o
Eﬂ ° RS [ 1T 1
&1 i 0.6 P P=0.334 °
= = oy 3
= 104 a 04 = 101 s 1
2 § E
& 59 i5 AUC=0.839 g ‘
k : ——p-tau2l7 e 3 z
— B é
o . . " SR & ®
CN MCI 0 02 04 06 08 190 PD-MCI- PD+MCI- PD-MCI+  PD+MCI+
A (n=96) (n=96) B 1555 C (n=54) (n=42) (n=35) (n=61)
25 P<0.001 257 P0001 251 P<0.001
‘ | P=0.030 P=0.025
3 207 P=0.041  P=0.017 5204 L ' 3 207
E f il | = ® g) ®
2157 215 Y " 215 ,’
= = - Q) -
= 107 = 101 N 5 101
z g z )5
2 s k 2 5 C 2 5
i (J
0 [ ] o L 0
F 5 1/ A% W/V IR JE % % T/ g W/V IV % EFER FR%
(n=54) (n=27) (n=15) (n=35) (n=35) (n=26) (n=89) (n=103)
D CNZ E MCIZ4 F

A: CN 45 MCIZH 8] IfiL 3 p-tau217 KF 19 b #; B: L3 p-tau217 X 4> MCI 5 CN i ROC 1268 ; C: PD-MIC-. PD+MIC-., PD-
MIC+, PD+MIC+4 4 [a] L3 p-tau2 1 7 /KPR LLES s D: CNAHMEAEAF A% . T/ 0 8% . M/IV 2 TR 98 53 e i 3K p-tau2 17 7K (1) 95 15
tbdg; B MCITAHMAEF B % . T/ AR % . /N FJE R EF RN p-tau217 KRB LE; Fo AR R 5984 & B3 i 2K p-

tau217 K1Y LA

Bl 1 I3 p-tau217

Fig 1 Plasma p-tau217

2.5 FJERGIMIK p-tau217 HIH

PUM A p-tau217 A ARG, LR RN A A8 &
(WAE . A &=1, EFHK=0), KK IEHAE
(B 1) S5 B/n, SAEFRRMIL, TR E
H MK p-tau217 KT B3 T+ (B=3.753, 95%CI:
2.765~4.742, P<0.001); 5E4AGIERIAL (Fi74)
gEIR IR, R R EE MK p-tau2 1 7 KA AR S
JARBETE (B=3.309, 95%CI: 2.363~4.254, P<
0.001), 7 J& 4¢ & 13 p-tau217 /K - T & 4 4t <7
fap o HUUF R R W A AR s (AR
WE LR TR ), ARIEAR (B8 1) 45
RER, SEFERML, T/0# (B=2.527,
95%CI: 1.454~3.600, P<0.001) F1TI/IV I 5 & %
(B=5.607, 95%CI: 4.383~6.831, P<0.001) Ifi ¥
p-tau217 KR T e R RERA (BAY 4)
SR ER, SEFHEML, 1T/ (B=1.838,

95%CI: 0.869~2.806, P<0.001) A1I/IV 5 J& %
(B=5.539, 95%CI: 4.442~6.636, P<0.001) Ifil 3¢
p-tau2 17 KA B 2 T o DA T R 45 4l
I p-tau217 7KV AL BT T v e g (TR
. JEFEL=170, /1 =463, /N =
8.71), 4 MM N, 13K p-tau217 /KBl 4 J
ROIESE KM TR (33 P,,<0.001) . 1AM, 44>
PRI 7R, PISA 513 p-tau217 /K Tt i i 2
IEAH () P<0.001), fESERKIFERA (£iH14),
PISA £F 3471 10 mm? (PISA per 10 mm?), i3 p-
tau217 7K 5 F+ & 0.053 ng/mL (B=0.053, 95%CI:
0.041~0.066, P<0.001) (F4).
2.6 RCS/HT

Ry itk — 20 B Uk A 48 5 MIC il H p-tau217
KBS, DLPISA MR E, 452 MIC
A3 p-tau217 &5 R &, EHLPISA S 5. 35
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(ZM) . 65, 95 A%, M 475 1M RCS [7] ® 2 MFp-tau2l7 SELIGRE RS

AR BRI A S 4k, 987 PISA 5 MCT £ Az 1fi Tab 2 Correlation analysis of plasma p-tau217 and

I p-tau2 17 KB - W e FR, IR AE Y baseline clinical factors n=192

LR GIRER, TERIEMS . ik, 2 wy PURAM JELRPE 7

FACE . W RN RF RS ®I0LE . BMI, B P w%E IEWKET

GHbA,,. %[ 1iL#% . LDL-C fil eGFR 5, PISA 5 A 00T

MIC AR R EMAMAR- LR (Pae g oo

0.002, Py, =0.344, [13), PISA 511 p-tau217 Sk o o0l oms asn

IR IR TE ) BT - S AR (Pyye<0.001, A 2678 <0001 0719 1392

Poinea=0.140, Kl 4) . BJ MIC &5 KUES & 1L 2 p- T 1344 0.036 0.755 1325

tau2 17 /K -3 Bt PISA I T & S ek ta 3 - 7). (LER2e3 -1.394 0.014 0.923 1.084

27 AR BMI 0274 <0001 0830 1205
T B

Jil 98 7 58 5 MCI XS 2Z [ S A R0 o AL TE A5 GHbA,, 5109 0.001 0.873 | 146

(B L) FER R, K p-tau2 1 7 fE 4 2 5 SR 0210 0.625

MCI S B H B H A b A 17.04%  (95% Bootstrap BMERE 0217 0611

CI: 0.51%~78.31%, P=0.044), BRI J& %5 MCI Hb=m  06% 0219

FHOGIE 1Y 17.04% ] (1 L% p-tau2 17 i B 5 52 22 AE HDL-C 0249 0826

A (B4 SRR, M pwlr RO o ess

RH MCLUCER P78 P AT B, T i HL K eGFR —(;‘133 0:001 0.900 1111

13.99% (95% Bootstrap CI: 0.38%~49.39%, P= MoCA -0.767 <0.001 0.263 3.807

0.038), BRI p-tau217 45 T F J& 48 5 MCI KBk ADL 0654 <0001 0322 3.106

113.99% (325), CDR 9.024  <0.001  0.154 6.490
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Fig 2 Scatter plot of partial correlation analysis between plasma p-tau217 levels and clinical periodontal indicators

1ML p-tau217 76 7 J& 46 5 MCI ] 4 A 5800, BF
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tau217 75 4 J& 92 5 MCI i KU 22 8] 4 4% 4 55

IO o AN 54 AR O B 2 R R 5 MCTZ [R] Y K
® 3 FREXESMCIHEXMER Z E X Logistic BlA 5347

Tab 3 Multivariate Logistic regression analysis of the association between periodontitis and MCI

PLRER AL TR

- R PR AL 2 A3 iRl 4
s MCIZH CN4l  OR (95%CD  P{fi OR (95%CD  Pfi OR (95%CD  P{i OR (95%CD  Pf{i
FH % 35 54 1 (D 1 (ZHD 1 (ZHD 1 (D
LR 61 42 2.241 0.006 2.153 0.015 2.024 0.029 1.977 0.025
(1.256~3.998) (1.158~4.003) (1.074~3.814) (1.088~3.594)
F R 35 W
A2 A 48 35 54 1 (ZHD 1 (ZHD 1 (ZHD 1 (ZHD
1/13% 35 27 2.000 0.039 2.082 0.039 1.919 0.033 1.878 0.040
(1.036~3.862) (1.061~4.087) (1.055~3.419) (1.029~3.425)
/v 147 26 15 2.674 0.012 2.845 0.008 2747 0.041 2.625 0.035
(1.245~5.745) (1.308~6.188) (1.042~7.244) (1.073~6.246)
P, M8 0.006 0.009 0.013 0.016
PISA per 10 mm®> 96 96 1.021 <0.001 1.018 <0.001 1.020 <0.001 1.017 <0.001
(1.011~1.031) (1.009~1.027) (1.010~1.030) (1.008~1.026)
x4 FRAKXESME p-tav217HEX RN S T L TR VTS 7
Tab 4 Multiple linear regression analysis of the association between periodontitis and plasma p-tau217
p-tau217° (il [ERitl) A3 AL 4
H A 112
/ (ng/mL) B (95%CD  P{i B (95%CD P B (95%CD P B (95%CD P
ST T 5
e %8 89 1.70 0 (ZH) 0 (ZHD) 0 (ZH) 0 (=D
(0.80-3.88)
F A % 103 6.11 3.753 <0.001 3.692 <0.001 3.431 <0.001 3.309 <0.001
(3.81-9.22)  (2.765~4.742) (2.722~4.662) (2.437~4.425) (2.363~4.254)
F Ry
T % 89 1.70 0 (ZH) 0 (=) 0 (=) 0 (ZH)
(0.80-3.88)
1/139 62 4.63 2.527 <0.001 2.364 <0.001 2.121 <0.001 1.838 <0.001
(2.27-7.85)  (1.454~3.600) (1.323~3.404) (1.049~3.192) (0.869~2.806)
/v 34 41 8.71 5.607 <0.001 5.651 <0.001 5.333 <0.001 5.539 <0.001
(5.28-11.15)  (4.383~6.831) (4.475~6.827) (4.131~6.536) (4.442~6.636)
P A <0.001 <0.001 <0.001 <0.001
PISA per 10 mm? 192 4.04 0.056 <0.001 0.055 <0.001 0.055 <0.001 0.053 <0.001
(1.22-7.48)  (0.043~0.069) (0.041~0.068) (0.043~0.067) (0.041~0.066)

. *AM (IQR).

WEAE 22 T 25 A 73 A B 2 W1 2F JA 2 MCTI £

B9 MCI i XU J2: F e i e 19 1.70 1 (OR=

W 2%, — I & T 2021 4E g0 A 8 T fff o7 4k
48054 S HHEMERA SR BN, SIEFHE
NBEAH L, 8 R B35 19 MCT g XU Tt 1.60
f5 (OR=1.60, 95%CI. 1.24~2.06), ¥ J¥ 7 Ji
2 B8 1 MCL B e KUB: T+ 5 2.32 £ (OR=2.32,
95%CI: 1.24~4.36) ", Jj — T4y A 7 i bif 5% 3E
397342 5F ) Meta /- AT 45 S R, o JE R AR

1.70, 95%CI: 1.24~2.32), WA Hrix, BHE
I AR B E B MCI R KU 2 JF 513 8 Tl R 1)
2.091% (OR=2.09, 95%CI: 1.49~2.92)"", LA —
Tk 26T 2024 4E40 A 22 THHF5E 3 4 246 608 141 %
) Meta 73 AT 45 R o, A I EERCROAHE (46
TR 9e) 028 AW H S R (AL MCD)
R
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Fig 3 Dose-response relationship between PISA and MIC
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Fig 4 Dose-response relationship between PISA and plasma p-

tau217

SRR ML, AR EA LU
B, AR IE T Z80AHN T B R %
(Lancet) 45 22 B 2 & A 1) 2024 4 JE i 5 AE 7l
Bl . T A R A rh, R ) 14 WA R R

el N R, Witz B5KEs . 28 FHREMR.
WA . ok E R . BERE . BEPR . % . LDL-
CKFad . Bt . wr ik . ik
0NN 111 TS Rt ) YA KR R R L N 1 S T B U B2
B ANHARERIIL A A, X BRAL A IS F1 28 <05
AR 12 G R R T 1A HR, AR
K FH 2018 4 5 Jl s 73 Sk b A7 A JE 98 o W, R4t
T AR R 48 43 % MCT 2 36 JXURS: 1) 5% i B H 4
P =, AR PISAE K 5F i R 4 G 441
RUEFAHA AT bR, 8 RCS AL EF- i ih
£k, A3 M T PISA 5 MCI 8 5 AU [8] () 5] 42 - B2 1
KR, ARGERER, ERIETREH LR,
T 9 B A B MCT A g KU J2& 3F F ] %6 1 1.977
W, MR air s, [/ Cgrbrg) FR4%
FU/IVIS () A JE R MCL R XU 3 5] 2
A 2F 46 19 1.878 5 1 2.625 £, X HEEAEZ A
Bl gk BELASEIT . AW SR Won, MCLER
o JRISS: it A J) 4% 0 SO RIS, PISA &3 i
10 mm®, MCI %5 XU 9 hm 1.7% (OR=1.017,
95%CI: 1.008~1.026). Iwasaki 25— I5 i BE P
GIAWESY , X179 44 E 4440 X R BV S4F, WF5E
KB, R B A T R Al R 2 i B REME (4R
WL PR AR AL . Z BB BRTEShK
L RERE . POARLE FUBEIRIE ) J5, 4R PISA B3
fn 10 mm®, MCI % % XU B 38 Jn 5% (OR=1.05,
95%CI=1.01~1.10) . ILAh, A5 RCS 50 Hr 4l 2R
7R, PISA 5 MIC Fp KURS: 5 1F [ Ze M 741 - 5
KFR, XfF—BUESE T A i 2 5 MCLE s XU 1
INE AR . BRI, ZEdr o A fd Rl . AR GE
FAHH R GAEARTS, WA MCI i 1 R 3t 2%
T PR 1) E R

= 5 MK p-tau2l17 EFF X5 MCI KB B H A 85z

Tab 5 Mediation analysis of plasma p-tau217 in the association between periodontitis and MCI

SRURE FLAERM [LIEE3 O RPN
LA LYONA Pl LYONAT Pl LA Pl LYONAY Pl
(95% Bootstrap CDD (95% Bootstrap CID (95% Bootstrap CID (95% Bootstrap CID

e EE
B OHE B
AW N o~

2

0.180 (0.038~0.308) 0.020 0.150 (0.003~0.282) 0.044
0.195 (0.054~0.339)  0.012 0.159 (0.013~0.304) 0.034
0.202 (0.068~0.332)  0.004 0.169 (0.026~0.302)  0.020
0.197 (0.057~0.332)  0.012 0.169 (0.032~0.307)  0.024

0.031 (0.002~0.076> 0.028 17.04% (0.51%~78.31%) 0.044
0.036 (0.004~0.086) 0.014 18.57% (1.68%~70.59%) 0.026
0.033 (0.005~0.076> 0.016 16.41% (2.39%~61.93%) 0.020
0.028 (0.001~0.067>  0.026 13.99% (0.38%~49.39%) 0.038

REAE 1 A UL JE] 98 5 1K p-tau2 17 FAAH DG
i, (HATREMGE T AR tau 8 A S0
MRLHEL R o Carballo G K3, FJHREH
Il %% % FR 1k taul181 (phosphorylated taul81, p-tau-
181) Wk BEHAl R A 35 T, A Ji 4 2 1l 3% p-

taul81 Ft = A A 37 fE 5 [ X . Yamada 55 H] ELI-
SA VE XTI RAE £ RN p-taul 81 K HEAT T
KO, AR R B, PRI B YA Y p-tau 181
KV B3 T B RO E B . Fu SN oT & B,
AD 8K I3 p-tau 7K V- 5450 A i A wbk R 1A s 2
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FEPURR IEAR DG . DL EWFSR e, AR tau
W50 BERACAFTEAR DG . AP G R R,
TEE B L R I R 2 J5 13K p-tau217 5 4%
Il R 2 JEl 8 1 52 B 35 B A O, 2 IR 4tk el e
BRI PR S, F 8 98 LK p-tau217 7K
AR R R B T, OF R OR K p-tau217
HOETE S A ST fE B R 2R, 12K p-tau217 K F- Bl
F RSB K R R LTS . PISA A
10 mm?, i % p-tau217 7K - T 5 0.053 ng/mL,
RCS 50 #1if — 2 E S PISA 5 1L 3% p-tau217 7K F- 77
TEIE [ AR - SO KR

M3 p-tau217 2 AD H i fic Fi2 i 5 79 S0
MAIFR G, 13 p-tau217 %58 AD g Al
PR B 5 T 0 AERR PR © A8 24 BRI 98 Th 45 BIHIE
S O1 NTA-AA KA 1) 2024 45 (BT 7R 2% 1 2K
12 W R S A LT RR o) DRI N R A 1 SR
R AT IR 2 T R A VA 5 0 I R 2 T o 6] 4 R
(2024 Ji) ) PO HEFE LM p-tau217 4E S~ AD 2 Wt
MOCHEA bR . ABFRRAE R R, MCLALIN
I p-tau217 KB 3 T CN 4, 1L p-tau217 X
4+ MCIF CN () AUC } 0.839, Uil Ifil 3 p-tau217
X MCIA R i, X 5REEM 45 ie—
o AU, AR ER BN, TERCE
HLWEG, M3 p-tau217 78 F J8 & 5 MCT & Bk
FAFAE RO, A b HEA 13.99%, XiR7R,
P tau 25 FABERR AL, 7T BEZ A JA R HS I MCLE R
U BT E ML 2 — o

I Jl R AR 2E tau 25 FUBERR AL RO PR 7] 5 5 5 JH
RPN R GEEARE RAE A Ko RAELE tau
F AR R i B E IS AP RaE, A%
M2 45 5 SR A WA 2Z A 5 11 -3 (nucleotide-
binding oligomerized domain-like receptor protein-3,
NLRP-3) SEAE/IMACH 28 30T tau BERR G AN, 7]
T2 taw R H B EERERR AL FIREE . SRR
B, AN ZE (interleukin, IL) -1p W] 3@ #4075
p38 Z2 B JF G AL & H B (mitogen-activated pro-
tein kinase, MAPK) Fl/al 5 & B -3 (gly-
cogen synthase kinase-3p, GSK-3p) Ml il tau 25
PR A, AN, HABSAER T, WIL-65Y, iR
BEIH F--0. (tumor necrosis factor-alpha, TNF-o) ©
FEF S 2% -3 (Galectin-3) P Z 5T tauth
FIRBERR 1L . 2 J 98 WT 5: B0LI% A L NLRP-3
HRE/IMA | IL-1B., IL-6. TNF-a Fl Galectin-3 )¢
JE R T, R, RAE AT R R R R A
tau 2 FABERR LI (5 Sl B% . RRAETE tau I ELAY & 4=

b RAERTIEMWER . — I, RAE P 51k
TR 5 B, 5 | A i A R S PR A 8 SRE SO,
Jil tauw £ L FERERR AL AN S IR 4R s D5 — 7T, tau
9 FHL A N ) AR E T #h 48 SE SN, X A B
M, B ROEPETERR, N T tau 5 BEGE RS, 2
SISyt S S WA B T B RRE S tau 2R 1 BETR
CAEAEAR ENE . Jiang ZECOBF ST R, S RNk EA
JHL T P 25 0 e 3 3G /)N BRURE J5T H IL-18 F TNF-a
2eik, [RIBFREARIL-10 FIfEfbAE K R F-B (trans-
forming growth factor-beta, TGF-p) MRk, ik
P2 RAE , DT BOM 28 9T tau 28 (1Y 3 B W 2
b Tang ZFCIHFIRHE 11, 14 35 25 e AR L L g
T SO N RO S DX P 90, I HF tau 2K I
25 R 396 . JRER 181 RN R 231 15 i 14 5 B
WM ft . Yan SF G AN, ALK oYL BEFE
AD B K B AG I N 3 p-taul 81 By 3RI8 . (HRIE
BT R 75 A B 2 J8 6 S B p-tau2 17 T 18 4 1+
it — 25T

AR —ENRRE. |59, At
MCI 412 Wi & JE Tl R AE R 0 I 10 o 2R A 4
MCT 2 B 4518 B 2 I BRI IE . Hok, A5 S
HHEMBEAES L AN EUF . SRR S 20 A
FEAR I ET AR, FUERR, TTREAFTE
A2 fer A A fer o 56 =, BARIMZK p-tau217 7]
S BRI T tan g BRAR AR, AH AR S -5 R i 2 fa] )
EARTR R HLH L K p-tau2 17 958 HLHIIAS 5E 4235
o B, AU R WU INEAS B SRV A
7, REERLRRTHIET ZHAmKEER, H
MCI AL 2% p-tau217 /K 38 7T GE 45 52 )t 4% | 3%
PRl E IR A 220 2 A5 R I SR FIR 24 R 1Y
SEM, ASHIESE AR WA X SO R, BOTT T i X S
WM. B, A S 555K A EduHh X
[l — % = E R, W RefAIEFE & &0 Hu i Al
g FRAT A A5 T T 0 TE R A oy, OV LA R A
AFF 5% 45 100 At b A ] 5% B R A A B SV
R, RRADT Y REEA R, #HITE ZIE 22 R
W&, FHFLUPHXRS ADNEARED A, dks:
BV A il 6 5 MCTAH A BT FEHIL] -

Zi b, A JE AR JE MCI R XU 35 Jin i 3R p-
tau217 /KT E B fE B R 2, 12 p-tau2 17 7 fag il
HAE JE A& 55 MCT R o JAURS: 185 i i) DK e rp /i
BN, KRR, X MCTLR R R 3, R
FEUR 1 i R i A8 T80 2F i) S S R 00, 3 30 M
13 p-tau217 KF-, SO B TAESGA DI RE IR ,
B MCI ] AD AR KU o Aok, PRATADRE LSS
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TF A9 BB A4 2 A TR BRI p-tau217
KA, IS INERIAE p-tau2 17 /K-F-pAa I, L
HE— P8R R 5 p-tau217 Z [R]OCHK . thAh,
7 J 98 5 p-tau2 17 A S IR B AL AR 7 2k — 20 TR
w5E.
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