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HIE RN ABasss U5 10 HT22 41 fifd NF-«B
15 A M R AE - 7K S B8 52 M)

kL2, EEF, MEL, FER, Ham”
(1. P L K¥F AEMEAER, M 510300; 2. S FEZH XS, S 510080)

[(FE] BRI F %N B-TE M M 5,5 (B-amyloid protein 25-35, AB,s .o ) 175 (1 HT22 41l Jif #% ¥4 3¢ 5 7--«B
(NF-kB) {if £k Je 589 H - EV Al A R -18(TL-18) , TL-6, Jih 988 IR BE A - ( TNF- a)ﬂﬁ%ur] F5ik B SR HT22 40 i, HT22 48 Jifd 43
NEE AL BRG] 2R IRFEAL(0.000 9 g-kg ™) FIEE MR A R A AL (2.7,8. 1 gokg ™) A5 HAL BRI A ZS (L
B AIMA T ML 1 h J5 884 25 25 9 20 40 B 53 5 A AB,s s (40 pwmol - I") 24 h 58 F B S BD O v
(Western blot) Kz lll p-NF-xB p65 335K ¥ 5 Gl 9 56 1 4l 43 47 4% 21 NF-«B p65 #8615 40 ; FH i ¢ fo 9% W B ) s ( ELISA)
mml IL-18,1L-6 , TNF-o %K [ 75 it M S22 5% 58 i B8 A 3 5% 20 ) ( Real-time PCR) # ] IL-18,1L-6, TNF-ae mRNA #y 3 ik 1§

o S5 525 A AL BRI 1) TL-18,TL-6 , TNF-a 8 [ 430 2 H mRNA Rk 3 £ NF-«B 1& fL K -3 755 (P <0.05) ; 54517
éﬁtt&,ﬁLma/ﬁffﬁ o A it 21 B 22 A R S 20 I AR AR K F S mRNA RA s IR (P < 0.05) , 9f B RBIM il NF-«B {ffk, &i
BV TR AB,s 15 75 F HT22 2 A IE ST I, TR AB,s o5 M2 BEMEAE T, B FTHIL AT BB 540 NF-«B 5 A XK.
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Effect of Huanglian Jiedutang on AB,. ..-induced Activation of
NF-,kB and Level of Inflammatory Factor in HT22 Cells

ZHANG Ru-lan', HUANG Xiu-fang’, TAO Yan-gu’, LI Jian-jun', HUANG Qi-hui'"
(1. Sun Yat-Sen memory hospital of Sun Yat-sen University, Guangzhou 510300, China;
2. Guangzhou University of Chinese Medicine, Guangzhou 510080, China)

[ Abstract | Objective: To investigate the effect of Huanglian Jiedutang on the activation of nuclear
transcription factor kB (NF-«kB) and the level of inflammatory factors including interleukin-18 (IL-18), IL-6 and
tumor necrosis factor-a ( TNF-a) of HT22 cells induced by B-amyloid protein 25-35 ( AB,s;s). Method: The
HT22 cells were cultured and divided into five groups; blank group, model group, donepezil-treated group
(0.000 9 g-kg™') and low and high doses Huanglian Jiedutang-treated groups (2.7, 8.1 g-kg™'). The HT22
cells in blank group and model group were treated with blank serum and various treatment groups were treated with
corresponding drug-serum and cultured for 1 h, following the incubation with 40 wmol-L ™" AB,s ., for 24 h in model
group and treatment groups. Then the protein expression level of p-NF-kB p65 was detected by Western blot.
Nuclear translocation of NF-xkB p65 was determined by immunofluorescence assay. The protein expression and

mRNA expression levels of IL-18, IL-6 and TNF-a were respectively detected by enzyme-linked immunosorbent
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assay ( ELISA) and real time fluorescence quantification polymerase chain reaction ( Reat-time PCR). Result; As

compared with the blank group, the protein and mRNA expression levels of IL-1 8, IL-6 and TNF-a and the

activation level of NF-kB were increased in the model group (P <0.05). As compared with the model group, low

and high dose Huanglian Jiedutang and donepezil could decrease the inflammatory factors and mRNA expression

levels (P <0.05) and inhibit NF-xB activation. Conclusion; Huanglian Jiedutang may reduce the AB,; ;s-induced

HT22 cells inflammatory response and relieve AB, s neurotoxicity, which may be related to inhibiting the activation

of NF-«B.
[ Key words |

(NF-kB) ; inflammatory factor

BR] JR % 1 2R ( Alzheimer’s disease, AD) J& DL iC
123 2 RN B 5 SR AR A0E 00 P AR AT P, A
SRAE H I L) —FPE K. AD Y BE AR AIE 2 4 i
A AB LAY B & 4F B A1 40 Mo P9 4 2 % 1R 1k A% tau
R P2 B 20 ST e g 45 (NFTS) ' B3 M B 2
1 (AB) J& 51 AD fil & HLHI 8 8 L ABL s 2
AB HP py Bk B Bt 2 — , X R o1 85 37 Ko 78 1A ) o 2
M HA BRI o ABss Wil 4TS NF-«B 272
SR 9 o 228 R /N RS T 4T L 7 A AV 2 4 M PR f 98 3R
SEH F-a(TNF-a) , [ 40 M4 2 (IL) -18,IL-6 45, 12
PR 28 RAE AT B UE Ky FE BT AR B AT B 4 WA il 1) 2R 3K
B AB BE I ATTR N bR, 51 A A 2R 50 4 il D) g
Broksk Bl R AT S RERERGE " L B
K -kB(NF-«B) g1 55 — 51K p65 Fil p50 7 He4H 1,
LA 5 P 4 1 SXAE A8 A8 A0, 76 ABysss BIEKCF
VL p65S W] kA R A A 25 0E N A0 A%, B S BT
20 M 7 A AR 5 L S DX T4 6 3 ) NF-weB 3
P TT o3t 4 25 960 7 0 PRI 3 AB,s s B AL A 25
SRE XoF A 20 40 0 0 B MV FH 00 S AR AR T BE A R AR
RIT AD EZAEH

T 2 e T AR B L IR T R BB AR
T — 26 55 1 AR 0 A RE RN . H AT R BE g
BA | 934 i 25 9% 1 vh I LPS S 8k Ay e 350, [ g
Z B LPS 51y 1L-6 Ml TNF-a (B, PR AR &
AR . BT AR IF 5T R U H O R T T R
APP/PS1 WU FL P AD /)N BRUG 20 20 [ i 2 ) TL-6,
IL-18 & M X AD B9 4T % 4F I K HAE AL &l
B —2 05, HT22 il &R 2/ RS 4T
MR, B 20 B FE A RPN Bk O HT22
AR AN T B AT . 2 AR IRFF N 2 1 AR Ak
P 0 050, AT S HT R R R AR R R
I RIGIT AD & F 259, Wik i 22 23 WR 5% 1 4 BH 1
i), AN S 3l o Y R O Ao 1T
HT22 20 il NF-xB 3% 4 S % 1 B 19 7K1 59 52 1
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NEEMF PR AD ISR AD 1 & HLE
A 48t 52 3K 4

1 ##

1.1 Zh¥ 4nffe  SPF ZlfEtk SD KRL(3 A k)40
H R BT (200 +20) g, g [ H il R 27 52 50 3 )
O, PRI R A S S (3 B 4R ) 9%, S8R
YA AEIUES SCXK (1) 2004-0011 , 4 52 45 28 3ot
IR 2= S B2 S, fF & SR sh W fe
PR By x4 SR, HT22 40 M T o 1l oK 2% fh i
il 20 A s B SE 0 =

L2 2§ Rk EEMEIHELEI ¢, BF
6 g, B 6 g, T T 9 g AL, il K2FFhak il 28 & Bs
B 2 i 5 bl 4 A CHE 5 4 ) D 20110802,
20110413 ,20110616,20110919) , 2 1 [1] K 2 P i i)
20 R B RS O B K8, AT A 2015 (P E 2
Y FLE R T R FR I A, AR R OK BT 2y
KR A4 2 1: 2 (mL: g) IS (R RS, 135 245 W02
Je  BEFEI S £ B Al S B A 50% , i E
48 h, JE W 135 W, [ i 20 e, R 2% 0 K B 4R
TR 6. 48 g-mL R ER 2 AR IR ST (LM
25k A7 FR A AL 4tk 5 100801053 ) ¥ 2 45 Wk 5% H
ZEAR K B AL 0.09 g+ L7"; DMEM 85 3% % | Jifi 4= 1.
H B A (0.25% ) (3 Gibeo 24w, #1543 il
1181947, 1862835, 1320590 ) ; B s £h 2% b Wik
(PBS, b R FEFR A RA AL L5 20110725) 5
Hoechst 33342 e (o ( 1 3 = R A AL, L5
€0003 ) ; 1L-18, 1L-6, TNF-a fiff B 4 7 W Fff I &
(ELISA) 7 & (f [ R&D 2 A, it 5 4> 5 N
96400025 ,964001910,964001920) ; AB,,,; , — H 3£
M ( DMSO ) ( % Sigma A &, it 5 4 0l N
094M4822V ,090M01549V ) ; B-Jl 5l & [1 ( B-actin) ,
p-NF-kB p65 i ( 3¢ [# Proteintech 23w, it 5 43 7l
47 20536-1-AP, 10745-1-AP) ; RNA & Bk 7 & L il
el R & 0 & ( H AR Takara 20\ 4iE45 43
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Wk A1605A , AK2501, A1903A) ; PCR Bl 4t 4= T
A AR (R ) AR A .

L3 2y &g mes ML has Fa B
H ZRRFTH TR A EA, G4 8
R, 25500 & 4% 3 W 0K 3¢ T AR L 3R 4 0R AR R i
W AR T A R 0 LA 5 R
1A, 3 AR AR B, B 0% i B 7 4R U 4
IR R B (A2 2.7 g-kg™' ), MR & (42
8.1 g-kg ") MEH (Ff 6.48 g-mL ™" 5 3% it & H2 UM
FZEAE KAy A B4 0.27,0.81 g-mL ™ W) , £
FRURFFALH 0.09 g- L' ZRIRFIFMHEY , 25 (41,
RBERUZH R ZE WK S H R R ks
2mL,1 /d,E87d, B 1IREZ3 hEE T3
Jok 2 R B I, 3 500 vemin ' B0 5 min, B, B
WL, KIE, -20 T4 .

1.4 U2 Galaxy 170 S %I CO, 4 A 35 546 (14 [
Eppenddorf 2\ ] ) ,2720 %I PCR ¥ #44% ( 3£ [E ABI 2
A)) ,Reader M3 A £ Ifj fE B #5 [ ( 3£ Molecular
Devices /) ) , HWS-12 7 i, 418 i K v 8 (i —
fEA F] ), GCZX3 AU 2 1 L Uk X, % B AY (358 H
Becton /A #]) ,SW-CJ-1F 5 TAE G (TR ML HR =R
BARAWRAF)

2 FHik

2.1 HT22 853 7637 °C 5% CO, W&, 1
F10% fad g (FBS) i) DMEM 15 5% i op 85 557
T2 d TR 1 REESRE

2.2 ABy s FIZYIIIAER  ABsss 6 T B 1K
B 0,22 pm JELRITUE 7 37 CHfbaR IR E 7 d
Ja., fE - 20 C OB fF, MR 4R SCmk [ 13 ],
40 pmol L ™"y A, 1E FH T HT22 40 g 24 h n] ff
NEFRAE AD 40 AR, HT22 40 fi, 43 25 A
4 BRI, 2R RS AL, BOE MR AL R A A Y
Ao ¥k 12 h 5, S HA BRA S T2 H I
200 wL, Z 70K 5% 240 0 2 45 UR 5% I0L7% 200 plL, 35 3%
(7 (A= | 25 s 7 1) | B 8 P/ (A= B = 1
W 200 pL, K53% 1 h J5, &6 97 4 AL AU 2 B
ABys s [l KM 40 wmol - L™ "M% 7 24 h, 25 (41 hn
JC il DMEM 35529 .

2.3 ELISA &l 40 g N F & & 52 4 i LA
9 x 10°A/FLEZEF T 6 LA h 5 E 12 h, & LA
200 wL, 259 Al AB,s s A0 RS, A4S 2H 40 M 1 5 R,
1 500 remin"",4 CE.L> 10 min, 3% Bk 5 &
PO 45 47 TL-18, T1-6 , TNF-o % [ % ik 19 ELISA
W

2.4 SLEF PG E B R A W EE R N (Real-time
PCR) M 41 g I 7 mRNA £ ik 254 F1 AB,, s &b
RS WO ZH A A wrizol TR 42 BUS RNA 39 5% 5% i
¢DNA, ¥ % 3+ 4F 19 1L-18, IL-6, TNF-o Bl ¥ 5
cDNA 254 #47 PCR, 30 5% 5% O BAK & 37 C i
15 min,85 CJZ W 5 s A AL cDNA 45 1 &%, PCR ¥
WHBCN AP 95 C,1 miny52 ~ 56 °C,PCR L
1 min; ZEff 72 °C 1 min, & 40 53, 45 B K H
274 B mRNA MR KA B, S0 A 3 Ik, 4l
WA 1,

x1 EEHE3IWFT

Table 1 Primer sequences of relevant genes

S 5191 51 ’*thf’g
IL-18 i 5'-GCCAGTTGAGTAGGATAAAGG-3 156
N 5'-CAGTCTGTCTCCTTCTTGAGG-3"

1L-6 FiE5S'-AAGAAAGACAAAGCCAGAGTC-3’ 265
i 5'-CACAAACTGATATGCTTAGGC-3’

TNF-a [ 5'-TCAGCCTCTTCTCATTCCTGC-3’ 203
FiE S -TTGGTGGTTTGCTACGACGTG-3’

B-actin i 5'-AGGGAAATCGTGCGTGACAT-3' 452

FUiF 5'-CATCTGCTGGAAGGTGGACA-3’

2.5 RPETICRARIEKE M NF-kB p65 ik HT22
AR T35l 4 x 10° 4/ FL 1Y 24 fLb 855
F212 h, 25 F1 AB,s s Kb BE 5 5 [ A, 40 At 150
PBS ¥k 3 W, 76 % W T 1 2 WAL 3 15 min e
1% TritonX-100 fEE & F )2 W 5 min, ] PBS pE % 3
WIHEZERFH 10% W mEEERFBES
30 min, #RJ5 FH NF-«kB p65 $if& (1:100) % F &
1% BSA [ PBST( £ 0.05 B 11154520 (1) PBS) W3 &
2 h,PBS P& 3 W5, FH & 1% BSA i PBST fs B —
Hi(1:200) (Alexa luor® 488 #ric iy IgG) FEER T
WEOCIEF A0 M 1 h, PBS PRIk 2 K, 4
hoechst33342 %W (5 g-mL’])/E—.?,%]Eﬁﬁ[ﬁ 10 min, &
J& , 1 PBS YU J5 18 2940t W i i R S KR, R 5
FH Image-Pro plus #A: 43 87 K TR DO 6

2.6 EH 5 EIIEE: (Western blot) 41l p-NF-«B
p65 T F L HT22 4 3 32 %5 B 2k 10 x 10* 4~/
fL,6 FLAR 572 12 h, 259 J ABys s AbFRS , 42 BRS¢
MR 14 ] J7 248 B M1, 47 12% SDS-PAGE % Ji%
UK, WG e 90 V43 B 120 Vs L F% 2 PVDF JiiE I,
5% W RE Wy = R B M1 h, TBST (4 10 mmol L™
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Tris-HCI, 150 mmol - L ™' NaCl, 0. 5% Tween 20, pH
7.5) P 3 K, 45 5 ming il p-NF-«B p65 #i {£
(1:2000) ,B-actin(1:2 000) ,4 °C vk i % ; TBST
PERE 3 W, 4% 5 min; T — 4T (1:2 000) , % i T
2 h; TBST BEfE 3 ¥R, 4% 5 min; i ECL &G, GE
BERE LG Z G B 4 H Y S50 KB, 7 H B H &
R JE (85 % B-actin B H R Z

2.7 geiteEab B SR SPSS 22,0 AT EcE 43 b,
THE SRR DL & + s ROR AN TR S0 50 21 /9 L BCR
FHEAIR 2R J7 22 00 B, dH ) B9 22 53 9 2 o LE AR

SNK i, #r 80 K FH a =0. 05,14 P <0.05 K% RAH

giitsrE X

3 &R

3.1 X%F HT22 4 ffg 1L-1B8, IL-6,, TNF-a 7 & 4 5 Wil
28 P2 e ER L2 TL-18, 1L-6, TNF-o 35 1

& T4 (P <0.05); %107 4H IL-18,11-6,

TNF-a &Y RARTREAIA (P <0.05) , fi & &

i 7505 e BE G, IL-18, 1L-6 , TNF-o & B W T

K, HLBE%E i B8 1 = F) i LI T 2 45 UR S 41 /9 IL-

18,1L-6 ,TNF-a & 2 (P <0.05) ., WLEK 2,

*R2 HEMEFHN HT22 A IL-18,IL-6 , TNF-a R EH &M (2 +s,n=12)

Table 2 Effect of Huanglian Jiedutang on secretion of IL-18,IL-6 and TNF-« in HT22 cell(x +s,n =12) pg-L -!
2419 Fl/g kg ! IL-18 IL-6 TNF-a
=H - 23.513 +18.615 131.141 6. 125 361.416 £71.612
iy - 411.541 +3.414" 618.212 +6.512" 1611.711 +65.439"
LIRS 0.000 9 241.514 £9.561% 518.153 +51.562% 947.813 = 83.696%
W R 2.7 289.636 +3.575% 616.410 =5.375% 990.051 +631.525%
8.1 172.513 +9.612%% 412.728 +5.261%% 861.541 £78.514%%

E AR P <0.05; SR LD P <0.05; 5ELIRSFFALIEY P <0.05(£3 7).

3.2 X HT22 4l TL-183,1L-6, TNF-« mRNA 3 ik
MmN [A 9236 40 TL-1B8, IL-6, TNF-a mRNA 3
AR (P <0.05), H #AI4H 1L-18,
IL-6 , TNF-a mRNA k¥ B & Fas (4l (P <
0.05) ;% VAT 4 1Y 1L-1B8, IL-6,, TNF-o mRNA % ik
PR THIBIA (P <0.05) , B A 6 3% ik 25 1 Wk 2 0
fn,IL-18,1L-6 , TNF-o mRNA {3 ik & N, B
W i B i R & 4 A IL-18, 1L-6, TNF-ae mRNA
KPR T ZRIRFH(P <0.05), WHE3,

R3I HEMBFZAN HT22 4k IL-18,IL-6, TNF-o mRNA F iy
M (x+s,n=12)

Table 3 Effect of Huanglian Jiedutang on expression of IL-13,IL-
6,TNF-o mRNA in HT22 cell(x +s,n =12)

Eipil i i, X IL-18 1L-6 TNF-a
/g kg
Eag=| - 1.001 £0.025  1.001 £0.017  1.001 +0.063
(e} - 2.498 £0.102" 2.517 £0.019" 2.657 =0. 016"
ZAURFF  0.0009  1.789 +0.044% 1.905 £0.078% 1.992 +0.081%

WM 2.7 1.974 £0.571% 1.971 £0.061% 1.941 £0.572%

8.1 1.351 0. 052> 1.259 +0. 057> 1. 313 0. 018>

3.3 xf HT22 40l p-NF-xB p65 % (17235 7K T 1 5
W 578 AL B B AL p-NF-kB p65 75 1 ik
- 162 -

BB (P <0.01) ; ZRURSF4H B0 % i s 4 A%
Ve 7 2 [ R R 2 L8, p-NF-kB p65 #E H R ik
FEAR (P <0.05) , v B 3% fiff 55 1 e 7] ok 2 A 7Y
HEHRIEBEFFEI(P <0.01) , R4 %5 17
Al BE Sl ) NF-«B p65 @2 £k i ifif 0 ] NF-«B
T I A PO 3k B HT22 40 i R GE BT PR
ISR R, W4 FE L

F4 HEMBFHN HT22 452 p-NF-«B p65 BB RiXKFH M
(x£s,n=12)

Table 4 Effect of Huanglian Jiedutang on expression of p-NF-«xB
p65 in HT22(x +s,n =12)

21 51 bl l:u'j/g~kg’] p-NF-kB p65/B-actin
25 - 1.23 £0.03
LY - 1.96 £0.01"
L ISR 5 0. 000 9 1.57 £0.04%
WL 2.7 1.50 +0. 06%
8. 1 1.20 £0.03°%

W5 HHELHRY P <0.01; SEEH LHY P<0.05,” P<
0.01; 540K 4H Y P <0.01,

3.4 AFISHA NF-«B p6S A AFL =4
Hhag O OL EEAL T MUK X, BEA B A @R
DX, T TR 2 v 2 (0 5 DI 85 22 ik A (R X, B f
X R st WA AB,sss Ja il U5 & NF-«B
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prr-cppss W D « S - o0
[-actin S WS AN R e 43 kDa

A B C D E
A S GB BRI C S ARURFFA D, S8BT Y 2.7 g-kg 4
E. W& 8. 1 kg"éﬂwﬁlzlld)
Bl1 #HEMGSZx HT22 M p-NF-«B p65 & A RiZKFEHZM

Fig.1 Effect of Huanglian Jiedutang on expression of p-NF-xB p65
in HT22

p65 HEA U M 2%, 455 T 20 40 ML N Y NF-xB p65 #% 7%
FEBHMER B S AL B s (P <0.01) o o 0% fiff 7
AR | e A B R 2 AR SO b B R (0 SO
{7 FHEARZIX, NF-«B p65 4% 7% 17 BH 1 ¢ ik W 3 1 [
(P <0.01) , U B B % fif 25 97 B W] BE 38 i 1 ] NF-
kB p65 1AL L T4 ] NF-xB {55 30 I 5 2 4%
MR 5% 20 4% (09 T2 B4y T MUK X, A D & E A (0
KX, 5 80 % 1 e R A B, MR

g 0 ek 2 (0 A% DX P B R (8 SO A 4R DN NF-
kB p65 RS (7 FHAE R TR (P <0.05) , Uil £
ZRURST AR TN E] NF-kB p65 #4807, (H AR AR W
AT EmEmR AR, RS, K2,

x5 HEMEHN HT22 M NF-xB p65 %% {1 BE 14 K 1% B 2 g
(xxs,n=3)

=

Table 5 Effect of Huanglian Jiedutang on nuclear translocation of

NF-«B p65 in HT22 cell(x +s,n=3)

20 51 F/g kg ! NF-«B p65 #%# i B K ik
25 - 0.29 +0. 04
A - 0.92 +0.03"
Z AR 5% 0.000 9 0.43 0. 02%
i iR T 2.7 0.40 0. 03%
8.1 0.35 +0.05>%

WS A4 P <0.01; 5B A ED P <0.01; 55
WRSFALIL A P <0.05,

B2 EHEMBEFHI NF-«B p65 2% 5%

SR (S5, x400)
Fig.2 Effects of Huanglian Jiedutang on nuclear translocation of NF-,«B p65 in HT22 cell(immunofluorescence, x 400 )

4 itig

AD JE B R W, (AT NS R -
WHicE: WO BEZ I (A N4 R ] - IKE R
WIe) = Sk FH KW Z 0, Sk i TR, A pi ks R

27, AN “RYLCHEAECTAEMN” . £
KA BE AR T B U 4 B, /Hiﬁ,alfﬂi FE
i 5 2 S, L T R AR SR AT A

i AD g2 i B-TE M FE AR Y o B W 4 1 fik
AT A M EE— 26, AD k%m%ﬂﬂv)\ﬁﬁﬂ
MR AR MR, R EERL I, A R NEE T =,
LR, & BRI R 7 R
RAED] 7 AT 5] AP RK 2 s 5 A T
IL—l,Bi%HT BEE S 2 2f o) FHCAZ 1 B B ﬁ'ﬁﬁﬂ
HAZ RS, B8 R BUE R K e R
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Mori 25 BF 5% 1 R 7 Tg2576 AD K B A v | 1L-6
R S WA TR IR AR AT 2 X RE Y,
TNF-o (1933 B 5 7E AR BE PP B # 2 o0iR 17 1
WA B mEAREA Y AB RTINSk
NF-xB p65 A% K 18 Ak, #F 1105 5 7 A R M+
IL-18,1L-6 , TNF-a, SECM 2351455 78 AD 9 &5
HLH i BA CHEEVE A o TR, 3 3 B0 ) NF-«B 3% 4k
K BELIT 48 Pk b FR AT VR R VR YT AD ) FERLS . R
FRHL T R I 2% 5 AB TR T | 18 1 Bl 22 AR
WA T — R 2t B L 2 Ak

B R B U 0 R R AR TR R TR AR
TARUGMNAE) LT8R B K7 R AD FE HLEE
filt, BR O PR 25 W B A BRI RIRE - 4
75 7 4% R R O AR U e RE S o T AB T
FROGT it 28 40 i 19 1 FH T 8 3% 2l 38 AD gl AR 132
BT 2 2T e, W I A 2 2 F e 7 o
Vitie s /> APP/PS1 XU LK AD #E5/)N fUifE 55 CA1
[X. SP %t FMI A1 5 4l ) (NETSs ) JE 1 e B A% 1L-6,
IL-18 7K bR BF 5% £ 7R B 3% ff 75 % s AR 3 p &2
20 ML, k20 2 A B AR R, IR A E N, X AD R B
IEE . I IR BF 5 A0 3 W, B0 3% % 2 1 iR % 15 n
AD B S g, 6 LN A T RE AT B G Y Bl
PERI'™ o ¥R MR TR 1 W 0 2 AR 4 VE L 32 3] AD AF
FEEWTIZEN, A AT AR T AD (B2,

LARWFITAR R T IL-18, TNF-o, IL-6 5 AD f§y
RIAH EEM R, AB v 38 i & NF-«B 75 5 pf
SN R A AR ORE SO, AR S92 B 3 ok ELISA 5 ) K&
Real-time PCR Kzl S0 TE7E AB,s s VEHI T B ALZY IL-
18, TNF-a,IL-6 4y ih &8 & mRNA 3k F+ &, i 1£ 75
HEfETFHAEM T, IL-18, TNF-a, IL-6 43 W4 7K V-
mRNA 35 i BRI 38 2 e 5Ot ke U & B8 (1
ZH HT22 2l ffa 51 { A /> i NF-«B p65 , 4 i #% 1 JL
T AN ff 7 NF-xkB p65, #& Bl 2 H]  ABys.s
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