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1 NF-«B/IkB 15 S8 B B4 i

1.1 NF-«B/Rel fFE A% M EZTEE  NF-«B & H Rel FHH
FGE RO B AR, R Al i 6 A NF-«B/Rel
FGE 5L 43 3 NF-xB1 (p50 K HAi 4 p105) . NF-xB2 (p52
K HATK p100) . RelA (p65) . c-Rel, v-Rel #l RelB, H H p50
Hl p52 — 3% 43 5l B H A ARG AR p105 AT pl00 2R Tk, I C i
ANEA NG B 1 (transactivatian domain, TAD) , JG#%
SR TG M 548 DNA JF A 454 J5 2 30 0 0] 3k 5% 5, i
RelA(p65) \RelB #il c-Rel # C 353 & TAD, 54 DNA J7 51 45
G5 T A SR RE R A S, 388 G A B DA — 2 1 O 24 A IR
TR R AR B AN R 1 G S R . BT R B S 00 — %
A p50/RelA. p50/c-Rel. RelA/c-Rel Fl 6] Ji = B & RelA/
RelA . p50/p50.p52/p52 4, Hirh p50/RelA 75 £ Fh 41 i v & &
F 5, Bl E BT LA NF-«B, 1+ NF-«B J& 77 51 5 5 1 5% 5%
P AN TR] A SR AT AN [ ) T S 950 T A R0 X 35 R 8
4 S P A TR [

1.2 kBEHAZHMERIE kBEAHRHEHN R ZEM
5 : TikBa . 1eBB IkBe . Bel-3. 1kBy . 1kB3 . p100 A1 p105 Z¢, 1kB 43
TH N SR C I | E A DI REdE . N IR {E 5 RV X,
B BRI AL SURZ F AL BRI AL P P A 22 R
FRIEXS TP 1B M NF-«B 0 G 2w EEN, Hiz &
AL mi 5 1B 53 F 2 RAL BB A 56, TeBa 1 1B (9 C
WA —AE S IRE R (P) A E R (E) 2% 18 (S Hl# & iR
(T) M IX 38k, #k & PEST X, 0fi IkBe MR & 45 11X . PEST X
S AR AL AL 5 A FE T TeB YRR e M T & HR AR
ML ER E#ES DNA M ELEA . AT H DNA 5 NF-«B/Rel
TR S IF TR E 5 DNA 454 59 NF-«B & 4 M
DNA E4yE, Be4h, kB iR 0]t H C ol p53 541,

1.3 WkB#MEAY kB #E (kB kinase, IKK) & & %) /& 4h
SR A T B NF-«B {5514 523l B o A8 9 B AR A1 3R 77, IKK
TE SN 1R R OIS kB B 0 Bl TR Ak RN R R R AR
IKKZEEWH LA HAR, EEREEANTES IKKa,
IKKB il IKKy., IKKo Fl IKKR FR AL T 3, IKKY X FRE5H
WA, TKKa 1 IKKB A 3 K 4549 A48 81 H 30 ] IKKe A1 IKKB
TP BT 7= A B B AR B 2 A R AT . IKKe & Al
5 e SR FE 1A F-o CTNF-0) 22 7R 15 W 5 P ) NF-«B 32 (R %
1% 25 H (receptor activator of NF-«B, RANK)EF , #li NF-«B
H M DNA 45496, i TKKB 8 115 40 & A 56, Al {4
PR AR HE A S RE SR B I TS IKKY W3 [ B TC X
WA EA S5 8 G A B A S R B AR L 2 TKK
AWM NF-eB G,

2 NF«B/IkBIESEEHELSAT

{45 TNF-o IL-13. LPS AL O 48 SR AP R i 7
AR = Y E B Z R R 2 0T LB S NF-«B BTE k. 5400
Sy SEFNIGE B AT G B R BT E NF-«B 9351k, RE LR
TP AT G B 15 i 1 R AR TH] , {H i 283038 o IKK fif
1B B 815 % 5 NF-«B fi# 85 , NF-«B #80% - ,

TR NF-B 4 0 22 2 8 09 2 3k, DA 4 o 1nl 482 14 O
TR LR Y A5 B o B S N, . 7E AN Y M S 3 OE L R
BREE AT T L IE T 20PN NF-«B (075 1b 2k 35 76 8 24 7K F .
T R 384 TR 36 R i P Y B R 2 e L T 30 NF-«B i BE 0%
b, 51 TNF-o  IL-18 5517 48 P 4l M PR K i & i B i, 3X
SO 8 P 4 M I T BE— 22 3% Ak NF-«B/1cB 15 5 18 # . i5 & 8
Z BB BT A I R AR T R SRR S I B A 7
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XA NF-B U H38 , 52 o2 S0 1 ZE AL 068k T BOpL A Y
9 B IS N R 405 . NF-weB A 32 B2 61 S 453 R 7 B F 1B R 4
F. IkBo A% 52 NF-«B /£ F /9§ 36 B, NF-«B 9 3% £k # 1kBa
AN 5 A LY IeBe B I HEARZ N, 5554 TE DNA L
NF-«B %5 &, J- 6 H N DNA _LBLV% . BB lEZ &9 . &1L
B th e MO o LR EOR S E T — IS . ISk NF«B
AL TG pl05 MERIA L p5o [RIIR R I, i1 T p50 Bk
Z TAD, a4 PE4s AT DNA W45 7 51 it 30 6] #0358 3 Y 3k
1E B AR S A R R A TR B 2R AT, NF-eB 2 75 b F 3% AR 25
TR o] F i 47 (5 A
3 NF-«B/IkBE S @RS KKF
3.1 NF«B/IkBf55@ K SHRER RENMTERERNE
B LA AR R R R X — B 2 N T R B B Ay T Rk
S o 48 1L-1,1L-2,1L-6 . 1L-8, IL-12, 1L-18 , TNF-o
e A K P (NGF) %555 1 33 28 [ 7 4 1% 3% X A9 ) 30 F 5%
BT EECH NF-«B MIZ5 A0 . SR JE % B % R 108 i AF T
& NF-«B ik & T 1E % A H o 7E Munro S i 5 4b % 31k
Tk R TGL NF«B Al A8 2 5 TR B W B B 2, 7
TicBo 1t 55 P % ik AL B 00 98 B 3 T2 00 4 DA B A T O AR 2 4t
XiE— R NF-«B S50 ERN LR, HES5 LRSI
B FEMMA NF-B #0151 49 (4 J5 3 Bz ke » 28 Jz tho oy B0 7 3o 38 14
B . Fe A R TE N PR AR T 5 BE R NF-«B 1% 1 [ 5 B R TR
BLA 3%, R NF-B 76 45 8 95 14 % s 3 72 b mT BE B A 7 Al R
W RIVEF . XTI AY AT RE MBS A T NF-«DB 15 FH B &2 242, NF-«B
FE I A [ B BE T BB AE TR [R5, — 285%d NF-«B 2 /& FH 1
Z5IRTT R B A R Ak R R I R A B R SE S E] 4E L X
S8 25 W) T A B TE 2 5 e 20 LB A B Aot 1t 41 ) NF-«eB A
TWPER
3.2 NF-«B/IkBfF Tl 544 A 400 WFo0 HiE $E I &
G 1T R 0 HE A R I B % 40 (PBMC) Y B2 4R B L & TR
NF-«B 0 R5 W W0, 7E F LR 2 K AL B LA b L e
A S VAR 2 T 20 % ~ 40 % 1 IR 58 JIL 45 2 14 40 a5 Hh A A
NF-«B (& 3k , i HJ& p65 ik, X 1] fig#& /R NF-«B W] GE /£ 14
WU LA B WL MBS e fE ™ . XF SLE & A0 & i o —
Y NF-«B A0 2 0, 40 & 1 PBMC A1 NF-«B 7% P 4
TE X BRI 250 LR S TR A . 38 A B DR A B
AR ERRGE K I, NF-«B X5 B 4fl g 7 A Bttt B A 0 39 1E .
Xt H B RE v N B A R NF-«B 7 5 570 09 25 I 1%
B2, Al {fi NF-«B #9 p50 180, Mi 3R E 1 1gM A 1gG A K
WD BB dsDNA P Y 7= Azt W Gt i /00, 50 e 52 0y 44
AR SLE B b 1748 NF-«B {55 5 1 i 19 5 4 o i 53X
S 5Pt dsDNA | IgG 43 B VI 5
3.3 NF-«B/IkBf55# B SRR & 7E4b 52 5 R BOR IR
J7 AD BH WINESE K B, TTY 40 L NF-kB 3o B2 36 1k 2 5
Sk dERE AD B2 Pk 9 0 S AY FERE L b v 5 R W g 4 u ]
Vi F A £ 5T R4 M 1 NF-wcB 78 200 Jf0 A% 14 2% 355 . AT 497 761
55 NF-«B W8 ¥ 50 6 B AAE R

TE LIIZ R VE B2 46 HRRAE 9 TicBo Bl /1N BRUAY 20 Rz B 2F 4 4
Jittrp TNF-a AT 755 08 R 40 0 06 fh e A B -1 i 5k B &
TNF-a J87>, % B9 mRNA 7K B 800 5 1M 8 1 2235 1eBa 1
N B 58 S ] T TNF-a 4510 1 2 A 40 i 7% Ak e 1k 18 -1
B 7= 2R AR B AR Bk = TNF-o 8915 0 F AL S TKKR 5t
JE LU Z IR g Ik, H I NF-«B/1cB {5 5 #5538 B 0 F
R T T S 40 P R 1 A 200 L R R -1 B e R G
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VT AT 5 K I AE IR 5 IR At L 0 I W 0 L oL T vl S A
ZAR (FceRD AT LLif i 1kBa 22 & BR B 12 b B 4 it o 3476 NF-
kB NF-«B #3075 0] LI ] FeeR1 7% 5 A9 TNF-o (9 B
e RelBC/TO/NERUH B LB S AD B H ML L H b
CD4 " T 4l it 0 1 8 r 40 i3 35 1 . Tanaka 257 IE S, —Fp i
5 NF-xB i fb 1 58 3R I U1 IR 3CE AP AT Bic NC/Nga H¢
P /IS BB A B 46 itk o NF-«B BBf 5 AD B & R
K.,

3.4 NF-«B/IkBfE 55 HoatE R A% b EEhp
EEE ALk 5| R 2k B PR VG 495 B Bk Ak | B2 Bk T 9 T B I S i
P . REE T AN, AT LS80 DNA #5405, 15 5 LR
BB Sl %, B BTG NF-«B BT R (-1 % — S s
T, /N R T il SR MR, SR 5 3 o 28 0 0 Jey 38 oy ) 5
I8 S0 1 TT LA 00 ) 5 A 2 SR 1 B R K M L bk B A0 R
A CHT A R RS R AL R B 11,116
I TNF-o 4000 F (1 45 6. IR AME RS )S  A M TR TE
BN AL NF-B A 80 B 8 08 20 5 i 5L & U8 48 A 28 19 b 31
S5 B Y B4 B X NF-«B #9175 5 570 J0 I I, 12 78 K U %8
AR TT REJE 2 NF-kB 4 g 5L P e 3510

3.5 NF«B/IkB{E5 S K kIME NF-«B/IB {55 %
HRIA S B MR AR REMERM G ERNRE. IS
55 1M ye 2 B HRHT 0T B ARIT B ML . NF-«B/1kB 15 5 5 % 1%
A& T SN R S i, 3R B Sk A0 i JE PR B A N B 4y
S M . 95— 7 1T, NF-«B o] il i _E 842 20 i 77 3% 3 A
PEIET I e P =R P YN (T 78R il RS a1 D e

Torabian 25V JE 52 M R 4 1T # 5 NF-«B 7 3¢, Dimas
S A X B ZR B BT 5T b B NTF-«B 15 IR i s A ML %
YA, BFoE & B, B R bk B 98 vh NF-«B p65 5 J5J S A o
myb )5 5 R B #E K RE R B B, HAHCHLH AT
AE7E T4 Rl B0 I 7 7 NF-«B #3806 - H 5 c-myb
AR 57 55 45 4 TS c-myb Ay IR,

3.6 NF-«B/IkB 55 B St E ik R REIE R —
Al X BR PR A . B AT AR T 4Rt IKK /7 NEMO B
RAZFTH ., Aradhya 25U BN T 357 4 (0 & Q4508 B % p
277 {6 1) 5 A8 A i Horpr 90 26 JL Rl AE 4E NEMO H PR A i 26
SRR EBEAREDH 3 AMES NF-«B EAA X, =AW
FEAR A5 S

3.7 NF-«B/IkBfE 55 mMTE# W1 &80 2R aR
2RI 1] - LA A0 B A T 0 S R A 82 L I K B A T
FERNE . Rhodus 452 4% 8 7 1 i I Jok i ~F- 25 28 B 453 14 #
JTE AN B NF-xB 235 F+ . 5 40 M0 Pk T 40 i i3 i %
YIAH G 3278 NF-«B £ i °F & 88 & L hie EZAE A, 7
TS i - B BE A8 W h NF-«B 2 HA S0 40 fg ] TNE-
a IL-1a JL-6 1 TL-8 2R3k W] i 34 i . H 5 9% 0% 1Y )™ 3 72 Bk
IEAH S AT BRI A A R B IR RN R R A L R
T E R R AR B AN L R R Uk 4 NF-«B p65.ICAM-1
FEIR TR, HHEN] NF-«B p65 W45 ICAM-1 7= A 48 K Fl 5 9%
SN 5 DT 78 i 7 & 88 A AL h R AR AR A .

4 & &

#E—25 T i NF-«B/ 1B {55 5 38 # X 98 5 HL %L 4 7T AE T
G FE R 9 REVE B2 RS TR T R LS IR . BEE S T A H
ARk R, LA NF-«B/1xB {55 4538 #% 9 #0558 NF-«B 45 5% 1Y
R PE I IR B TeB 4 5 9 e B M R N A T SE R A
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L IR EZREAET RATTI2IR YT 0 K Ay IR 8 75
LIV BN RN T ARIGYT . AR AR R W) & 45 R L e
YA (procedurefor prolapse and haemorrhoids, PPH) [H it
I RCRAR T A5 R A, IRk PPH I A R A & BRI 25
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1 PPH FEIER

XEF LIV B Bl 1 R IR YT B 5 TR JT1E R 1937 4R
PRI FINFLAR . R T AR MRIE ORI 2 R R
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i K . 2000 4 7 3 BN L Bs B 36 5 T J it R . 2001 4R 4
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A f 17 R 9 LB B T 3 B AT R T ARIR YT R R E R A
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FART T 40 7 H], ENFFIE 5 TRH),
2 PPHHEBICRIEMFREE

PPH *} 2 B IR 36 75 AR Y7 B AE I e 2 b, 4%
MOZHIIB R R, AR NG IRE E A9 1.5~2.0 em B
INIE 20 2T, i — i s B R Ak A I A5 P AR AL S UL L4 R A
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2] L N B B S i . ZEIE LR b A 2 A g R T
HOGHPE IR K S RS M 45 5, JF T 1094 4RI T T B 2%
Ul MRAEILELE  PPH 3 5 W) A 25 S I8 VI Bk 16 R 2k 13 4 B
g 8 RS R 266 T 20 280, I [) BsF 5 ol 32 35 0 W) 45 » T 46 i s st 7Y
B R T o 4 T R R A Aot 7 T DA T B R A
MR FEAAER . T ABERATR RS TS FBRZ KR
THLUTEY [ ) HE(E T RE 85 T AJE AT TR L G 25 TORS 40 ¥
EACR R e STl = B el = W N = R S (U N 7
SN Ik RN L R Bh bk A 43 S 5 R 30 9 55 0 BT D e 2 e X
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