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M 7% & (lipopolysaccharide/endotoxin, LPS) 2 ¥ % [H 14 7
P BE SR 32 B R4y o F 3 FB AT AL A - O-45 52 P DN A% 0> 22 B A
fEB A(Lipid A), LPS #F AMLIKIS , 635 4l i T 58 5 AH 56 45
KP4y F I LPS. 5 & R M RAE N . A, B/ 2 i
Y R Ge LPS Ay 32 2200 40 i, G e 8 3 1 Ay 455 =R N 2
PR AR )5 Bl JRE L BE Bl B ER . D S AR e R T R
SN B W IR A BT SR 5 400 A s 4 B g K I 41 4 I A4
T LT BRI R LPS i B G0 4000, F 2R P9 e 40 e th 7T 78
M I8 I A, AR RRG 7 AR S W R LPSTY AR Uk
ARG GBI 48 AR TE BR LPS A G A2 iR i B O
1 mCD14

mCD14 F= %2 Lh GPL AR 4y Bl 7 B A% / 1 w41 e« v bk b 4
JiEL RS TR 40 2 18T L IC 5 S 445 ) R 3 B 7R il 5 5 Toll #f
ZAR A(TLROMEAEM S5 LPS W{E S5 S, LPS i AMETE
WG URGWIE X AETE, 3 0 I8 2 Wi 45 & 8 m fff LPS %
B BBIR L L LPS-LBP £ 495 mCD14 454 . F4%
LPS 4% 5] TLR4/MD-2 B 44 . #06 Fiitfs 55 S . LPSfig
AN F 1 LBP/mCD14 3k b, 42 & 41 g % LPS sk
P LPS 18 22 A4 2 35007 BV 3 5ok 10 1 B50son; S5 30
2 Toll BER K

Toll # 3% & (Toll like receptors. TLRs) % Ji% & K 4K % %
40 e 1 ) — A 2 &2 AR (PRRO 451 1 BE QR ~F L g
PN B R EERUE R R 4F . TLRs o 1 BUBS L 1, i
RN E GRARMELZITS A X EAS Toll flF 4
A LAL-D Z AR F 0 R R A 45 # TIR® ., AT & 0w
TLRs 45 13 F . 4> BB R 7] 14955 J5 A1 56 43 F 485 38 (pathogen

*  BEETE:EFRAREEI ST AR IS R B H (81001440),
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associated molecular pattern, PAMP) , 41 TLR2 0] {2 5| ¥ 22 fH
PETA B9 40 TR IR 22 11 TLR4 WJ2 LPS U1 52 14

2.1 TLR4 TLR4 J"Z RBTE AL/ B WA o P 40 i
K Bz ani . LPS RAMUASS AT /F T TLR4 T ifF iy
MyD88 & #i F1dE MyD88 4 #i 1 15 = ¥ T i 2 Wi B N 15 =
B R B RAE RN

(1) MyD88 K #i 1 {5 5 % 3% 42 . /£ LBP Fl mCD14 £ 55
T LPS #i¥iz & TLR4/MD-2 Z &%) . MyD88 # % 11-1 &Z {4
2% B4 R (1L-1 receptor-associated kinase, IRAK) . ffi IRAK i
PR AT 0 TS IRAK-1 B G 4 b A 5, 456 7 g R 5t
A+ 32 /& 48 5 A+ 6 (tumor necrosis factor-associated factor 6,
TRAF6) I fff Hi% 45!, TRAF6 i 1 Wi 4% & 12 #1715 = %
Tl vz R AT AL B AL R K TS 1 (transforming
growth factor-B-activated kinase-1, TAK1), [¥ fi# -«B. % 1k
NF-«B % 5 & % A 06 36 7 26 35 5 — 2 38 11 (mitogen-activated
protein kinases, MAPK) i 1%, # % p38.JNK.ERK1/2 %/ %
REHEFRE,

MyD88 JEAK M PE 15 = % ik 42 : TLR4 i 9 BL 5 TRAM
(TRIF-related adaptor molecule) /f A . # i 5 TRIF (Toll/IL-
1R domain-containing adaptor inducing IFN-B) 2% & , W iz 1k T
P Z M5 A F 3(nterferon regulatory factor-3,IRF-3),i 5 H
By FE R By %% 5%k . TRIF i Al 3 58 TRAF6 #75 NF-«B, i '3 &
i A S FE R kT,

TLR4 W] 4 5 LPS 4 Ak . TLR4 15005 85 8 LPS )5 41
JOE 5 A0 T 9 O A 1A ST B ) P TR L TR U BN . A
A /N LT RN TR T FIVA R R L& SRS &2 2R E A
TRV PR A B PELBS LLPS 52 UK PR 531 sl F AT 100 4% 2R 1 1) 3 3k

TEZE R R IR (1987 ~) M+, 22 g g | AE 1 & 05 AL
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¥ FHLPS WAL EEREAR . BRI LPS WAL R 5 H ¢
fife R G 5 A0 B IS AR AT 56 40 P9 A IR Ak 41 i 3R S s mT
3 5 L AR DY R S B ) LPS 5 S0 40 s AR A
LPS # 4 k 5 f5 455 580 v, LPS 35 5 19 48 E X 1 B B8 50K F [
fI5, H NF-«B 75 fb 2 2 @ 3t . At 34 2 oo 1
I IRAK-M, A20 S50 7] %F TLR4 45 (1915 5 e T 3 i b 410 1
i . TLR4 i85 HAth LPS 2050 52 44 A 1Py [] A0 1 29, 36
[l 2 5 YRR HLIR S fr

2.2 TLR2 TLR2 J&# 2% BHE 8 1 32 B 5 52 14, A B
LPS A S410 LPS . {2 TLR2 5 LPS i3 fl 181K .
2 TLR4 77 78 BF 40 Jg %F LPS 89 5 5 % TLR2 1 & 5,
TLR2 5 TLR4 4776 b W 4E FH #0522 XTif 32 /E . B AE LPS
B R Sy L B2 P, TLR2 5 TLR4 #8525 T (555 %1
Wy e sEY . LPS #3 AT 5 8 TLR2 mRNA 7£ 1§ . JiF il 5 1
Fik LA EFEM R BT M., AV R 7E LPS il
¥ N TLR2 M H KRN L KW 7E LPS 5 g 3 [ i
ETER R OLT - TLR2 (& 1 K 7 N 5 F

3 BEXZEE

15 18 9% 5% /& (scavenger receptor, SR) 2 5 W 4 it & 4 A

2 JER 25 A6 1) = R A BB R 1, LA A5 B B T I o B s R P Al
U A ARG . FT 402 8 AN KM B SR A~H., Lk
WFSE & B 5 Wi 40 A 2 187 ) SRs HL A 45 & R0 I IR 40 B Sz LPS
MIYER . b SR-ASR-B EHEZ/FWAMELE S 5 KK %
PEM F 2 SR,
3.1 SR-A A SRFEZXTREZEMLME V4. H 86k
U5 1R 40 B L AR 5 o0k 0 L R 1 D ORI 4R B I L R LPS 1Y
Btz 4. SR-A [ 5 LPS fy Lipid A 254, i it 52 kA 2
TR B 1 AR T 34 A2 A T % LPS [ P9 6 T TR B & VA I K
P+ 42 56 0% 2 IS T R 4 PR B AR L B A . 5 A LPS Z AR
[ ) /2 SR-A A 11 LPS AL I B AN 23 B00E B W 4 i L i =
RIEN BRI RER . SR-A K3k 07 1 o] {2 if RAW264. 7 41 iy
454 Ak LPS, I 30l 42 5E N F B B NF-«B 54k, SR-A
MRS TLRA WS M 5% SR G, — i LPS
3 W 00 D SO 19 SR-A T ] TLR4 75 5 19 40 M 35 Ak
AT R AR 26 E IR A R 5 S — O i, LPS G 80 1
TLRA FUHE S5 S0 5 AN SR-A £k ERS, Hing
SCHRARGE L LPS fill ot SR-A £iE ) [ 5 TLR4 5 55 558
HE TG i i p38 155l R T .

SR-A I R 3d i R0 22 B PR T R By LPS T H 3 5
B2 M B A A O 2 R A 2 I B A B Y TR B2 A
SR-A H [F i B /)N BN B 32 2 41 1 SR gy FL o 2% B B A
W fE Ty s 0
3.2 MARCO MARCO {3k F M % X 1 B v 40 5
i L I 200 i A W A L PR L 254 5 SR-AT sy A 8L i
B4 SR-A AT RE R4 AT 5 SR-A AW B 255 . MARCO
B SREA T B8R 2 o BE 45 A4 38 AEL A 254 11 e S 45 A 3
ELA 254 A R 1 M LDL i 4 AT, AT 53 o e C R s
SRCR Z5M L S A S5 4 » 25 B W20 M XF 5 22 PH M 1 4 >
IF 1 T o e o AT L A LPS & MARCO £ 5 K%
o N ) AR, A WF 5T B R . MARCO [ 2% 35 7] %2 Toll
TR I MyD88y 4 #i F1 4l MyD88 4K it 15 5 e T i 42 14
¥, {H MARCO F1 SR-A 7E LPS 53 E Wit 41 o 19 48 1 ] 7 ¢
AR AT AN TR SR-A R ] LPS A3k B g 4N i i 5 1Y
IL-12 R, /R MARCO B0 m] i 8 TL-12 ) BT
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3.3 SR-B BZA! SR Z i K32 MO8 Ik B Z W 0L . 73 SR-
B .SR-BII ft CD36. 2 5 HLIA g S A 3l ik ok o 6l A6 T2 1
SARA AN OSBRI T A B R 0 BR A AR Ak #2 . SR-B T
CD36 5 LPS NALIEBR A &, A % SR-BII 4 B & X M WF 55
DI

SR-B I EZFENFNE B EM R Ig i R b 3kik . 55 %%
Ji 2 10 A B R R R L R BT S R AR R AL I R 2
PRSP HF A, SR-B 1 7 5 LPS BB 45 45, - ¥ LPS (1 #
B HERREY . SR-B T SFE /N BRUXE LPS i S LPS fk 5 A]
FEPH T R A S RAE R Y . SR-B T 25 T 40 i X i
b LPS {35 B » B 3X F i B 45 JH 72 HDL (9 A B T sk 2 8
el LPS wlii ot TLR2,TLR4 f# PISK/Akt {Z 5 il % 5% 1
SR-BT ) #is", NF-«B g% Ak SR-B T % 3k A2 61 98 4 1
FTT . SR-BT R Al # ] TLRA 5 51 NF-«B (7% 4k .

CD36 J& — 55 SR-B | i B W] ¥ i) B 4% 25 (1, 7T 7 1 /)
M B/ E WA A B SR A0 M A 2 A A R R s . PRI
B1,CD36 Al 32 5 3 2= P Pk T R A5 22 B MR T, OF W]
TLR2/4 4K 1) INK 5 5 % 550 3% 98 1 LPS I S M {5 5
L2
4 BERERH

E %€ & 11 (membrane-organizing extension spike protein,
moesin) J& ERM (ezrin, radixin, moesin) Z& & R 22—, F# i T
W/ E SRR R . FIRPE SN moesin F EAE L G 4
Jf B S A A0 O TR IR R B 2 Bl b R AR T L I AR R
WL 25 LPS i S 1Y RAE B HT moesin HT 7K B ] & 4 i
e LPS %138 5w 40 M B i TNF-o, J F 3 47 LPS 1E
moesin-/-F /N AR N 51 1 98 AE 2 00 F I L A BRAALAIR 3 4%
B moesin 25 T LPS 3 S 19 46 e 5L i,

moesin 7£ CD14/TLR-4 {5 S F i M EH M @,
LPS 7] 5 moesin 1 C K ¥ 45 & » /& ¥F moesin ) 3 5 F1 #5 2
. 7E LPS Had # i, moesin IR 4 55 CD14 HHES5 , JF ]
5 TLR-4/MD2 B & W% 4. P W moesin J5, LPS i F )
MyD88 5 5 il f# Bt B 87, p38 . ERK DL Je NF-«B 9 3 1k 3
EE TR
5 BEEEE B IKEREE (acyloxyacyl hydrolase, AOAH)

AOAH Jf9E LPS 1 5| 32 44, i & — Fb Py 1 LPS K fif
fity , 5 LPS i Br A LPS AR K SZ K SC R 800 B ks H— R g A
Lk . AOAH L% 50 i F HF KCs B 400 L B 5 4R 40 i 45
AT PETE K LPS AYNE BT A T5E 40T 3 Ak 14T b A K 2% 1 ik 42
fRAF LPS 1y Lipid A 544 2 8 M i8¢ AOAH FEfg ©. /N
WS LPS J5 i 4 ) AOAH mRNA 3Rk K P
VIR AR R . SORE SO AOAH AT 7E i YK A LPS, o] 72
M A o = ok S AR VR T L H AOAH J 4k /K fif LPS 1 3% 11 % Hig
Mg . AOAH & AT K ff 45 == B Mk MR 1 9 LPS, [ iR )5
] LPS(deacylated lipopolysaccharide, dLLPS) 7] i@ it 5 LPS 3%
46 LBP.CD14 s il 1L-8 BB ifi BHL% 58 B (1) LPS
H i . W5 & B, LPS WL 56 2 LPS 5 MD-2 45
B AR AL, I HE W7 dLPS fy 75 TLR4/MD-2 54 2 B
ifif BEL I LIPS fl J 381 1

I 7R s Aoah— /— B /)N BRUFN Y Az 80 /)N B[] B 0 ok 132 A
LPS, Aoah—/— /N U T A= B /N BUBE 25 B R I AL AN AT 1y
JE R R . i e ik AOAH & [ /N B, LPS Boib Je k&2
FC I A= RN BB L AT DA sl 0 B B LM KT, R LPS
B 22 R R A B Acah —/— BU/NBURT Acah+ /4 B/ B
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A7 R RAE R FETC X Y, 4 LPS #iAb #% Aoah—/—
RIS B X K 35 A TR 8k O O BURK, TNF-o 1 1L-6 14 RS Tl
FESR , HAE 0T R A I B0 24 h N BRI R AT oK B
BT, 4% AOAH AR 7E LPS Ja& Y 1 e 1 5 38 W A% 4 928
20 M T P AT A Y R RE B R LA B PR
6 B =

LPS i 5B EHZME . ZREMFS 50E 40
. MY KA T2 LPS B 5 M R
N e PN e o N/ DN e S (Ve I P N
0 AR B AR B A/ W A R R 9 B L KT LPS, 9F
Jo B S AE FPL S AE SR L MUK S 2 40 . XS5 LPS Bk
77 315 A% 10 AR A XL 32 R 2B W K 43 7 =2 [ T 6 2R Ak
— BRI KA B T W B0 e 25 5 19 28 BL A Ay i R e
BEAE B I8 B2 LT 0 B IR A

SE

[1] Stuart WD, Kulkarni RM, Gray JK, et al. Ron receptor
regulates Kupffer cell-dependent cytokine production and
hepatocyte survival following endotoxin exposure in mice
[J]. Hepatology,2011,53(5):1618-1628.

[2] Akira S, Uematsu S, Takeuchi O. Pathogen recognition
and innate immunity[ J . Cell,2006,124(4) ;783-801.

[3] Kawagoe T,Sato S,Jung A.,et al. Essential role of IRAK-
4 protein and its kinase activity in Toll-like receptor-me-
diated immune responses but not in TCR signaling[J]. J
Exp Med,2007,204(5):1013-1024.

[4] Sato S,Sanjo H, Takeda K, et al. Essential function for
the kinase TAKI in innate and adaptive immune respon-
ses[J]. Nat Immunol,2005,6(11):1087-1095.

[5] Hoécker H,Redecke V,Blagoev B,et al. Specificity in toll-
like receptor signalling through distinct effector functions
of TRAF3 and TRAF6[]]. Nature,2006,439(7073) :204-
207.

[6] Hong Z,Jiang Z, Liangxi W, et al. Chloroquine protects
mice from challenge with CpG ODN and LPS by decrea-
sing proinflammatory cytokine release[ J]. Int Immunop-
harmacol.2004,4(2) :223-234.

[7] Wang Y. Yang Y.Liu X,et al. Inhibition of clathrin/dy-
namin-dependent internalization interferes with LPS-me-
diated TRAM-TRIF-dependent signaling pathway [ J ].
Cell Immunol,2012,274(1-2) :121-129.

[8] Wang L.Zhu R, Huang Z. et al. Lipopolysaccharide-in-
duced toll-like receptor 4 signaling in cancer cells pro-
motes cell survival and proliferation in hepatocellular car-
cinomal J . Dig Dis Sci,2013,58(8):2223-2236.

[9] Ohnishi K,Komohara Y,Fujiwara Y.et al. Suppression of
TLR4-mediated inflammatory response by macrophage
class A scavenger receptor (CD204)[]]. Biochem Biophys
Res Commun,2011,411(3):516-522.

[10] Mukhopadhyay S, Varin A.Chen Y, et al. SR-A/MAR-
CO-mediated ligand delivery enhances intracellular TLR
and NLR function, but ligand scavenging from cell sur-
face limits TLR4 response to pathogens[]J]. Blood, 2011,
117(4):1319-1328.

FTHRESF 201345 10 A% 42 545 29 4

[11] Xiang Q, Wen L, Liu MH, et al. Endotoxin tolerance of
RAW264. 7 correlates with p38-dependent up-regulation
of scavenger receptor-A[J]. ] Int Med Res,2009,37(2);
491-502.

[12] Bieghs V,Verheyen F,van Gorp PJ,et al. Internalization
of modified lipids by CD36 and SR-A leads to hepatic in-
flammation and lysosomal cholesterol storage in Kupffer
cells[J]. PLoS One.2012,7(3) :34378.

[13] Chen Y, Wermeling F, Sundqvist J, et al. A regulatory
role for macrophage class A scavenger receptors in
TLR4-mediated LPS responses|J]. Eur J Immunol,2010,
40(5) :1451-1460.

[14] Vishnyakova TG,Kurlander R,Bocharov AV ,et al. CLA-
1 and its splicing variant CLA-2 mediate bacterial adhe-
sion and cytosolic bacterial invasion in mammalian cells
[J]. Proc Natl Acad Sci USA, 2006, 103 (45) . 16888-
16893.

[15] Baranova IN, Vishnyakova TG, Bocharov AV, et al. Class
B scavenger receptor types I and II and CD36 mediate
bacterial recognition and proinflammatory signaling in-
duced by Escherichia coli, lipopolysaccharide,and cytosol-
ic chaperonin 60 [J]. J Immunol, 2012, 188 (3): 1371-
1380.

[16] Huang HL, Chiang MF, Lin CW, et al. Lipopolysaccha-
ride directly stimulates aldosterone production via toll-
like receptor 2 and toll-like receptor 4 related PI(3)K/
Akt pathway in rat adrenal zona glomerulosa cells[J]. J
Cell Biochem,2010,111(4) ;872-880.

[17] Shibata N, Glass CK. Regulation of macrophage function
in inflammation and atherosclerosis [ J ]. J Lipid Res,
2009,50(S1) .277-281.

[18] Baranova IN, Kurlander R, Bocharov AV, et al. Role of
human CD36 in bacterial recognition, phagocytosis, and
pathogen-induced JNK-mediated signaling[J]. J Immu-
nol,2008,181(10) . 7147-7156.

[19] Takamatsu H,Espinoza JL.,Lu X,et al. Anti-moesin anti-
bodies in the serum of patients with aplastic anemia stim-
ulate peripheral blood mononuclear cells to secrete TNF-
alpha and IFN-gammal J]. ] Immunol, 2009,182(1):703-
710.

[207] Zawawi KH,Kantarci A, Schulze-Sp? te U, et al. Moesin-
induced signaling in response to lipopolysaccharide in
macrophages[ J]. J Periodontal Res, 2010, 45 (5): 589-
601.

[21] Gioannini TL, Teghanemt A, Zhang D, et al. Endotoxin-
binding proteins modulate the susceptibility of bacterial
endotoxin to deacylation by acyloxyacyl hydrolase[ J]. ]
Biol Chem,2007,282(11) .7877-7884.

[22] Kim HM,Park BS,Kim JI,et al. Crystal structure of the
TLR4-MD-2 complex with bound endotoxin antagonist
Eritoran[ J]. Cell,2007,130(5) :906-917.

[23] Shao B,Lu M,Katz SC,et al. A host lipase detoxifies bac-
terial lipopolysaccharides in the liver and spleen[ J]. J Biol
Chem,2007,282(18):13726-13735.



FRES 2013510 A% 42 5% 29

[24] Munford R,Lu M, Varley A. Chapter 2:kill the bacteria
and also their messengers? [J]. Adv Immunol,2009,103
(3):29-48.

[25] Lu M, Varley AW,Ohta S,et al. Host inactivation of bac-

terial lipopolysaccharide prevents prolonged tolerance fol-

.z . .

3567

lowing gram-negative bacterial infection[ J]. Cell Host

Microbe,2008,4(3) :293-302.

Wi B :2013-05-20 &1l A #:2013-07-28)

DIE T X R R

100093;2. # = FEXF O FHH T, EF K 400038)

(1. 7% 316 & Feda = #F

KB ST AT AT ;IR F T Rk SRBTHK
doi;10. 3969/j. issn. 1671-8348. 2013. 29. 044

Vit & k2 2 55 0 & R 0 BT T (psychogical intervention)
S EORBEE MM AL, 0T B TEL A ISR T T A T
XA 25 R XS — 8 X4 0 BT Bl A RRAE 84T R ) it
TRZ W Ll 2 e A ) U H AR AR B R . 20 TEZEOKR AT N
BT I IS R R DGR 0 BT B B A AR YT T
Bro UL BT PO SCHRRIT R R A 0 AT T s B BT W K
BT AT . AL T AT 24 00 B AL &R 97 BE
HHE AT AETE AR N R B A OSBRI T B A
SO L BT BT AT SR A
1 LDEFHR=Z£F%
1.1 — 2T —Z%T W FR A kR {2 #F (health promo-
tion) , J& 8 76 W5l AR g LIS R AT AT O R AR R AR S
o TP 1] 8 58 AR 58 A 2R s W e e 2R 0 O =X
JO7 384 B B R AR 0L A A HEE ) 4 9 A S R O L A O B
SRR R A 5 3 P AL B LB L AT A I B G L f B TR A
SERE I BN AR ol S ) SO R R AR AR IR B SR L N
B2 ) AR T VHRBEF G WO L O I) A0 3% 07l A= 1 PR
VT ZE R Ty 5 R FUNE L IO R S K A £ IR TS
TR & A S0 BRI . O A O N B O AR R B R
AR VB 55 L YA T ) I 4 R 3 RN L R T R A T B
ST B S g AR R G AR A O L Y R AR W
A N A B AR X B AR & AR KRS E S
(A P AR T ARURR 1) 1% SR B L, B SR AL 22 RE ) TR A T
DAEHE
L2 TP 90T B AR BB 74 T i (preventive in-
tervention) , Ji 5 A BT 0 1 1Y R W e ALK S B B 3% 0% o R 47 [
EIUEL ) S TEURIREIE S DO RN A R YN PPN - 3 i
AT TR M T 100, 0ol 2B BRI I B BE . SUA R BN A
[ 2 47 3 4 T 71 Cuniversal preventive interventions) | 1 £&
5 )5 F 5 (selective preventive interventions) | &f X 4 0> i i
15 55 JE AR AE 19 B 48 S5 £ T 7 T 10 (indicated preventive in-
tervention) , TR BURBAF . R T Hi Ry F Z AL 2
I 76 61 P 2R e m R e B 2R REL BT LR A ) o R L 9/
PR R 5 S T AERED
L3 =W =R T WA RO HIEYT (Psychotherapy)
JE DABE 220 B2 0 & Fh BB A R 18 5, 08 1O LR IT I

EB B AL 963~ {l TALEIN, TENFAZEANE T .
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SR AT L YN AN R DU E A B A A B 5 B
SE— R R P B AR DL R B AR DG R g A B i 0 B A
HARBGE B E O LU BR 7 IE 8B O 2 R A AR
Y5 26 T S AT D A A B 1 A U R R S 38
F W B B0 BLR S FAT S 77 3 DT IR e L 3 B L B
BRSBTS T 0 BT 09 1 M o
B IE & RS ) IE 3 07 kR, SR HLEH T HAE
B A 5 A L I 2 18 M R R DL B R VP & E
AU IR AR PR AT O R A IS JHE LR R L Rz L
I VR IR A

2 OEFWAE
2.1 Kith 2 197 ¥ (psychoanalytic psychotherapy) X FR N
O IR BT OIS ) ST L e IR s BB T RS . BRI T BR
rh A0y A IS 10 BT 5 0 N0 B AT I R A A 2 R AL
IR P R H A OAES S B CUR M bR R F R R
YR AR A O B AT o, HEAE AR A
1 B BRA BE BT R AE B 0 AT A R L AR R S M R (i
Wi A R HAR AR 0] B 51 B ARD T R B4 T B S 5 R
TR TR o 4 AF B 3 100 3 0P SR AE — B A5 AR AT R AL & i
ZoAE R B B O bR L TR L SR R AR S T 0k T B R K R
FVLE U R 25 O 0 S 4 ke A A T RO
EC AR AR B SR BT I A
2.2 47 HIRYT (behavior therapy)  MRHEAT By 2%~ B 4540 S ot
PR B S 0] AR o JHLO B e A G D R R AR AT AT e Ty
THT P49 A A L AG: £ LA K B 058 52 ) BRI 20 L R i 1R AR AL E
L 28 T T 1 L RS AR BEAT S SN SR IE R BR R R
AT S — R IO S5 A R AT R, AT SRR
NI 25 B AT 2 N IZ 2% 2708 (1 0 SR 05 vh 2 ST 13 R 10, S 4T
Sy 58 4 T il 8 A 27 3T ok RS R AR L MR R 4R AR 1 A 1 R ) 3
V8 s I 2T BRIV 1 AT R

AT 97 1 I 2 T4 48 B 28 VEAT R IR T R AE AT T k.
BRIk AW . BA AT O LN R g 0L
WL DOST i R T I R E R 4 BT A S . BRAEE
AT 97 15 L AN 22 5 &S AT s A,
2.2.1 RGBEBOE  XFRNPUARMT E B ML A
HNSI ) 1 JIL P ORA PR 75 5 AR 48 8 Y 1 4 IR S R AR T e





