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Hemodynamic Disorders, Thrombosis, and Shock (1.7 E)HE &

 IE, e v )
MR & FAREOREEE D72 0IZIE, BERDIER ThHD & +HRAFRAZ U ANIER ThHh D Z & PNE,
IERHDOERAL AL A MEREHE L MENE, BEESHERINTHND I L,
MR 2 e[ DS A BT 70 D F THRIR IR Dl &,
—J thrombosis MARIE : MREEF DS AN Z 5,
embolism ZE% : EEE Y0 B H,
infarction FH3E : embolism DFEIZ, Ak~ it W — M fu 58
hemorrhage HiIfL : M/E B IZEERE L 2 720,
hypotension 1K 1ML/ : KL DGAE—T a3 v 758

I Edema V#iE
FREENGIREE D 60% 13K, FEIZK - Mifast=2 @ 1 -
edema : [FEFERREIBR~D KSR H O #EMN

hydrothorax 7K, hydropericardium /CoE7KIE, hydroperitoneum f£7K (ascites)

{anasarca 5 KiE
PIEVEAIE « M Fm T K D58 2 ES M

hydrostatic pressure ##7K/E vs colloid osmotic pressure JB'E{Zi%/+: Table 4-1, Fig 4-1
/DR 70> & BV~ D K G5t = /N IR C O 7K A3 A
D BEDOREROEHRF 531X Y v 8 D HHEH =lymphatic drainage HEE( K LT —2)
— B A IS (thoracic duct) % C I R (ZE8HE THFROIC R 5,
XU LR RAZE - IR ORHE AT &0 AR PR R — T

BHRBIZEY T MY U AERE KSR -1 E
transudate YRR : # > X7 EHZ LV, FEE 1.012 BLT, KITFEHRE
exudate B MK : & X7 EHZ\, HEE 1.020 UL b, RAEMEEIE = A

S OIE & A EITFE K,

W2 X0 AT DR,
B e,
1) Increased hydrostatic pressure Ff/K /= -

MENED R EA—fREREEIC L D, eg. T IO RIEF R MARIE — V3 IERE 7,

25 OFIRTE _EA-. 28 PEi7E <—congestive heart failure 9 o P AL A D EEREIR FIC XL 5,

=D E | B e | > RET7 LV R AT 0 UE(V=/-ANG RYEENC X 5 Na& K5 HTH)
—MENHEE T >FIRE T > Fig4-2
18I - A HIR, FIRAD or 70 R AT v o ehHUAl

2) Reduced plasma osmotic pressure [R5 EDK T <7 /L7 I 2 ORI 728K or A EAK T
nephritic syndrome R 7 = —BIEGRE - SRERMIABMIME BN RN < 2R D =717 WA,
diffuse liver diseases OVF AAMEFE R (eg. cirrhosis [FAEZL) .~ b
I/ N NPPAN l—"‘»o
{protein malnutrition % > /N7 B /KZ TNT S L ARIE
MR B TIZ LY KGZHE~BE— BT B e | > RV A7e/0E

3) Lympbhatic obstruction U > /¥ FH%E
lymphedema Y >/ VRfE—RIECIEBEZ L HAZEIC L > TA L 5,
eg. filariasis 7 ¢ 7 U 74E : FFAEBURYYE, BBEO Y LoNE Y LNEIOZE LU,
—elephantiasis G2 SE - FMEER & T I O FEE 115 B 70 T,
FUREIRIROBRD Y 3Gk, U BRI,
—peau d’orange (orange peel) A L o P Rkk- - K G i O VFE,
4) Sodium and water retention 7~ ~ U 7 I & K53 DI

o EEIN—R M-8R E T BERERE |
eg TE IR R ERIR R . BMERA 2
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MORPHOLOGY
e TRE OV FEAPERIE L . RPTHIEE (dependent edema gt T HEZIE) N T U,
ARAg JE PRV IE « OVE AMVRIEO I X 5, - JRIEMERE  f5 M3 & MERBE),
FiAKNE : 2 DARE AL T2 2 ENE 0, IROEBMME OFKTE T,
s & B A4, ARDS(AK MR 858 SE i) 2 Hig, MYE, RIS DOBRIC S b s,
I T3 < 72 0 . IMIENTIA S A D,
JRETHRE (BEOMEE) ORISR or AR iMZE, & i EMERME

SR & DEIfR
IR & 72 DIRENTFAET 2 2 L 2 n T OB EEETLIHE LTV,
eg 7K NE « HLRHEREIR T, AR L I T AT A 7R BR BT K
IV« REGEEFLDS DL =7 i 38

I Hyperemia and Congestion F&Ifi. & 9 - Ifi.
hyperemia Fe 1. : FHENARDJLGRIC K 2 Wi AR EHEINIC K 2 REEh IR AL,
—RFH 2 G LMK Cli7- S D D THRS 2D,
congestion 9 - Ifil. : A & OFARMGEHFETE (C K 52 BA)ERE, SRR,
—cyanosis 77/ —EB (R gRF LS ~ET B EY)
PRS2 EINE S oI« FRFE DD 2 MRS — 12 MR R S IR RE— SR M D 28 1 - 3E
MORPHOLOGY
acute pulmonary congestion G ENT 5 o M-+ L% C FEi L 72 ffi B B0 4
chronic pulmonary congestion {&VEf 5 o I fifBEC~E DT U CERYT7-Y (=0 2HH) .
acute hepatic congestion SMENT 9 o IfiL--- UL FRIR & FEA AN MRS K 0 FR5R, o OPETRERR 250,
PBMEZ BN 5 o I -nutmeg liver =727 X7 iF : H/NEEFLOREIS M ZEIZ L 0 . SRBEIZ,
DAREITSED Z NN, DIEMEEZ & & T 5,

I Hemorrhage il @ I OAGHEIC K 2 MLk o i S i,
1 5 o ifl—FMMmE i A5 8 23,
hemorrhage diathesis HHIfL3&[A]--- i L9V REE, £Rx RIRRE T TR.64L 5,
RWENEIROMGE —HME ., siREEbIE, RIECIESEIC X 5 A EE DR 7e & o mEF B E
hematoma IfiJiE : FERRPNIZ AL S 402 HEL,
eg SR Bl REDIRIE ORI K 2 % IE 0 K fE,
petechiae ACH H IfL(1 ~2mm)<—thrombocytopenia MfiL/MEJE/ . ERFEIKT-K#H  Fig 4-4A
purpura ¥8BE(3~5mm)<—vasculitis M55 7%, increased vascular fragility M4 Ma55 4 7O
ecchymosis BEIR HIL(1~2cm) : ARIEKIT RSN, v~/ 7 7—TICL D AR,
hemoglobin(7R 7 f2.)—bilirubin(F k%) —~hemosiderin( 35 8 f21)
RIEEN D K 5 0D i i 4
=hemothorax IfiLff§, hemopericrdium /CMEIMYE, hemoperitoneum PN Hi i, hemarthrosis BE#i PN fiE
MM 20% L b 2 SUEIZ HE
—hemorrhagic (hypovolemic) shock HifitET = v 7 FEER MK EWAMEL =2 v 7 Fig 4-4B
oy DRI, FIIT K DERRZVER I8V or RARPEIZHIM L7236, eg M LMESS

V Hemostasis and Thrombosis 1 [l & MA2SE
15 73 1B 1.6 1A% JiE (=99 A LR 1)
WL MRS, /MR, EEE T A — RO 3 SOEFZEDIREIZ L D,
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IEH 721k Fig 4-5A

/NEDARI A A <= > K& U > (PN B2 B Sk D58 ) 72 i 48 UG D) 5 D JR T o i 5 0 (i,
primary hemostasis —?K I 1fl.  Fig 4-5B

PN B HIIRAR (55— PN B T A A LB (ECM) R H — i MREES | T VE(L, %ESE by TXA2,ADP
secondary hemostasis X IEIM.  Fig 4-5C

HELAKR DK - (=PN BRI 70> © 53 & 4 2 b 5 P e R B (K F)— hov e AEMEAV—T7 4770 ) =) /55 f
permanent plug 7K/A IL1fiAe : 7 ¢ 7V OESG &/ MOEEIZ X VR,  Fig4-5D

Z DR, W7 F O TS (eg. t-PA - BUHESRIAME 2 O)YDOMRENC XLV | kAR ELIE,

1) Endothelium Ifil%& N2 Fig 4-6
a. anti-thrombotic properties HtIM21EH
anti-platelet effects T /M {EH
BRI T ECM(- - AT A E I 2358, T —RIEMZ M, ) & i MR OBl Z B <,
— i ITTEPE L S22 T AUT R EGRIRE & 82535 L 72w,
i/ RIEMIL ST, PGl & NO(=IMAEYLHE, M/ MREEEIIHIC X v #AD 1L,
F7-. adenosine diphosphatase  P£4E—ADP Jyfif— IfiL/ M EEEE ]
anti-coagulant properties Ht#EE 1EH
EREATED A~ RS F L b AREY 2 2K D,
AU VBT T U F hu B VIR b a e OB R T E S S B o mBhIE -
bavR ®Y 2V s beveT D RE receptor, HLEEEVEH &2 £F27 n74V C(V a,Vlla Sy fie)iE AL,
fibrinolytic properties RSBV E
t-PA % G e RS RS e
b. prothrombotic properties IfiL#% &2 % AE 1 {E
von Willebrand Factor(vWF) : N AR ESIZ L 0 | /MRS R T O =2 Z — 7 T89S,
B NGB O FEY), — /K48 : von Willebrand J%5  Fig 4-7
FHFRIR T - YA BB A (TNF, IL-lete.), MO T R hF v 2 L0 HWisE,
HMAREEE RS 2 5 E L, Xa KT EXa RFITRE L. /R R,
inhibitors of plasminogen activator (PAI) & 77 Ws— B S8 v i il

2) Platelets IfiL./]Mi
a-granules( o $8FL) : P-E L7 F . BV VMK T, 747V /=7 v, 74707 F 2 ete.
8-granules(dense bodies) : ADP, ATP, CaAf A, EXZ I &r =2 TEXTU .,
/RS ECM & 45fitd 2% & 885 LA, W (B EOR) | BEEDPEZ D,
platelet adhesion #45 : VWF (Z XV | [fl/MRER A receptor(/” 27" vy 1b) & a7-F v &G L,
secretion : i/ MEZR I receptor [ZAREWEAE AT LV BlAs BN O Y gk A - — R{EHE),
dense bodies 7> 5 D <Ca A A FH—EEE 71 A o — RIZHEE,
ADP Jifz tH— I/ OEEEE . oD /MK D ADP release 123,
F<1f11Z phospholipids complex 7% HH— PN [K P 45E [E #% # 0D HE B2 70 St FH LD
platelet contraction IfiL/MEEEE
TXA2, ADP 43— Ifi/ M EESE —primary hemostatic plug — ¥R IE IfiAe
hw e i MREHE receptor (2 G — EREEIEE— M/ MRIDUHE — #5280
—secondary hemostatic plug 7% Ik 2
fibrinogen 7 4+ 7'V /—/%" . Fig4-7
ADP—GP Il b-lla complex 11 25t —fibrinogen #& &— 25 D i/ MRS & — EEEEW I AL
PGL, (& JE3R, i/ REEEE N )vs. TXAL(IE I, i/ MR IEHE)
cf. aspirin=cyclooxygenase H[Iil & —TXA, & k] — MASIEREICH N 5,
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2) Coagulation Cascade #¢&E % Fig 4-8
FESE B G- L 7o — i O 2 i Fe, N5 ME 72 proenzymes Z 15 enzymes (228 2, bevt” VIE AR,
thrombin(Zf I a [KI-1-): fibrinogen( FI¥ATEIAES N 7255 T [ )—fibrin(EMERRHER SN 155 T a[R1)
PSR (ML S AU T BRI K] ) + SR E (e [ IR O B SR AiBIRAA) + Al BO I 7 (RS D E)
—phospholipid complex( VU > AEE Z ) L THAN T H AL, CaA A &7, Fig 4-9
intrinsic pathway PN[AT4E#EE . Hageman factor(Z5XI[E 1) DIETE(LIZ K 0 BAtA,
extrinsic pathway ZMAPERRES : tissue factor(REAR K1~ @ bVl 77 72F)DIEMEARIZ K 0 B4,
PIRPERR IS 2 3 1T 2 3 IX K1 O iE MR & BA G-(by & VIa [KF-),
thrombin receptor (GPCR=G Jv/n" /AR 5K) &R oy /D72 < TH RIS T,
MEBE ST O A ERE FOG =Y HEE AN EE H U 72 RIS E K15 Mt + HrdeE R 12 X 5 6l
Natural anti-coagulant HL#E[E K1~ + anti-thrombins : eg. 7 > F k7 > B 1
bovt™y & 1Xa, X a, Xla,Xla OEM: 2 i,
B ARG b T DR S TSR B —TE A b,
S MARFEDEE, )/ FREIZ X D IRk,
« proteins Cand S : % IV KIKfFIES X7,
IR 7 CTH HH Va, Vlla K- AIEMHAL,
Fibrinolytic cascade #RAEREARIRIE « MAROKE I Z4Mfl,  Fig4-10
plasmin DIEPEAIZ L %, «<—plasminogen= & Xlla [ 7K A7 MERR (56 2 B) or t-PA (2 & 0 73,
t-PA : tissue-type plasminogen activator--- N EZHEE TH Rl BRHESR ISR L 72 BRI i B 1E ML,
S HRMETR TR SRS M T = TR I
plasmin |2 X 2 ##ESE /> fi#PEY) fibrin degradation product, fibrin split products (FSPs)
—FSP D _EF- 1T AT RAIRE DML D, eg. DICHFEARNE ML PN VR [ JE )
Plasminogen activator inhibitors (PAl's ) —#tHESRVSARERR L, EEEEE, PNEGHIALD B 535,

3) Thrombosis MLA2JE
a. Pathogenesis  Virchow’s triad  Fig 4-11

Endothelial injury PN R HE 5
Lol & BIARAN MARFZRRIZ B U CEHEE, eg LIRS (eg LATFIZE, ML)
MARNE D FE AN TN EGHIR O FIBECHR ARG 2300 T L b BTl U,
AR & FURER O T o Z20E NI LY . R A,
PN B A RS R — PN BRI T D 27— V& T I e AE KRR IR B JRI AT O PGL2&PA THAE,
PN B AR A 5 — R HE R - (RLRRIRL 7~ PAT) 1 . HUBEREI IR 7-(hevi #7° 1)/,PGI2,PA) |

Alterations in normal blood flow IfiLi 5 %
turbulance ELIT : B, LM MARTESE A2 BE G-,
stasis MATH L« FRURIMAR DR AIZEE S
cf. laminar JEUE : 1B, M/MRIZMEREHLEZE L =NEHllEBTHLTHD,
—ELGR, AT E LR M & PR AR i — G [ R — AR T R
aneurysm ENIREE : KEVIRCENR OO B2 % 22 IRak— Ry FT O AT # 1k — iAe E ak
myocardial infarction /A8 ZE PN ECHIRERLS, FEUUHE MO BRI A= M 7 1L
mitral valve stenosis (81 FFH4E : A DEIEE, eg. V v~ MR -BL,

DAEABIORS, YRk U 72O B s — fae 78 4,
hyperviscosity syndrome ¥5FHEREERE  eg. polycythemia ZZ ILE : MLIEHEGT T =153,
red cell deformity  eg. sickle cell anemia SRR MERIE : AR MBK A 1A PAZE— i jie s,

Hypercoagulability #E[&EAETLHE Table 4-2 : —RIIE KA FE & "RV KI) 5
%V IKFEEFZERST 074y CIZ &0 RNIEMAL S 720y = [ AR PRLIEYERRBE @ 22720,
acquired thrombotic diatheses % KM IfietEFEA |

HIT syndrome heparin-induced thrombocytopenia syndrome A | /&% 38 P ifn /MR JE (B RE

APS  antiphospholipid antibody syndrome $L U > ARE HUIASERERE
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HIT syndrome ~/~ U > g8V ifi/ Mo b i et
BEEINHNEIR DO T2 DIz~ Y G- I HURPE A= ) v- i MRIE N ISR
G B — /MR & NI O FR i I H IR OEEIRIZ A — i/ IMaE L, N
B2 AR B — AR T ARk e,
APS 1V VNEEHUAEGRE
PRI fiEE L7z U S AEE (eg vy AV KT 2 HURIC &L 2 e (eg. FRFEME MARIE),
WAV KR DT A ST OB, SLECH 5 F)2 M,
in vitro TIX Z 4L 6 OHURITEEFEHNH], - lupus anticoagulant /L— 7" A PEFLEE[E K F-
in vivo TIIfiZ, mkEbMRRE 2 5 E,
MORPHOLOGY
arterial thrombi BfJRiMAR : NEGAIHRLE or ELIE D FRALIZ A Uil 8 2 — i & 3 5 J7 I k.,
venous thrombi FFRIMAE : MATERBICAE T 5, MO S =il m - THERE,
—IERPE LTI,
lines of Zahn Y 7 — > # : DS KENRICZAE U7z ke =@ ik— Z O = I 2 4%,
mural thrombi BEFEIAE : DIECKENIRIMNIZA C72BRIMAS -2 DO FOBEIZIEY <,
Bk Az = PAZEME, AEEE « ebfREDIR > IMEhAR > KhREH IR
phlebothrombosis FFRIMARAE : M1 75— IR I ERE FE— JR (i
IEE A CIETIREOEIRICA T 5,
vegetation JEE AL : infective endocarditis JEEYLMELNIESS - - LB D T IR0 AR T B
non-bacterial thrombotic endocarditis FEHM B LRGP Co PN R SS
verrucous endocarditis HEFEME LRSS, UWIEROPEES = Libman-Sacks L ANfEZE  SLE

b. Fate of the Thrombus {2 D iEAy  Fig 4-13
propagation JA#i{L
embolization ZEAZ @ MLE PN OO FNLITEITIL D
dissolution ¥Afi# : MRAERIEMHIC XL 2
organization and recanalization #FE{t & FREfE AR5 IE & BRAE(L 2755
ZREAL - BHER DLW AR N BRI 23 AV AT —BAILE AL, W& — BB
mycotic aneurysm = B MEB)IRIE — AR 1 THE LT O B 1,

c. Clinical Correlations PR & O BSE : (fnfe = PAZE + FEF2 DI,
Venous thrombosis = phlebothrombosis & RIMAEIE : THIZA 0T 0,
FAEFIRIMAR « RIEFFIRGRIZA U 5, varicose uleers FRRBMEIRI 28 2 L0970,
RIEMEMAR © BEFIR, RERFRIREICAE LT 5, EREZEZ LT,
R4 1) 3=) 7 ASEAGERE, HHPER ete. O REERE TLEIRFEIZER L CTA L 5,
NS RELE T B EEERE TLHEME - CL < b D AR EMRIEZ 5 X 27,
=migratory thrombophlebitis 1z EME MAe M F#RZ | Trousseau syndrome /LY —JEGEHE
Cardiac and arterial thrombosis [Migk & Bk D I ARE
myocardial infarction /Ui FEZE © /Lafif OO A IR B) F 5 + JE520 LN AR5 = BELE AR 76 &
rheumatic heart disease U U~ F PO E - [EIE RS2 OELR
atherosclerosis S5 IRAEAL,
FERe NN, B, MRS 32 AR AR,

4) Disseminated Intravascular Coagulation, DIC #&FEME 45 PREE [EE
widespread thrombi in microcirculation 0/ )M B 5 (Z IS 0 FH LSRR AE SR Az,
consumption coagulopathy JHZMEEEFEIFED " SR MmAe = Mk & BEE & 37 SITIHE,
PRHME SR TR RS M L — B e i DS RBIZ HE R 4~ 5 mIREME,
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VI Embolism ZEf%
et AEWNICH D IEEE L7 B, TR or B AME, IMEEIC K 0 ALY O m AL ~,
#99% LA L 7z Az foke, - MARIEARSE,
1) Pulmonary thromboembolism fifi ifi.#2 F& 42 fiE
95% LA FIFIE L VD B L~UL 0 T RRER SRR Sk,
saddle embolus $#LIRFERE : PIEEBIZEEOIAENT-H D,  Fig4-15
paradoxical embolism #75 (M) ZERIE : #1230 5 or LK A 18 > TRIGERRIZENEE,
cor pulmonale FiitED(ADEAE), ODILAE ML « MifEE D 60%LL ENAZE I NT-HEIZAE L D,
2) Systemic Thromboembolism 45 ' i #8 ZE 4% JiE
80% 1L LN DEETE MR HI 3k, 2 D 2/3 13/ D =RBEDARZE +1/4 13 /2 0 F OILIE
iz, 577 — 7 LCRENRE, OB TR REIEE DRk,
T RO/ NEIIRICZERR AL Z LT,
3) Fat Embolism A5Hi%Ef2 Fig 4-16
R OFHE. EAUTHEHMMEOIMERKEIZ X 5,
NENIZERRIEBRE - PR AR (OMER 1~3 H %, KIREHr— B E— 28 05513808 M, )
FRARAER . MR, HfL /MR ete.
B AR S RO E « BEBERE RN DY SR P B FE 4
4) Air Embolism Z25(%€42 : 100ml DL EAEE,
decompression sickness JBJTAE : KEKJEDEIROEALIZ LY | ZEDO T ARFICER) D MR I,
bend EKIE : HAE AL SRR TR IC KT N A U O AR EE,
caisson disease ¥R : &M DOIMEIE,
5) Amniotic Fluid Embolism /K ZEf2
SRR, P IRIEARICE Z D,
RHARI H A~ OZT B o i IROBFES 28 > THEADEAIND Z LKLY | RHRD
D/NERHI IR T E RO R R, A5 ete.—ifiZKAE, DIC,

VI Infarction #%€ = BRMLALAS or FRARMFE HH D i — i i L5251
99%ILIMARHE, FERRFEIC LV AT b D, 2L A EITBNRAZEIC X 2,
FALSMC S MAEENE, 5 S X DB DOFE, EAREE, BIES ete,
FRIMARIC K 0 A C 22813 1 ROFENRIT I LRz 22 WS ILIRRICE Z 0 770,
MORPHOLOGY
Red infarcts(fH L) Fig 4-17A
MR AERAR Lo W B (T 72 £ & 2d7 0,
WA Rl CIRH M 2N RE > ZE R T8 A2 22V, A8 7 I/IZ L D e EaRic,
White infarcts (& i) Fig 4-17B
Fe MR (OB, PR, B g ENTAE T,
FE MRS TILMAE M 72 R MEREAfF— AT " /3ty 77 IS, BEERITIE BT,
2 COREZERI TR,
Ischemic coagulative necrosis i I [ MR AT - 482 D = BRI RFIL
RIS - AR AR 1T & A SRR L 0 E,
B4k - f¥i—liquefactive necrosis FfiE 5
{ENEPERESE— I 25D 5,
Factors that Influence Development of an Infarct FFZER A |2 828 % K 1F 522K
nature of the vascular supply I 5341 IR0
eg Jifi : AEIIR+ XUE SCEIIR, AP0 - AFEIIR+ FINR— MO ENIRE PAZE L T 6 RO,
rate of development of occlusion PAZEF A D iH X
Do < VAL DGEITRIMATSAE LR E 07 U, -BZER Z DIz,
vulnerability to hypoxia &I IE 12 %19~ 2 Az
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eg FRRGHMII L MR BERGE 28 3 ~ 4 43Ha 2 72 720 TS RRE, OIS 20~30 43 T,
oxygen content of blood L%+ DEAFE & A &
9 o MO EFHZER X 090,

VIl Shock = w7 = D&
O | or AR E | > MERIRTIREE ARk O mATREE . MR ARER FRE,
Cardiogenic shock ‘DMiEifEs = v 7 « DO R TERH A2,
eg WIRIWE L AR5 5 (BE2E), RHENR, SMNRMEHEBE(LZ AR —7), MiZEk

Hypovolemic shock fEER MK &I MET = > 7 @ EERKESLIMED RO R E IR L 5,
Septic shock WUMAEMEY = v 7 @ IAEMIRGRIZ L 5,

7T DEMEHEER OO T R bR v a v 7 B b2,
Neurogenic shock #fEPES 5 v 7 @ MEFBRROTER, RGO MEIFH, FRHEEEIZL D,
Anaphylactic shock 7777 4 7% —3 3 v 7 - S HREUE RS (by 1gE)— 45 & Y16k, F s 1

1) Pathogenesis of septic shock BXIMIENE S =~ 7 DR AEMFF
eondotoxin-producing gram negative bacilli 77 A [2PEFRE > HIFLEED LPS(Y ARV > BT A R)
- MU BE SRR S Ui, LPS=2T Ot L@ O JERE O E(Y © F A)+FER 722 O HiR
— 1M H1 0 LPS A& A & o /X 7 12 hF 35— CD14 15 A —toll like receptor /1 L CHIIIAN & 7 F L3 45
—cytokines FEAE (IL-1, TNF 72 &)  Fig4-19
Effects of LPS  Fig 4-20
D ED LPS : v/n7y=yT AFHERSE NEGHIIE, AR 2 TEME LR LT E oI HERR
HEE D LPS : TNF & IL-1 O HEH—5E etc.
ZEO LPS : BUEEY 3 v 7, 2 EEIRAKIE), OAFINAERE | . DIC
L IEAR A ete.
A—/N=PuE : T U U SERIEMERR -, BUEMES = > 7 Il by vy 7 g v 7 SEERE,
2) Stages of shock
non-progressive FEHEITH—progressive 1T —irreversible A~ ] i ]
non-progressive FEHETTH
PR N P AR 1 - L 0 D, I EHERE,
JESZ ISR T, DTa-wvT /B vy TR AT R BER, AN U IGRE . BB K D IR OREF
FZRE DB UGS & 0 gD mIK, & EbeBUiEM Y 2 v 7 TIEmEILRIC X 0 AL, )
EARENIR, IMEDRIC 1T B L,
progressive 1T H
JREZRARRRN AR FRIE D IR T & B — U A (KBRS —pH | & SN 286 5,
RS RERD
irreversible f~ Al 3 ]
INFRS RS- Y VY — NSRRI, D AIER RE AL
W& OREM—HNAIE S L ~—x= 2 K hF gy
TR AT K D B RE T AT BT,
MORPHOLOGY
e SrxiNen
Jibd R AR AiE
O BEEIESE, LI U e 2 T8 60 7 U,
B SERANEBE > IR, IR, EMEREE
Bt HEBUWET VU, 7272 L MIEMERUIEAMEIC L DY a v 7 -2 g v 7 Rili=0VF AVERFE S,
BII% : cortical cell lipid depletion 2 A D I8,
{H1L%E : hemorrhagic enteropathy H I 4 J5iE
TN« REIGZEME, /INEE A oD HH i MESEESE,,




