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Mechanism of Pleural Effusion
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FYQlollM B WY W =
1 gote| 7z

Fuhe A E (mesothelial cell) 7} 3o} TS &
I = AEFY(visceral pleura)d} so} ggo}
Je FY, 24% ¢ FARL 91 3Ue HE3FY
(parietal pleura) 0.2 JReth. FoHe] HAL HEF
2t} FZFuto] vledted oF 1000cm?o|t}.

1) HagYy

A7} 30-40 umoln FUEEE FZA 10-12
um EojA 9ot WEHFute] BAERL AU
A 2 FHAA £ (Fig. 1). #3594 3
Z2F9al= gy @9t (lymphatic stomata)”}
Fetmwe] BEsT Ut (Fig. 2). AZBYTE 3

730l B# 1um (CH9<1-40pm)olr] BFL T2
AL A& Ao FHFolY 518 €3 As
Fobo| go] £x5ic) wEFute] FA¥Ze g
BYFNA dxge] WA xe dddt. Fehy
o HETY BAUAE FYIHE F2E dZAY Tl
Tole Ao Hol yEFute] Yxgo] 7 AAF
£¢ ¥ Aoz FHEY. 7@ AL X2 EAH
laket} lacuna& ¥4J3}1 collecting lymphatics &
A3 intercostal trunk lymphatics, parasternal,
periaortic lymphatics2 QA€ o]8} 2L Y=
HAFE om’ StelE FF 10070, A=
8000717} Bx 3ol Y=ZHE ~10cm H09 £94-&
BAAA Fro F48 FAAIH L] 552
HED AA9] &l o5 40%, ITFEFA o8
60% 7} o] Fo A},
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Fig. 1. Electron photomicrography of parietal pleura.
EF : fascia L :lymphatic lacuna
PS : pleural space B : blood vessel
M : mesothelial cell layer

Fig. 2. Lymphatic stomata of parietal pleura.
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wolaist 2ol 44§49 AAsle) A . 2
250 w2 ol V| BEUG N BAE T D
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Fig. 3. Electron photomicrograph of visceral pleura.
PS : pleural space
M : mesothelial cell
A bronchial artery
Alv : alveolus
VP : visceral pleura

3) ZLM=E

g24]7]%50] 9len extracellular matrix, cytokine
2 adhesion molecule %& AJAMSlE, procoa-
gulant @ fibrinolytic activityol] #edgich. Fotel
o] ZEitsE (bicarbonate) F=E 7ol ula] 20
-25% ¥A AAFHe 9 @k =3 A )
e YHHEE sFHos FHAFIng Bued T
o o]gdtt. Iy Fo HUH ARFAAE TF
el ¥ & 32 XY

2. Ha #4524y

Aoz Fute 4%k F471 ol HEFRH
AEF Atold A fHete BAdste] SEAIS] 4Y

Sk ok A Fol tiE AT Al Wi
b For2E 71 F(sheep) & LR o] FoA
goh. Fure vEabd Tl g Ha Yo 2x%
o} ureazre e EAELS AHEA BHAFNAT
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Table 1. Components of normal pleural fluid

43 0.1-0.2 mL/kg
A ES 1000-5000/mm?
FHAE 3-70%
o 30-75%
gz 2-30%
AP+ 10%
ey 1-2 g/dL
el 50-70%
=g Bee=st 5o
LDH AExo 50% wigt
rH hsEst A &

SRR} e & B T} oyl uekd Ay
FrolMel Rl s o v B8 WA &
219t FAAele F57 Qte2e] fUF 92
o B FEo] 7L olFnE F4 W &
4 dAFY] F To] EAE ok Fre] Dln
== 839 15%, F%2 5-15 mL(0.1-0.2 mL/
kg), B4d4&EE 001 mL/kg/hrojt). 45 23
o] o 11%7}F tjAIZY AT F5e] FAPEL
Table 1.3} ZT}sit13

1) Bagre /Y

AAA F50) 8 YA HEFY de =
Agdo|tt. 2 SAE AN, AN o] F=F
ohe] HEHEY F9 o shrte] BEICH(10-12
vs 20-50 um). EA, ¥ESEA¥H] FEuAEH
o] 71AFHER B Aeeto] ok AA, A F4
9] ye tlle= (1 g/dL, pleura to plasma pro-
tein ratio 0.15) & Asto] ¥ AAGHAA 53
Hdvke Aot} 7hd i) B A @ Tl
FEEAGE DA Fxrt YA golok 317] gE
olth. VA, HEHFHLE FEFH vl AERH F
o Aduglo] vlawA dAF HFEH FRE HUC
T3 FE2 A5F0e FA ERERY zpe]r) 9l
oAz Fo] AuIEL BF dAse AL FEF

HYOROSTATIC PRESSURE
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Fig. 4. Hydrostatic and oncotic pressure contrib-
uting pleural fluid turnover in normal.

whe] ool Hmlslche ZAolch. T, Waget
& F2Fuc gooz Ao FAYz Feue
FFsAel WA Bk @A, Uolrt 5@ A4 ¥
e FolAm Fool BUEEE skt ok ¥
& ASN Al F5 A5E DuBEs} Yok
AR gAsks Roltk. Tehd ARz mAlEYelA
#2% WA= Aol e posteapillary venule
2 24 F557AY 7ol Qs Axpos Foun
= §7 d2 #U9s ¢ s Ao,

gl el B4gdst ARee) EXE Fig. 4.9
2o wagRe] RS FAULY Aols 35
emH 0013 Z&F93e] Gertols 29 cmH,00]
o} ARQe) Aols ¥ EE 29 emHOolmE %
g AR HEFRN FALOR 6 cmH,09
glo] WeiSolen HEFTL §o) FYE o)Fo] o
Al #97 F47) gle 487k Aok et 1980
Y FuiRs Addos A48 491 BE2ET
o EAYR W2 FFECT Poigl. 1 olfE
M B2l B AEE) S ghe S dae
2 4¥EY) WRolth 7 HSole FEFutel
A gRe F1B5d0] chiet HEsly Exain
2 B4oto] AdiAo s Rolx (+24 vs +11) A%
Fee AN A4S mAgBoR Y3 Wk =
@ ool groma Ao o|FE §E LolaHirt.
Tt} oAl WEEYe) Y] 2 FHA=
g3 sk ok *(Fig. 5).
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Fig. 5. Mechanism of pleural fluid production and absorption in normal.

2) HuEso B

79 e T 2o AR F2 ¥EEdd
UT HEH o3 o] Fol}t. A, WaFT 3
ZFute] FaQte] FAU vig) gorma F7he
A7 Al FEFERE B 29 =z F5E00)
&ol3kal ¥tk B4, F59 F9UF =AER o3
ojfolFvk= A¥A A7 gt} AA, FoNE:=
BFH9](action potential) 2] x}o]& Ho]z] go}
9] 5E3 o) FHA gt UA, FEEF)
e HEHOZE F9v) F4HA gk A,
Frulle HE7e &4EA o adz F5Es
olg T8 W R T2EL YT AT o
< S ¥ 33Eav gzdes §4E oo B
2l AF L F2 £30)15 (bulk flow)d] g}
ol g ZAZE A, &HolFL &9F £33
(2 A) 7 goj7t Tl FFHEZ G FHoA
o] ghilzzo] W3y} Qi whd gHolEo] o 3
A Sl g Zlojabd WA Fxo) Hajop & Ho)
th X, F50o DlEtd #Agle] 43 9F
3tk T Eatel] 93 Aold Y] Fmo) wpe}
Fr&o] Aolrb & Aotk A, 59 F5eLe
Fro dF= o] ok, B4 B 9§ Aojatw

ol Wod FU Uity Ut 4] solg
Blojrt.

il dude) 5L a4 £33 &
FEF A AYE o o= F5o Foe
gt =@ nfo] £24L 2R, cytokine,
RN A= Tl o8] dFL w=th(Table 2).
HEdo| F4 F5EEE 0.20 mL/kg/hr2 deld
o ol ULz 20ud] G BL 4|0
E}_lo,l4—lﬁ'

ol ot BFxFe| 7|H

AEAAM 23] F47F LA FAHET Y A
< AR Aeedat ARgte] ¥ olFm
Eelth. AR o3 §F7 teg WFfEo] Zv}
AU HEFTH Fzdono) F4vl oW F
7t F7rAET. 22u AAl s Fabo B¥sh=
HIZR FrsHo] vig 2n8 F4o AR 44}
2 dolAle et F7F FAUE a4
& QoA dFute} o) B 4L J)Fez 3
7 10-20 mLoj| A=A ob= Apolnt. webs F4
AelldE HEFto o] F5vt $As] gl
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Table 2. Factors affecting lymphatic contraction

1. Intrinsic factors

Cytokine, products of inflammation
(endotoxin etc.)

Endocrine abnormality
(hypothyroidism)

Injury from radiation or drugs
(chemotherapeutic lagem)

Infiltration of lymphatics by cancer

Anatomic abnormalities

(yellow nail syndrome)

2. Extrinsic factors

Limitation of respiratory function

(lung collapse, diaphragm paralysis, pneu-

mothorax)
Extrinsic compression of lymphatics

(pleural fibrosis, pleural granuloma)
Blockage of lymphatic stomata

(fibrin deposition, pleural malignancy)
Decreased intrapleural pressure
Increased systemic venous pressure

Decreased liquid availability

Table 3. Starling Equation
Flow =k x [ (Pmv-Ppmv)-s(PImv-Plpmv) ]

k=Iigid conductance of microvascular barrier

Pmv=hydrostatic pressure in microvascular
compartment
Ppmv=hydrostatic pressure in
perimicrovascular compartment
s=reflection coefficient for total protein
(0 ; completely permeable
1 ; completely impermeable)
PImv=protein osmotic pressure
in microvascular ligid
Plpmv=protein osmotic pressure

in perimicrovascular ligid

F3Hoz uidE F5e AFE B 7R
© A3 Ao 2891} o8& Eof 500 mLe} ¥
7 AfEed oF 30¥o] £857% k. AW
sl A7l Fe F2 FTY FYHe) 2
o Fo|t}.

1. 85 oz 871

F4 U2 AYse #9771 F7hshe A& wEAl
FHE Aol F3 o]F3 Yu BAEE Fedw
Y ARG @¥ol Aoy dEdd ojR&
Starling®] *§44je] 2 et QcH*(Table 3).

1) 2MgR Heete| 27}

Aol F71steE St Huigte] Folo} &
ok 38y A Fugke 2 ke n)Xx| W)
3 olfe TP BHEH o2y Ao Ao
o3 Feigte] Hold Mol olz} Buigte 2 =
AHE 71do] Bz Q7] WRolch. wfebA iRy
A% AUYe] 58d 2go] YL W BH BB A
T2 G vlHA H4gte] Z71sA "ok BAF
wigte] Frlehd wiEgute] mAER P4ito] 25}
k1, slguigte] Frtebd A& Fute] H4qte] o}
T FFEARE DT} o)A Ao ME mAEY
Eilge W3k gong F4 o) g e
Yo} 15% wigtez of$- vk -1eh} ke
29 (transudate )& i e] ¥]go] ojrr} FY
Eo} 40-50% 0 ]2n.2 A4 £¢o] opd T}E B
SN Rl Tkl Yo vjee Y A
ozt 4% 4 AUtk FF FlsAe] Be Re
239 sizte] BEshs AR Yo YEolr),
A geiolde gxoe] ol wge 70%olu
F&gekgo] FolAw 40-50% 2 Holx|3 o]Ro]
YL@ o Faust 48 o)RA ") Yo
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Table 4. Etiology of transudate

Table 5. Etiology o_f exudate

1. Congestive heart failure

2. Hypoalbuminemia
liver cirrhosis
hypoalbuminemia
malnourished

3. latrogenic
misplaced central line
peritoneal dialysis
trauma

4. Ex vacuo

5. Urothorax

hydronephrosis, ureteral fistula

2 F2Ye] eyl P3| 40-50% & N3
A AegETtol o7t Fre] iR XA F
B AAe & At F A 71U FF
?l Zejct. Y sgule] Fx gl Eefvie} o
e 1l wEdo] %A FHF W2 Feiz
T AS7? dY FZFEE Blold dAEe HFA
(perivascular space)d] 1o A% dHFIH&
(perivascular cuffs)& A3l o|AL thr] Yx
o2 AFs HR e Ferh gEbA o)y A B
Fol WA FFAL gtEatold] s HTEY &
H7t4 =} (interlobular septa), peribronchovascu-
lar bundle, F&F% 5 AR FATY F4%
W2 FevheA Ho.

2) eMEn Fug 37|

Starling®] g 2lo) 4 k7t Z7kskALt s7h Zasahal
FUFE 7100 mARY Fakgo] F7H(, BB
Hole S s g4 o) wde vEE F7He
o HEFRA 4t 4 2 O 99l FE
€ WEAIA ou g Fomo] tld EEr) Hrhe
A(EH] 50% olhye 2 Rago) Z7tE 71
W2 F59 AfE 2efstacs 347 2 ¢
o,

1. Parapneumonic
simple, complicated, empyema
2. Tuberculosis

w

. Other infection
fungus, parasite
. Malignancy
. Pulmonary embolism
. Acute respiratory distress syndrome
Hemothorax

. Connective tissue disease

© 00N ;U

. Abdominal disease
pancreatitis, subphrenic abscess, esophage-
al rupture postoperative
10. Asbestos exposure
11. Miscellaneous
Chylothorax, Cholesterol effusions, Drug reac-
tions Dressler’s syndrome, Meigs’ syndrome,
Uremia, Sarcoidosis Yellow nail syndrome,
Radiation therapy, Hypothyroidism

3) &Y digte &

7 ol Aashe Adie =AgdFe ¢
o] B8] WolAng JHoz wAEH ALY
€ 7Bl Fo] f4o] FvkEth ddHezE
Z1@AH e g 714, FEFH] HF Tl 9
g Zoln FAdigte] -50 cmH0 ojdtz Hejxirh.
ol Fo] DT o vjE 15% ofskl
Z902 Jepdo}

4) gEAFY Y2

78R, AFFT Tollxst Zo] AGENEZ o3
3 AT Aastd gFuRte] Hadtn
daFIgte] sttt £ AGHEF P F5
Aol et JAE HaAA Fof Ao Widsict
© Bt Q. FRHAGZES AedME B
AFel 4% 20% 7 AHEF 2AA o % Ao
E YA E F AR A 80N 33
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B WFYRAEE(258/dl)E FEARI G
F(3.4g/dL)el ¥} WA Wk}, ol: Yurse
2 AQNYSo] glow F4E o F 4N
27 o]tk

5) B9 oFY 5%t

ZAEE FHe Fvl, FHIRFTAIET, BF
FAME F5o STt Frlet] ARge 45
o2 A% F49) ARy 2efdch. T2 ¥l 49
2N E 5 W @FEE 9.0 g/dLE F5AA
T F59 £9eS 0.22 ml/kg/hro] AuA] ol
o]AL Fag 7|Ho] opd Aoz T A

2 85 &l da

Fro F47t ashe A Y239 71e AL 7t
2 & gk n)Ho. PYEgo 75 oA L gHE
B xR} dgkout one-way valvegE 7HAZ )3,
HxP a4 FHEEY EFET I YL
2 Qs Pz ANePeor wddu A 9
T} E gzl 82 Yo s)FA (patency),
Frol 3@ T AEWE, FAUSE 9 AAUA
ulQl Sof J&kg- uh=r}. Table 2.9} & 7|dez
Yoo 7)5o] st F471 31 ¥

Fuizo] e BN Fo AUEEe F
&4 didk B 2 ok 28y 2R44EY
AA fdsErt 7 was Yex] @AM E HR
3 Aoz A Atk W FrEes A £ 2
A Furdo) S¥AAFHoNG A AF HH =
Y Aoz HnEHgich WY FogelA AN A~
H2ol=8 Fo5d fU&e Zadtn Fre F
7Vt FrE FaA7led &) 8ot

3. HiSetE Feof oE B2 MY 71W

d7lae gelld Zled W o€ B71 A8 ¥
gloliAl Xt = P A wet 71N E

ol At

nNE %

A o3 Futol We] A7A Fel fddol F
7FAY, &7t AstEY vt o1 GF
AL F7hA 2R o) 7. & oM Est
Foe] 2AEEE A g@FRdE A
F9 Fol woldtt. old UFEY Favt F
Zlgtel vt F0Ed Feel e U &34
ot & F ojoll YA tgRBLe FAFE o
ZAE AGAA F5o FTE AT, o9 2
71d%ko] 8% S HIFrE AR w2
27& dolm MJFIHEFRF oF 10% A B2
ot ZAFFAA 52 dATEE ZAEHE
A3 W} Adte Fagol F7HE Ao] wkEd
ZolH ohg] &2 Asks WEFH| vk ¢
Zol o8 @] wWiF7)5o] B Aoz AN
& Qick. obg B A FPAME ole} Po] FF
o #9457 FFENE SA BAste] dFe F
F7t AREE g€ BolA He Reolth

2) EOEM BT

ANgEge) F7IeE WAFey mAdRe) 35
ol Z7tetn Pxpe) FHEe Basle F41 3
7heit). 9 sAEstel 4aid A3l =
AR FAgtol B7ksld F47} 2olA Ak AN
AZolH F47t A71E 71de AEe R FUYwe)
4, 9 % ARt A, Tl @ §7
uigke) 24 So2 HdREn. HaPFY Lot F
S Ol AEde] 278 Holmz e &4l
g wud Fas] F7b FdE Yotk s
20% 9] BAME FEYe) 228 Rol: AL A
Sete] Wspt Eohe 71de] "oke FAolch A
PUZF2ANE F471 B4=ET olde HAA
mgke] Aoz A8 A4Sl kskan olof e
Fel f5lo] #7kske Aol F8 7)Holk. ¥4 ¢
24 AFATELT Qo] FFuUe] WyHos 4
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S8 Yol Pmdo] 2 Heatal Fh AR
%) et

3) 5|

FrAR 7P & Qe Htdz e BE
o ol HEZA9 Fo] 5 g/g of lung dry
weight& Z7Fs1d F3do] chilero) Aaglo] F
F7F AfE A Hf71Ede EgFo s $4uv)
W Ho g dAFe HEdo] mold 1A W g
o] BA3] 375l mAdBoRYE] Eng o)
S AHg-o] i), o]& tissue safet:y factorati 3+
o SEAATELS A5egto) Zvkslez Wkl s
FEdo] Eejulem ojzo} gxtolo) os F74 W)
2 fYEE F299 RS Hol:= F4v) 44"
o SAHE N RS Zrlsto Hz7t
Ao 5 2edc}. FEAH o3l ArEA o]
U oleic acid §o02 #T8 FAHEAL L GulyR
°] #2 FTE FWs=H o] F5E HANANA &
A2 o2 WA oy Ragazdont 1)
ol Fof Koz Foladr e 7| o3 A
oltt. #HRF Tk FF WEE 2AR AT
Me SERHTZ BN 40%, AT )
A 36% 2 FAHENNME A2 g wxe] F4
Af7t FEEAS. gk FAHE N E 2y
of §Fdo] A2 Fehet oz 45 &
7} 3 o]Ro] BEFute) PuAd) o FrEH=
Ao ARFY Hele] F8% HAolrh. LYYHRE
o o% FUFEHL o|u=AE vha ALLE Bo)=
Hade AFor vithe Bl gout Axas
oluAl AEF Fru GUAHE Hgo] AsEh= W
£ 10% vigto]s I 718 o)A wRo] olig}
FohdAtel mh2 Fuksatdl 9% Aolgbn v At

4) 57=
AYYF RS PAZoIY ARG o] ofa) =
A% dFo] oW Fovt ARET. Fao B
2 24%9 gzo] moW o] o FpuE

Fe{ue} RPlEe 478 Bt PR ANE
AR Yeizh dEdo] $74 W Eoso] 4

A58 2B

5) g2g}

HoolA Fotoz A3 ddyeE Yuade Qo). o
2 F57F A7lEE Butejo] Hubyl Fuke A
¥ W2 A3 F3(convection)s] Soj7bAY, 7
BAGGeN M9} 2o] Q1 Fubo] 938 Yo B}
A& M2 FE BAFT T3 g2t
o A HER] Hito] HA o]F Ea Y B
o] Fe| Lol7} F47t Hr|x g}
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