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Key word : perioperative period of obstructive jaundice
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ho? EELEREERBFHOL > hXELERE
S FROMEERS, NEEBEELASHLERED
Mok 5 M+ CREBCL 2RENFEL, &
LICFEMIZ X BRI N5 & E I AR E T
HRET obbRRERENHEL, ARENENS
BREER DIC) ®&£EET2 (MOF) X omiks
BHEE & B CBRT 5 e L AR OBNE RO EEH
ZOWTEHEL T &9,

PAZEMEE BE CRIFTREE D BIE & i [m B
BEHEICEE Vv - DR FOBERZT-» T
D HRBHTRH LT > OnN—BIWTHD, 2 TH
ERE R O MREEERE % M/ MZ R, BER
BEROIBPREL, HEV v Fr - DX DEED
R, Fc L 58, WREMEL BRI OVTER
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TR EFHik
L xt%
<1990%£ 9 AL2BZE>FRIGFRE BH ¥

T960-12 BEMHANE 1 BEEIEMAFEH 1M
B

[EE Vv — i & BEEM (PTCD)RICAR AR EE)
B & T L BRIREAE 8 6, BB 141, RIRE
12 3 PIDF 12612 RS & L7 (Table 1), F#i4d4
B b72%, F362+8.35% (mean+SD), FHik 8 #,
Ltk 4 Bl FHHAGEET_RBORME (Child &
B 941, MEEGRM (Roux-enY ) 36T, F
PRERDI3.2505 5 57174, F#9499+155.65. it
& x285ml > 56,690ml, F¥1,898+1,677.6ml, #i
R &I 0 22 55,650ml, F#51,817+1,418.3ml,
PTCD fEfT & h FE coOHEIL 8 B2 H61H, Fiy
34+17.4HTH o 1c,

MNBE LTEE DB UM 6 % A7 (Table 2),
EWARH BT, FE5TE11.3%. BHESF, L

15, FHHEREBE LN 26, BE2HN4HA0H
6 B, FHEERIZ2029 453005, F5251+33.445.
b H £ 43335ml »» 5645ml, E9458 +124. 0ml, 7
SRk B i2400ml 25 1 41, 300ml 2% 1 fi-C Al d gy %
Lighoic,

1. ik

1, WimEE & RETH®E

BIEEE & Z#(E% Table 3 127=7. platelet count
(PLT, B8 MmERFEERILE), B-thromboglobulin (8-
TG, RIA REEHTE), M/MEE 4 BT (platelet fac-
tor 4:PF,, RIAB®K %IEH &), thromboxan B,
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Table 1 Obstructive jaundice cases due to pancreas head cancer, common
bileduct (CBD) cancer and chornic pancreatitis. PD ; pancreatoduodenectomy,

CBD resection ; common bileduct resection.

[0 [nce sen]  omense | omemaren | Somee | 2008 oSS terysen s orerarhe
10960 |S.7., 51 F Pancreas head cancer] PD 568 3010 3000 MOF  feakage {(+)
10380 | T.O. 61 M Pancreas head cancer | PD 429 1210 1450 MOF

205 (K. I. 65 M Pancreas head cancer | PD 250 1195 1400 -

284 | F.w. 58 M CBD cancer CBD resection 260 1235 1200 -

888 S.5.| 72 M Chronic pancreatitis PD 570 1230 1250 MOF. leakage (+)

890 ([ UW.| 71 M Pancreas head cancer | PD 570 1405 1400 leakage (+)

995 | S.M. 68 F CBD cancer €BD resection 424 1310 1050 leakage (+)

1026 | T.K. 4 ™M Pancreas head cancer | PD 495 2890 2800 =
1097 | K.T. 62 F Pancreas head cancer | PD ni 1045 1200 =
1305 | K.Y. 58 M CBD cancer CBD resection 373 285 0 =
1543 | M.K. 70 F Pancreas head cancer  PD 635 1395 1600 =
2322 | T.S. 63 M Pancreas head cancer PD 699 2890 [ 2800 [ -

Table 2 Control cases

# ID | AGE. SEX | GASTRECTOMY

TIME (MIN)
905 | HK 4 ™M subtotal 202
915 | CK 65 ™ total 300
mz| v 4 F total 268
1774 | Y I 55 M subtotal 230
1898 | UF 70 M subtotal 257
2324 MK 65 M subtotal 248

OPERATIVE |BL.OOD LOSS | TRANSFUSION | POSTOPERATIVE

(ML) (ML) COMPLICATION
350 0 -

570 400 -

420 0 -

425 0 -

645 300 -

335 0 -

Table 3 Objects of study and normal ranges

PLATELET

platelet count (PLT;X104/u2<}
f-thromboglobulin (8-TG:;<50ng/ml)
platelet factor 4 (PF,;<20ng/mt)
thromboxan B, (TXB,;14-50pg/ml)

COAGURATION

prothrombin time activity (PT:80-100%)

activated partial thromboplastin time (APTT;30-45sec)
fibrinogen (FBG;200-400mg/dI)

antithrombin I (AT H;79-121%)

fibrinopeptide A (FPA;0.5-2.0ng/ml)

FIBRINOLYSIS

fibrinogen and fibrin degradation products (FDP;<7ug/mi)
fibrinopeptide Bfs-4. (BS;0.7-4.8ng/ml)

plasminogen (PLG;75-125%)

antiplasmin (e, P1;85-115%)

tissue plasminogen activator (t-PA;<7.6ng/ml}

euglobulin lysis time (ELT:6.0-12.0HR)

(TXB,, RIA+«PEG ). #[E5% & L T prothrombin
time activity(PT, ¥I1{), activated partial throm-
boplastin time (APTT, M), fibrinogen (FBG,
b eV ERERFEES), antithrombin 11T (AT III, %
BEREEY), fibrinopeptide A (FPA, RIA +»PEG
), $¥EFR & LT, fibrinogen and fibrin degradation
products(FDP, 5 v 7 R@&ERIE), fibrinopeptide

BB 15—+ (BB, RIA-PEG#), plasminogen (PLG,
FEEREEY), antiplasmin (a,Pl, RESHKEE
%), tissue plasminogen activator (t-PA, ELISA),
euglobulin lysis time (ELT) D 153EB > TH
L, ToffimERE (RBC), BmEKEK (WBCO),
GOT,GPT, LDH, miEHKY v e vgE(TB), M
BERFER (BUN), Ififfs v 7%= (CREA) ¥l
ELUBET L7,

2, G

WA, WEE(FWETR), MEE1, 3, 5, 7,
1R B Ufc, BMmicid21G B L7 1 A
A= Ty vk A, TR RKCEE®IRY
BIRL TR ERTE BRI L 5 iRl L,
RAGMAE A < MBS FTE S R AEFIR 9 A5
BiReh LBk Y 7 — 74 L DERIM U Ye, BRI ERT
ROBHCHELESLHICAEL 72,

3. s - RO B - B4R

foh o BMEER E LTRFHEEE BREEEEL
fo. i ~= b+ 2V o MERRECEBEN35~45%
s X S EEREML o, B RT LM AR MERE
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BExAV, R FHolich<tr7n7 4 048 —
HEA LR, N cHgsEnsg (FFP) %
v, MEHLID 1H3 ~10BMNAREIABESL
e,

4, £ 3 v KEH, FEEH

PTCD lfTEHROHERM, KIUOFHERL HH2
BRI 2 1 v K#H %10~30mg/day BN ICEE
LG L, ERFRERE LI v 254, £
€ v BHEYERES L,

5. 1kl

PTCD efTE# L b 2 ~ 3 HRE, BLUOFMNER X
h 2~ 3 HFE, carbazochrome sodium sulfonate
75bmg/day, conjugated estrogen 60mg/day,
hemocoagulase 3u/day &R EES Lk,

6. EOSEREFEIRER

ABEYBRELAIMNER X D gabexate mesilate
(FOY) 1,000~2,000mg/day * & & 16 H M #F 5
L.

7. A9 vHvyhTF—5r, IVHIT—FT 1

WHEROERBELIE LNBEEOKEL T 515
KRB 6 Bl bR LB BICA T VAV Y T —
TAERBAL, EINLEIFBEERELL, Tl
BoXBEMP LY BEWCHBRELYR 2ACRERC
IVH #7—-7 A %BALELIME B UBICEE L,

8. WEE
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D HEBFUvF—-CoR  HEME? TB 20mg/
dl A Eo 6 fl% mEEER (No. 10980, No. 888, No.
890, No. 995, No.1026, No.1305), TB20mg/dl %
T 6 % B AR (No. 10960, No. 205, No. 284,
No. 1097, No. 1543, No.2322) & L& L BE &
RIE L (Table 1D, S HRBEROI2HOME &5
Jick g A O

2) Fick 2 ¥E | PR, LIS & FHEERD
It 5 A — & — KX OB EOHE & OBREREL
7o,

3) MR L GOHE | BER 6 flk 1B, Wkett
ERSBERRIFL - THIR IR, HEREET2L
MOF & Lic 5 IBEE L, MsERs el
7.

9. MEIFHINE

HEME X P8 + R ZE (mean£SD) TR L, A
E 2 OB E X Student’s t-test AT p<0.05%F
BEDY LHELL,

S|

L BBENr -0

1. BERIME

BERER CIIBRRE L LB L T - TG, PF, Bg
HEBEIZEET, FPA, FDP, t-PA REEZIVH
BEEMEYRLE, ¥ PT, ATII A EREMET,
FBG, PLG, Pl 3 AEEIRVIEMEERERL

Table 4 Results before choledochal drainge

24.0+9.99 45430.6 35.646.07
p(";w./ 5 2595113 F(E’P/mz) VBET Tk 3 | e (%) 34.4%5.47
HE 2024490 hE 6+3.9 37.346.36
o 108£47.0 85 24.0£9.75 20642109
P gy WATHUS2 ¢ |GOT (UL 1S0X133.9
e 3£18.6 i1 € 5.442.34 375232
oF 24272 67429.1 1542435
T 8261~ = PLG (%)  81+39.6 GPT (IU/L)  68+69.2
Ee 9+7.1 85:412.7 26:420.4
76217.9 723212 —, 3424653
PT (%) s0t22.1 * @PL (%) 1092135 — LOH (UA)  4G6144.7— 1
102412.2 84%6.4 2454257 —
ARTY NG A Szt o5 T8 (mg/de) Y
] 37 44858 RESN m§ .8%5.
: 6 ng/m8)  3'usiz 0.740.24 2]
v 7.040.29 | 20+4.6
e ELT (HR)  7.3%0.3 R 274217
0! 9.0%1.80 8 15+2.8
87501776.2 1.740.72
{361 WBC 7683:+4489.9 gy 19%2.35—
(X109 733210838 e 0.8%0.26 —
Rac et
g/ ¥ o
ne/ma OXN0V8) 43363
T8Z20mg/d2 (n=6):upper TB<20mg/d2 (n=6):middle Control (n=6):lower mean+S.D. % p<0.05 ¥ p<0.01
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7z. PLT, APTT, ELT i Z{bidfehr»tz, —HE
EEERNTIZ 8- TG, PF,, FBG, AT HIGEEMER),
t-PA 2VERIcEME% L, PF,, FPA, FDP, APTT,
PLG, &Pl 3Bt mbhiichat, SLEBER
ERFLBERERN L THETH L3#HILFBG, AT
I, «PLt-PA 2’FEIEER/RL, FDP 3EBICH
fETH -7 (Table 4),

Witk & GHE & DBIR TS ERER 6 #lt 4 Hlicii
®EBHE (MOF 26, &1L 36D B bh, BE
FUEEY 6 Bk 1 Plic iR B & OHEMOF 141, #&T72
16 Babhic,

2. BEEME WERE

REE M v — SHETHEOMNERIE &0 REE & & i
3% &, PF,, B8, aPl2iEfETATII, ELT V&
fETH -7 (Table 5),

II. F#iE8

FMBEFRI & PLT, PT, APTT, FBG, AT II], FPA,
B L OFMAERTOELE (4%) iR bh
fehrotedy, fitHmE L PLT OFLER (4%) &0
Flic n=12, r=0.6377, y=0.0068x+6.840, p<0.05
CTHBIEIR R iz (Fig. 1). L» L PT, APTT
FBG, FPA, Bg L Offdik cOELR L 0 BIBAMHK
Babhichote, FR-FHERM, fPHME s Mk
EOHE & ORICHBIR AL RS, E - FHEE &P
HImE D r=0.3682CHBIL 7z » e,

I, #WHEE

1. PLT

I CIRE A REBENCHBS Licd, MBFETREMN
ERCHBELE 3B I 1+1.47X104/ 4]l & &
EEEZRLA, E5KBEIT14.3+3.71X104/ul &
BIFEEETcEFE L, MFCHRERIIFEL D X
HICERIEA L, 83/ HiIi38.4+1.58X%10%/ 4l
EREMEERL, TORIEENBEL, X3 E
1055 H119.3+6.37X104/pl & X¥EEF CEEL
(Fig. 2).

PAZMEE AR HO NRREEE

BEsE 248 15

Fig. 1 Correlation of blood loss and decreasing
ratio of the platelet count (PLT) during operation

PLT(Aa%)

30.0}

iElUl

1,000 2,000 3,000
Blood Loss (mi}

Fig. 2 Changes in platelet count (PLT)

400 Faa

2. 8-TG, PF,, TXB,

ES0ENEL —BOERRELh L5,

3. PT

IFCAHERCERLEIRBEEELL, 1T
 HDERBRCEBL SEREEZRALR
feho 7o (Fig. 3).

4, APTT

Table 5 Results after choledochal drainage

T | PLT(X10Y/u) | ATG(ng/mi) | PF.(ng/mi) | PT(%) | APTT(sec) | FBG(mg/dl) | AT (%)
preop (n=12-)7h. 26.54:8.09 86+94.8 34i10.2—*|“ 98+4.0 | 34.843.4 191+47.6 68:£14.5-
control (n=6) | 22.2+4.90 35118.6 9+ 7.1 | 102+12.2 | 38.545.62 195+.64.8 88+17.7-

"“M-..H___ FPA (ng/ml} | FDP{ug/m!) | BB (ng/ml) PLG (%) a;Pl (%) |t-PA{ng/ml) | ELT(HR)
F;eop (n=12) | 6.6+2.64 7+3.4 l0.6:3.94—|... 88206 _100114.9—,' 4.4+2.69 | 5.242.47
control{n=6) | 7.4%4.48 6%3.9 5.412.34—‘1"! 85312.7 87+6.4 —J': 3.543.39 | 9.0+1.80-

meantS.D. #p<0.05 ¥ p<0.01
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Fig. 3 Changes in prothrombin time activity (PT)
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Fig. 4 Changes in activated partial thromboplas-
tin time (APTT)

I B CIEME#IZ55.7+18.27sec L EHIEEL,
5 RHHA0.4+6.61sec & KEFERCEE L 72, 117,
MBS I R HB L, 3B EEELL
bhish -1z (Fig. 4).

5. FBG

SEL B ITEHBEEANOEBTH -2, 1T
MEH355171.0me/dl K28, LSEBECHERL, &
79 B ATRTE E CEE L, [TRCLINERERY
LUSEECHES L, $105%E 0 ChERREHEL R L
BIECEE X b » e, —HUBETEHBE#LIN S
45.0mg/dl & #Eine-3 (p<0.01%f 18, p<0.01%1I
B, Tofkeommd s b i i L CREEE
~L7 (Fig. 5).

6. AT III

IHTREIRBI8+8.5% L BRIEMAYTL o8
ES5MACLEEEAFER L, B CRMmITL v E
fExRL, MEH8E7.5%L I HIET (p<0.05%
I8 Lichbl#frccmBEL, £ 7H 3278+
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Fig. 5 Changes in fibrinogen (FBG)

FBG
500, ° Grow 1
© Group I
" & Group I
# p<0.05 v.s. preop
4 p<0.01 v.s. preop
A00 |-+ p<0.01 vis. o
wr p<0.01 v.s. O i
)

300

Fig. 6 Changes in antithrombin III (AT III)

aTm © Group T
o Group I

12017 e Group T

(%] % p<0.05 v.s. preop

1101 = p<0.01 v.s. precp
% p<0.05 v.s. ©
wip<0.01 vis. ©

100" + p<0.05 vs.
wox p<0.01

g0
80
70
60 -
50 |
40
30 2
0 == \ . PO

10.2% & i EEE S TEE U, HIEFELHTL VK
ExmLich, WMEEILIET, 4327.6% & ok
(p<0.01%f I %, p<O0.01XIIFE), XHHEIRABK
1334+86% & BAEME & L7c 2 L8 $ EER 3, 10
WHIRE S $54+21.2% & EHIEMETH - = (Fig.
6).

7. FPA

[ COMERER L USER L, 2 7% 8 W
FCEE LA, IIE, MBECIEY YEEIBET
HEEERLCH, EB2E0N%E IRECAEEER
Zbhieh-tc (Fig. D,

8. Bg

I BECIIATE#£24.5+11.81ng/ml & E L, LI
EEYHRL, FIGFE THNITE~ZERL2h -
fo. IIBE, MEEE L I GTRABCHEBL, 3B
LEBERRD L -2 (Fig. 8).

9. PLG
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Fig. 7 Changes in fibrinopeptide A (FPA)

40.0}

Fig. 8 Changes in fibrinopeptide Bgis_.. (BB)

8s

:nro
30.0} /\
20.0¢ :
o Group I
10,01 o Growp T

® Group II

B 22 P 805 JR) 48 S0 oD o g A e o
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[HFRBEFEEENTHER LERLRELZA bk
Mote, B TIIMERESST16.0% 1 ER L e, &
S5 AL EREME T CEE, [MIFES IIF & IERB
WL,

10. «PI, t-PA, ELT

I3, L%, MBE3EERL, IL3HMCEE
EXAbhich ok,

11, mE, A{FEREFRR
#r# WBC, GOT, LDH @ 8% %7, LDH i
[ B ENFFEEERRDID, BR—FoHEHmE
Lbiieh- 7. (Table 6).

z =

PAZEMEE & MRRERE & oBELBRY ~TH#H
HERERA OB, ABTRETRSALRLL, &
Eiod T AEGRIGE LTol/ME, BE, $ERE
OBE L VAEMEE T L, MAEE DL 57
PEREB DL, L TEMBRE D - LBEWER
BEDX S BT DS, IOIMNEESHIEE OBF
D TEHMICRRET L 7,

HKELG'C L5 LHAEMEETIE, D EIArEyER
IR BOBEEH, 2) €2 1 v KRES, 3
MBS, O BEAHREE, 5 kB 28

B = p<0.05ve. preop BNFEAEER ST Y MBREERPEELZ TS
pB0l v procp
7 “ 3y
il =2 —, = = L3NG, KL IVAENFEECRRBE~OBTEA
3 2 1
{poo) DEET 0T, BENERBRIMcLh s s v K
OENHBEEZh, £ 3 v KIKEERBIRTFGEII,
Table 6 Labolatory findings
precp 1 i 5 T n
— 586014241 11000 1662.8%* 1157744385.1% 10840+1939.8** — 10350+3337.2% 13550:+7654.8
ixion | 8ZvEIMTY 131437187.2* 1153345938.9 10620£4659.6* p<0.05 8967136137 9920438213
673341083 8 150405948 8* 1121745395.7 7100+2176.0 — 59203225 2 640013892
- 4404787 21+63.9 453£81.0 464457 9 465:461.0 437417
(xTov/my | 4022483 437453.0 3824352 428+67.5 N7442.2 395:463.1
434263 441462.7 397450.4 4014519 428463 2 396:+53.8
cot BEIL 81429.9° 78+57.6 55415.9" 39+15.9 54£35.8
o s0+19.3 &5 994313 B4£22.5 3225 Q14204 54£19.9
374232 1141166 72462.0 s4:411 6 64£31.8 53£12.5
- T40 S 29+9.8 185.7 24+13.0 1949.5 - 28+19.7
o 155 3548.8 28+17.6 H+33.2 BE199 ) o p<0E 324255
26+20.4 5949 4 39+32.1 374151 624284t 2P 58:426.6"
Lon 276+43.9 480492 8% 500:£109.5* — 565:164.3* — 446282 6" 421483.5* —
oLy | 303655 SSEI2L 1 o BN p<00s  AIEIS3 p<005 376+78.3 3734122.9 p<0.05
2454257 86459400 S0 M1+67.10 Ww7+72.8 — 355:461.4% 302437.7* —
8 3.6+3.20 4.9+3.00 6.445.17 8.748.10 7.9:+7.95 11.6+13.0
3.741.55 — 484207 — 3.741.69 2.240.98 2.241.3 1.740.89*
(mg/al) | '35 g 0g £SO 1.7+0.850 2500 2.5%1.56 3.1%2.53 1.640.99 1.240.61
BUN 1243.9 1849.7 186.4 1744.1 15%5.4 2+8.7
. 15%5.0 14%5.2 10+4.2 1446.4 1345.3 1246.6
8 15428 140 13+5.3 11449 10+4.8 1423
CREA 0.9+0.22 1.1%0.64 1.241.07 0.840.24 0.740.28 0.8£0.28
mg/ay | 0-8%0-28 1.0+0.12 0.8+0.18 0.6+0.30 0.740.13 0.740.20
g 0.8+0.26 0.940.31 0.90.12 0.740.21 0.840.21 0.740.25
Group I : upper, Group T : middle,

Group 1 :lower meantSD,

*p<0.05 vs preop  **p<0.01 vs preop
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Vi, IX, XEF), ¥XOEEEIERTF (proteinC ¥
IUS) ARZLCEANREAER A EHRT 2 2 &
DELRTWROW, UL ZoRBERRETRE R
Vv KBHRE L D IIEEE LI EZhT W5,

SHOIHIENEE CREERBNEE S L, XED
JRE M #gmnL 2, &<y vEEBEO—MTsE
BEGEE LY RT LIS, FLT75FF VBRI v
KEH v A,OFMERD, e v EFHr v AHED
RIUMUREFER Y RTS, £ L CHEEEBRIR LY
FriifarmErEEI RS LFcCORBRTFELE B
Eah, L ¥EFHoRE VL2 ¢ v KKERFF
OREBVET, HVIRTY, ATIL FBG, PLG, a
Pl &3 BATHEERTWBY, 22 CETHRIR
BNV F =R L BBHOHRCOVTHRE LI,

BryarevgEmg/dl U EOoEERBERTI
M/ARFCRMDIREBA - FR S oot p-
TG, PF 2 B L T/MOBERI RGO TTERRL
Tz, BER TR FPAD LR, PT X AT ©
ETF, FBG iy L AETF LA EREE S EE M LIC X
5 b e v EVEROTE, ThbbhREEREYRL
Tz, BBER T FDP, B EAL, PLG, aPI
MET LA t-PA REAL LI o2, t-PA O BRI
1 RBETFLHEYERT 52 t-PAXEHE T P HE
TLTCWAo TERERBOKELK S hic iy ng
BT D 2 KBBEHTTHEL T PLG BWHEEBBD L
yDEBbhi,

—7%, By Ay vBE20mg/dl REOBRERES
TR T B-TG, PRALALEERER &
FEEI WA, BERTRFPADEREZZBIRE Y
oo PT, ATHIZE# T, FBGtsLALERLTW
o, BF~—h - vALOBREORBRERELE Bbi
72, MBER T FDP, B 0 L& 1 & b2 PLG ©
ETRiel, BEORBLLELRL T,

LEXoEEMIL® i vVKBEERLL2DLT
EEERELRLCG A, TBA20mg/dl L EDE
EFEMFTEPT, AT, FBGDET2H>EED
Ermabhizowrx LT, TB 220mg/dl Rtk
FFx— Vv _XNVOBBEORLER LK TER
ﬁ‘of\:,

WICIEE F Vv — 2t XA REORHR IO THE
Lz, B#Eic8 Bn5h61H, F#HMIT4BEXEL,
FHERT D TB E!133.8+£2.4lmg/ml 7R L7, L
LIt/ R/ T 8- TG, PF,2\EfE% R L IN/MRgEE
BEAMRARTTERRBIZ H 5 & ERR LTV, BERT
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VEEEE R ER B L L T Ao By, AT IR RESE
BRL TV, BESRTR B WMRARMBETRELK
RITEREZH 5 L Ebhi,

— R ESEEEATIREE NV > — OB TV
HLCHLRENYBRN A BT T50088E& L IhT
WERON U UAEREEO KSRy ) 5 BHEE
BTREEPRTC Y BEENRE L, HEIHScE
EVBRBEMITRIEERIBEBALCLE - EMD
Zbh, MERS, BiEtoms»bREMCFiHT
5 EHEE LW, FREICoOVWTR—EDRE
NEVOLBERTH S, —GHECTIRE I AV EVE
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Blood Coagulatory Disturbance in Perioperative with Obstructive Jaundice

Akira Usuba, Ryoichi Motoki, Mitsunori Takahara, Kazuhito Matayoshi, Zenjiro Watanabe,
Toshiyuki Takeshige, Akio Ohishi, Junichi Miura,
Yukio Endoh and Hitoshi Inoue
First Department of Surgery, Fukushima Medical College

To determine the relationship between blood coagulatory disturbance and obstructive jaundice, we studied the
hypercoagulable state in 12 patients with obstructive jaundice due to pancreas head cancer, common bile duct
cancer or chronic pancreatitis who had undergone radical resection after choledochal drainage. Before the
choledochal drainage, the hypercoagulability was higher in patients with more than 20 mg of total bilirubin (TB)
per dl than in patients with less than 20 mg/dl. After the choledochal drainage, the hypercoagulabe state
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disappeared, while a low level of antithrombin III (AT III), slight platelet aggregation and fibrinolytic activity
remained. The hypercoagulability increased markedly again immediately after the operation and a correlation
between hemorrhage and the rate of decrease in platelet count (PLT) was noted. A marked decrease in PLT and/or
AT I immediately after the operation often warned of multiple organ failure and/or insufficiency of anastomosis.
The postoperative hypercoagulable state was reversed within a week in uneventful cases, while it was delayed in
cases complicated by multiple organ failure and/or insufficiency of anastomosis.
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