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HMEHRE & N7z, RMEREE T IEES O BRI D TEG RER Th -7-. MENEK TEC i, EER
(ma<lmm ; r, k, FLRAZTEE) LW (Immsma<4.5mm | r, 31.4+8.3 min, mean+S.D.
EATTESE © k, METHE | FLR=10) 2BZMETE, WFhOHOME b EESEDRY &R L 7,
MAED 50 4 40 1 (80%) »EAE TEG #5RL, 108 (20%) A TEG 2R L7, WiigE TEG
M 6 ~12 RERIO HIRRE TR TERE TEG 2577 L%, BH% TEG MEEHITE, $» 5 FME T
DHARDS 3 ~180 B, SHEDE H23 2791150 um, FDP 5% 40~20480 pg/ml (EH{E 2737 pg/ml), —H
DHMEH 2.38+1.30%TH v, WiH TEG MBERITIE, FAEH 5 FME COMMH 5 ~35 H, 4B
DR %A 5254125 um, FDP %% 40~20480 ng/ml (FAHE 3350 ug/ml), —HOHMES5.55%1.25%C
Hote, MEMEFRIZAT 4 7Y =% 22072 &, 8 TEG i ma O8N, k OEEEET, r
BARETH -7, M/MRERIT 5 &, M TEG i ma OB, r DML, k REETETH -
7o, ME TEG i, WIHMOBS 7 4 7Y/ — 4 VBB 20 mg/ml DT, AN FLR 100% %5 L7,
#1ET TEG Mg, 200 Bz/ml O 0 ¥+ — CRINT, HEERL, 300 8B47/ml OHEINTESE TEG
ZARL7. MEMIRMEDESHED TEG O ma i, 14.128.6mm Th Y, &0 {EILHEEEEE » &R0
DEREEW TEG O ma 8 28.4+10. 1 mm OHESTH o7z, 7 DIRIEEM FLR 13 28.4+16.8% 57
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time ; TEG, thrombelastgraph, thrombelastgram.
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19814 1 B X b 1982 ££ 8 B £ TOLIRKEMHE
SEe o O BEER B T O R MEREE T MEE 44 FEH) 50
Bz DV TR L 7SS EE T MERER
(MfE), FERE - MAERE B & CRRHCERER L 72 (@R
BT mEEG (MEES) ORI 2 HFegR e L,
Z DM 30 BOERFEFRIL 2 L & BT L 72,
Mg, EHRl0s 18 8 (36%) =MD & 20 8] (40%)
TE 6 FIT 120 (24%) OEEH 50 A 4EFMTH-
7o, AEFION, BHEX M A (77%), ZHERI0A
(23%) TEEE1FH S 19 F o d, BEEMEO
BEAE SRR & iz b D3 29ER] (66%) TH -7z,

1. BRI e RN RE

MERNERE, EEN4cm ORI X 5 MER
EfiEnz, FAERERY oL CRIERET, BE
OYIBIERNC R RIEREL L, BRI A TR O £ %
BRI L, & bICIEERICRED 9 F L 3.8%
(w/v) 7 >t )70 1 B2EEL TREL,
BEEEEEIE L RET 4°C IR E L, RkiEn
EREFOSIRI, E% AR, ME, mE: SRR
EHRIDESTE, MIE X RERERORAHRS & UIE
r MEEAOBRMOSERSWOGET 6 @ETH-
J. IMEREIOERIRIN I FOTATIC, ISMERER T IED
IMAE 13 FATEREEE & 0 5 AT, [AERER D BRI
rMECSEREAHRIEAERE &b 2BMAE,
oEEL b 12 BN TEG ZHRE L.

. miEREEROREE

BEE R OISR BB EOAN 7 4 7Y ) =7
vo(3 R U % 20~100 mg/ml (REEE 90%),
BERTFOA T E Y 50 8 /ml, A747Y /=
# 2 100mg/ml E A b EEr 50 847 /ml @ 3 %1
B, BEM/ME (—8A7 20 ml, BAREY, BER
x|~ ) v 1000 BA2/ml, B LU~ ) > ORE
KoOFE 7y 3> 10mg/ml THo7e. Fis R H
OWINYIE 75 A 2 v 4~2cu/ml, v aFF—¥
50~300 #A7/ml, B L CHRBEF 77 A3y TR
3 )= YOEERO NS A F Y A8 25~100 mg/
ml Tk o7, HiE0.3ml i ERoFENY 0.05ml )
HEAAH LY 240.05ml (0.025 M), BN AEREE
13 0.4ml £ —Fiz Lo, 7 O BB L REROM
EraMEEGOBIRD &, s TEG fIEEA
wABERCES L, IEHRMLESEREL LT
MEC A7 4 7Y /=% EAburEvORERE
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T, BEEER LAV, B - SRLBESKD a2 >~
bo—L b L THBREER EBIRNOSERESK A
[RYAR

V. BEEM  RABAFEOAE

BENEM L REEEOFMIZ, TEG (mr ek
oy b b—%—TE-30) ko7, TEGHIZE®Z, &
EE LD 2RISR, RN, BHEEr LTol
fean v ADIEIZEA LIBEMG, REIZ/ 857 4>
EBOICERL, TOEKLDEHBL.

1 BEEE TEG ORAKTH 5, TEG idfeah
RIBOR & S 2 HELICRRAY L D, BEEELS
AEiEE LTRDL, REEER2RAIREBOREE L L
TEbLL, EERLIER OMELEET 258, BE
FBERICE 1 D A DI AFRO 2 RT, &7, &
EHIRCE 1 0 B U<, HERIEA & T ORI HEE
RULHOCEROB%2RT, TEGOSERIEERED
Hartert i2f¢ - 7z, KIGEHE (reaction time, r), TEG
HERIBERD 5> TEG OFEN ImmET 2 2T
BHE (53) 0 747V =S h ol 7Y v
Rk % CORRICHEY, BERE (Koagulationszeit,
coagulation time, k), TEG OFigst 1 mm # 5 20
mmiZET 2 ETORRM (43) 1 7147V VRBR
DEE Y, BAIRIE (maximum ampulitude,
ma), (mm) ; 74 7 CHOBMEE AL -5
EEMECHES L, ¥ (fibrinolysis rate, FLR),
TEG D ma &b 60 3EDIEES a, £ T3 & %, k=
(DTEH ;7470 CHBYE OREERE LTEbh

BIRBIEMEICIES T 2,
_ma_al ---------
FLR—’Ea—-Xl()O (%) 1)

V. BERBHERFORE

MERBEERDT 4 70 /=4, MUMR, M
V¥ b, BEURMERSIMEEY (fibrin and fibri-
nogen degradation products, FDP) ##IEL, HfE
TEG Lt OBRERE L. 74 7V /=2 i b o v
v (HIEERA 10 mg/dl,) M/MRiza—L g -1
B, # V¥ v A3 OCPCH#, FDP i FDP-kit
(Wellcome #:8) R THIEL 7.

VI. —B4 0 oM@~ o i &
BEOREIE S 17 15 Fliz DU T SCr AR MK
ERGERTE (FEO198) L, —HY D omiE
BEAOHmE (W E¥+3)ix, MEEHE (Veta)
T B EEE (W/VR) THIEL:, v (FHF)
ByvFr—varhvyry—icksmg mig m
8%, B L UME FERO RSB E, FhEh H, B,
S, §' &L, RIEBFRIRGMS SREFERETE T
R LT3 &, FEEE, KAQ)TEHENS,
Y= B 10 %) e )

UL, MEBOMEHEEIIMED % nITHBEL T/HE
<, Efe, MFEEEWOMETEE I M ORI IR A8
Wk BATREMEL D BHMED TAR L, Lo TS HB
FUS I, EBIEELI 2IELET, —AY% D OmiE
FEA~OHIMERERE (W/V%) ¢, H, B, T, DfE
LD RAB)THEE L.

Fig.1. The thrombelastgram (TEG) of hyperfibrinolytic venous blood
(A) and hypocoagulable venous blood (B).
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<4 27ux—F—THEL 3 7 FiOFEE % FHUmE
WEOES X L,

V. MEETRIBRE

B RME~RAE (FHE - REES), B/ME
~BRE (FE), ¥ i3 PELEEREL LR
L. 2EMOVIHEOEORE R, FS8tEEsRE
L7z %, Student % 7zt Welch @ t BRE %2\, p<
0.05 BB L L.

54 #

I. IE%ARARI & 181 AT mAEE 5 oo Bk L 0
TEG

i 2A X IEHE AMIRID TEG O—%4, K 2B i3 Mg

FEFIREIRIN O FEBATRRBYE D BV TEG O —fl %R

T, B 2B iR MAERESIERR TEG T3, MENRS
Nz, EZOHPTRBEOBRBENH >,

3£ 13 IEE AR & mEEFRIRLO TEG 0K
E#r, k ma FLR 207D TH S, EEAN
EFO#Rm TEG Tidr, 3~94 (5.7£1.74) ;
k, 1.0~7.04 (3.3£2.14%) : ma, 44~78.5mm
(61.5+£9.9mm) ; FLR, 1.0~23.9% (9.3£6.5%)
TH -z, [MAE 44 EFIOFIRIL TEG TIE, 1, 3~10
5 (6.0£2.04) : k,1.0~5.04 (3.0+£2.54)

Table 1. The thrombelastgram (TEG)
components of the venous blood of
normal human and the case with
chronic subdural hematoma

chronic subdural
normal

hematoma
cases 30 44
r (min) 5.7£1.7 6.0%+2.0
k (min) 3.3+2.1 3.0£2.5
ma {(mm) 61.5+9.9 60.0%9.0
P_‘LR (%) 9.3%6.5 7.41+4.2
Values are mean + S.D.

—J110mm
10 min

Fig.2. The thrombelastgram (TEG) of normal venous blood (A) and the patient’s
venous blood (B) with chronic subdural hematoma.
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ma, 31.0~73.0mm (60+9.0mm) ; FLR, 0
~17% (7.4 £4.2%) ThHot:. EFALMEFEHO
#ikmo TEG £EHE 1, k, ma, FLR, DZ N ZhDFE
HECCRETEEOER2ZD 2 o7,

II. BMEET0LEmE TEG

1. M TEG kD54

34 2 OB MEBRE T MED BEE TEG * 75
T, 50 DM TEG if, O mafick D ma< 1T
ECRENEEER ST —ERO TEG 2R T8 (F
3-A) &, madtl~4.5mm OEDEHEEIEN %2R
TH (H3-B) O2 8B ETE, L, BigE
% TEG, #EIWINE TEG LIRE T 2, #Hgm
TEGMER 6 ~12 FMOEERE TR TERE
TEG 2/~ L 7.

2 BEMRE TEG &, Wi TEG 0ZEZEr, k,

Table 2. Two types of thrombelastgram
(TEG) in the chronic subdural hematoma

linear type increasing type

TEG TEG

sides 40 10
bilateral cases 6 0
unilateral cases 28 10

r (min) N 31.4+8.3
k (min) N N

m (mm) 0 2.8+1.3
FLR (%) N 0

The TEG of chronic subdural hematoma is
classified into two types, linear type (ma
<1mm) and increasing type (Imm=<ma=
4.5mm). N, unable to measure ; Values are
mean + S.D.

. L

ma, FLR %773, £1MAE 50 | p, M 40 Al (80%)
DSERE TEG 2L, 106 (20%) »#HE8 TEG %
AU 7z, FEMES 6 412 filid 3 X TERE TEG %257
U, FRIESE 28 FEBI (73%) »EMHE TEG %, 10
P (27%) 55N TEG %R L7%. E&L TEG ®
ma {3 0mm T, #-7Tr, k, FLR 3 HIEFEES - 7,
WHATEGD K EX W, r, 20~404 (31.4+8.3
3 0k, BETHE, ma, 1~4.5mm (2.8+1.3
mm) . FLR, 0 Tk -7

# 3 1ZMME TEG BORKA L/NRIZ BT 3 AR %R
. BRAESNE 3561 (87%) HEME TEG % 104
(23%) »EHER TEG 25/ Lz, NEERRTRTE
#8 TEG 2R L7,

2. IMfE TEG B & MR O BEERF 5 & EERRE
ERF

FT4RIER ABIRM (30 §) &P L, EiSH TEG
M (34 ) & & UWHHEA TEG ME (10 fl) OEE
RF L BEEERTERYT, MED7 4 7)) —F>
i, ER%E TEG MAE 34 FH T #8T 0 mg/ml T, #i
A TEG MAED 10 DA, 2 T 14.5 mg/ml %%
L, %Y D 8FIT 0mg/ml Th - . MEDIM/MTIE,
B2 TEG M T 10.2+3.2X104/,], H#¥EE TEG
MET6.8£1.7X104/ ] T, BIRINICEL LB B 12K
<, MBMECFHEOMIZIZEEEZ otz #

Table 3. TEG type and age of chronic
subdural hematoma

linear type increasing type
TEG TEG
abults 35 10
children 5 0

. L

_110mm
10 min

Fig.3. Thrombelastgram (TEG) of chronic subdural hematoma fluid. The TEG of

hematoma content is classified into two types
increasing type (B, 1 mm < ma <4.5mm).

linear type (A, ma<1lmm) and
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Table 4. Coagulation factors and coagulation inhibiting factors in chronic subdural

hematoma fluid

chronic subdural hematoma

normal
venous total linear type increasing type
blood TEG TEG
cases 30 44 34 10
(hematomas) (50) (40) 10)
fibrinogen (mg/ml) 360+60 0—14.5* 0* 0—14.5*
platelets x10Y/ z1 24+8.0 6.1%£2.6* 10.2:43.2* 6.81.7*
Ca (mEq/1) 5.05%+2.1 6.09£1.83 6.01x=1.01 6.86+1.30
FDP (ug/ml) <10 28965860 2737£5550% 3350 6674*

FDP, fibrinogen and fibrin degradation products,
Values are mean = S.D. *p<0.05, vs. normal venous blood by Student t-test.

Table 5. Clinical differences between the
case of linear type TEG and the case of
increasing TEG with chronic subdural

hematoma
linear type increasing type
TEG TEG
cases 3 10
period(days) 3—180 5—-35
(27.4%21.8) (17.9%9.8)
Out. M. (. m) 75—1700 300—T700*
(279+159) (525+125)
hemorrhage(%s) 0.1—4.7 2.7—9.0*

(2.38+1.30) (5.55+2.25)

period, the interval between the onset of
symptoms and the operation ; Out. M, the
breadth of outer membrane of chronic
subdural hematoma ; hemorrhage, volume
percentage of daily hemorrhage into the
subdural hamatoma cavity. Values are
minimun-maximum (mean £ S.D.).
*p<0.05, vs. linear type hematoma by
Student’s t-test.

Ly AREIRILC UG < % <, ERE TEG M
< 6.01+1.01 mEq/1, #iiE8s TEG IMAE T 6.09:£1.86
mEa/l T# -7z, Mo FDP i3, EfRE TEG MET
40~20480 wg/ml (FHHE 2737 ug/ml), Wi TEG
[ T 40~20480 wg/ml (E351H 3350 pg/ml), £
FESEBT 40~20480 pg/ml (FHIIHE 2896 ng/ml) TH
D, BIRMICHEARELSEETH 7.

3. (i TEG B LEEFRB & U'—HH D OME
flep i i &

% 5 \LEE TEG FEF & W8 TEG FEF DR
R » g et URT. FEED 5 FlT % T D HAM
(LR TEG FEflb 3~35 B (17.9+9.6 B), B
% TEG fEFI3 3~180 A (27.4:£21.6 B) T, WigR

TEG FEB 2 SSERLE IR - T\ 7o, ERE TEGES
O MBS 75~700 gum (279£159 um) T, HIME
13 0.1~4.7% (2.38+1.30%) T > 7z, ERRE TEG
Mgz ¢ &, FiEE TEG EFIMmEEAS 300~700
um (5254125 ym) THBREL, »OHMER
2.7~9.0% (5.55+2.25%) T, BB HE»o7.

0. MmETEG <R TREREAOR

1. MEEAT7A TV =T~

B 4A, B, C i, ImAEW % h 2z 100, 50, 20 mg/ml
OWETT 4 7Y /— > &Ml 3610 TEG DR
®EERT, MEL 74 7Y /=5 VBEEOD TEG
SEROTIEG, DEOBEIEIC rid 115309, 14
5, 18 S LEEE L, k 1 21 4, JETEE, BIETHET,
ma i3 26, 9, 2mm & #HBEE TEG WAL BN IR D
#2.FLR X0, 0,100 TA7 47 /=4 20mg/
ml B U728 EE e R U7z, M 20 flic A
747 ) —4 v 100mg/ml %0 & ¢ TEG 2 {IE
L. 20 TEGC FEROVWT, brDMfE TEG &
Fo, 10 2.0~18.0 4> (10.4+5.9 53) THEI AR
L, k1X10.0~21.0 4 (14.0+5.0) T, maik
26.0~30.0mm (25.9£3.9 mm) TEIHZEML,
FLRZ 0 TRETH 7.

9. MEEA MDY EVEEES X CIE A7 4
7Y )—5v, ArarEroReER

50 ARESE TEGIEZANT Y EY 50 #
fir/ml 2EML 7z 27 61 TEG 0 —Bl2RT. 27 BT
NHE5A DX 5w TEG BELL o7k, 5B i
#re Al TEG M A b e v 250 BA7/ml &
L7 10 o saisy TEG o —fl% &Y. #isgsl TEG
BT, rid SR O E 20~40 5 (31.4%8.34)) #
1.0~15.04> (10.4£3.0 4% WHEMEL, k I EARE
<#H 7. mait2.0~4.0mm (3.0£0.9mm) ThH
LOBEEES &8 ot, H5C IHREERIC
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A74 7Y /7—=%>100mg/ml £ AbT> By 508
fii/ml BEWEMZ 72 TEG 277, 20 TEG £E%
i3,1,2047 © kBIETFEE ; ma,18mm . FLRO T
Ho7. F5D EMRE TEGMEBIAZ 4 7Y /—4
> 100 mg/ml & A b &> B 50 B /ml B £ 10
212 3FD MBI —F D TEG 277, 3FWThY,
WML OERE TEG i, ma 13380 UGBS

B2 EF U 7o, BB E ICHRIIL 72 TEG ik, 20
TEG O r i3 L T a5 ma idiE/hLiz. & TEG
BERDOrix3~1145 (5.0£3.54), k W RIEAEE,

ma i 12~19.5mm (15.7+3.3mm), FLR 20T
HoT: BSE iXHEA TEG MEIZAT 4 7Y /=4
YEAPOEYBEBEMNA 1HO TEG %2R
7. TEG OFEH rid 11 5, k iZHETEE, ma i 20

|

—110mm
10 min

Fig. 4. Effects of addition of human fibrinogen on the thrombelastgram (TEG) of chronic
subdural hematoma fluid. The human fibrinogen concentration is 100 mg/ml (A), 50 mg/

ml (B), and 20 mg/ml (C).

—1 10mm

10 min

Fig.5. Effects of addition of human thrombin or fibrinogen on the thrombelastgram
(TEG) of chronic subdural hematoma fluid. The concentration of human thrombin
and human fibrinogen is 50 unit/ml, 100 mg/ml, respectively. The human thrombin
is mixed with linear type (A), increasing type (B). Human thrombin and human
fibrinogen solution is mixed with phosphate buffer solution (C), linear type (D), and

increasing type (E).
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mm T, B TEGMmECAT 4 7Y/ —% &2/

27 TEG £ h k&<, FLRIZ0TH-7.
£60EOZERIY, WEA TEG MEICAT 4 7Y

=5y, AhavtEy, A747YV /=5 EAD

Table 6. TEG components on addition of
coagulation factors to chronic subdural
hematoma fluid.

components r k ma FLR
fibrinogen l N i -

fibrinogen ik N T -

“+thrombin

thrombin ! N - -

heparin N N ! -

protamine sulphate | N - -

platelets ! N 1 -

Symbols : |, decrease ; T, increase ; —,

unchange ; N, unable to measure.

—110mm

10 min
Fig.6. Effects of addition of plasmin on the
thrombelastgram (TEG) of venous blood.
The concentration of plasmin is as follows ; 0 cu/
ml (A) ; 4cu/ml (B) ; 6cu/ml (C) ; 8cu/ml
D) : 12cu/ml (E) : and 24 cu/ml (F).

Table 7. TEG components on addition of
the fibrinolytic factors to chronic subdu-
“ral hematoma fluid

components r k ma FLR
plasmin - T ! 1
urokinase - 1 l 1

Symbols ; |, decrease ; T, increase ; —,
unchange ; N, unable to measure.

0

#t

oy EYDBREREHMLLEO TEGEEH &,
ma, FLR ORI % RT. A7 47V /=5 vi
FUAT7 4 7Y /=7 AP EVORERER
L7 TEG Tid, B TEG W2, r 235348 L ma
RN L EENESE £ D, RIBEY FLR OB
M ot, POYEVYEREINLITEG TR, rO&4
HYERE L 2 DD k, ma, FLR 3ZE L 2» o7z,

o]

oy

(o]
——

=
—

—

—110mm
10 min

Fig. 7. Effects of addition of urokinase on the
thrombelastgram (TEG) of venous blood.
The concentration of urokinase is as follows .
300 unit/m! (A) | 600 unit/ml (B) ; 1000 unit/
ml (C) ; 2000 unit/ml (D) ; 3000 unit/ml (E) ;
6000 unit/ml (F) ; 10000 unit/ml (G) ; 12000
unit/ml (H) ; and 24000 unit/ml (I).
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Fig. 8. Effects of addition of urokinase in the increasing type thrombelastgram (TEG) (A). The

concentration of urokinase is as follows ;
and 300 unit/ml (E).

50 unit/ml (B) ; 100 unit/ml (C) ; 200 unit/ml (D) ;
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Fig.9. The thrombelastgram (TEG) of chronic subdural hematoma fluid and the mixed fluid with
hematoma fluid and venous blood in the same case. Linear type hematoma (A) : the venous
blood of the case with linear type hematoma (B) ; the venous blood and linear type hematoma
fluid (C) : increasing type hematoma (D) : the venous blood of case with increasing type
hematoma (E) ; and the venous blood and increasing type hematoma fluid (F).

Table8. TEG of the fluid mixed with
chronic subdural hematoma fluid and
venous blood

control chronic subdural

hematoma
cases 15 15
r (min) 8.2+3.6 6.0+2.1
k (min) 16.6+13.1 11.2£6.3
ma (mm) 28.4+10.1 14.4+8.6%
FLR (%) 9.5+3.4 28.4116.8%

Contro! fluid is mixed phosphate buffer
solution with venous blood. Values are
mean =+ S.D. *p<0.05, vs. control fluid by
Student’s or Welch's t-test.
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Fig. 10. Effects of addition of tranexamic acid on the thrombelastgram (TEG) of the mixed
fluid with hematoma fluid and venous blood in the same case. Phospate buffer solution
and venous blood (A). The concentration of tranexamic acid is as follows ;: 0mg/ml
(B) ; 25mg/ml (C) ; 50mg/ml (D) ; and 100 mg/ml (E).
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Fig.11. Influence of the level of tranexamic acid on thrombelastgram. The right ordinate
indicates reaction and coagulation time (min), while the left ordinate does maximum amplitude
(mm) and fibrinolysis rate (%). Abscissa indicates the concentration of tranexamic acid.
Symbols : triangle, reaction time, r; open circle, coagulation time, k; closed circle, maximum

amplitude, ma ; square, fibrinolysis rate, FLR.
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Abstract

The growing mechanism of chronic subdural hematoma (CSH) was investigated in 44 cases (50
hematomas) with particular attention to coagulability and fibrinolytic activity using thrombelast-
graph (TEG). Reaction time (r), coagulation time (k), maximum amplitude (ma), fibrinolytic
rate (FLR), were measured by TEG. Fibrinogen and fibrin degradation products (FDP) and
daily hemorrhage of hematoma content were determined. The TEG of venous blood in the cases
with CSH showed normal patterns. The TEG of hematoma was classified into two types, linear
type (ma<1 mm; r, k, FLR, unable to be measured) and increasing type (I mm=ma<4.5 mm ;
1, 31483 min ; k, unable to be measured ; FLR=0). The TEG in increasing type hematoma
showed linear type within twelve hours after taking hematoma fluid on operation. FDP ranged
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from 40 to 20480 »g/ml (mean 2737 yg/ml) and daily hemorrhage was 2.38+1.30% in the linear
type. FDP ranged from 40 to 20480 ug/ml (mean 3350 ug/ml) and daily hemorrhage was 5.55+
1.25% in the increasing type. Following the addition of fibrinogen, the TEG of hematoma
showed increase of ma, shortening of 1, no change in k, no change in FLR. However, following
the addition of platelets, the TEG showed increase of ma, shortening of k, no change in r, no
change in FLR. In the TEG of both of linear type and increasing type, FLR showed 100% by
addition of fibrinogen (20 mg/ml). Increasing type hematoma showed FLR of 100% by addition
of urokinase (200 unit/ml) and showed linear type TEG by addition of urokinase (300 unit/ml).
FLR of hematoma mixed with venous blood in the cases with CSH was 28.4-+ 16.89%, and was
higher than FLR of normal values of venous blood (9.5+3.4%). Moreover, ma was 14.1+8.6
mm, half of ma of phosphate buffer solution mixed with venous blood (28.4+10.1 mm). In the
TEG of fluid mixed with CSH and venous blood in the same case, FLR was decreased and ma
was increased by addition of tranexamic acid. These data indicate that inhibition of coagulation
and hyperfibrinolysis plays a role in the growing mechanism of chronic subdural hematoma.




