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[ Abstract | Objective ; To investigate the correlation between the parameter of early coagulation function and the incidence of delayed
cerebral ischemia after subarachnoid hemorrhage and to provide basis of early prediction and intervention for delayed cerebral is—
chemia in clinical treatment. Methods ; The coagulation and TEG of 77 patients with aSAH within 24 hours from onset was analyzed
retrospectively and 22 cases of unruptured aneurysms(UIA) were collected as matched group. aSAH patients were divided into the
DCI group(38 cases) and No—DCI group(39 cases) to compare the clinical data,coagulogram and parameter of TEG. The multi-fac-
tor logistic regression analysis was adopted to determine the risk factors. Results : Compared with those of the No—DCI group, the values
of DD,FDP,Fib, o and MA in DCI group were significantly higher(P=0.000,0.000,0.000,0.043,0.042) , while values of R and K
were lower(P=0.002,0.036). The result of multiple-factor analysis shows that the parameter of D-D and K were the independent risk
factors. Conclusion : The parameter of D-D,FDP,Fib,a angle , MA is significantly increased, while the parameter of R and K is sig—
nificantly decreased in aSAH. D-D and K are independent risk factors of DCI. Therefore,early monitoring of coagulation function can
help predict the occurrence of DCI,as well as guide the therapies.
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L1 —%RE WE20144£9AF 201549 AEKE
B R2EM —Be M SR A I AR HERT aSAH B E 5 UlA
BAEVERNPIFRXTSR ,aSAH BEIL 77 B, KBk 28 4, &
49 5], 448 (52.96 + 10.06) F . K HF 24 h N EFFTEE LT
B M2 S B2 AR BB B R Fisher 734 AE0E MER
HILER R RAR S BT RN ERE BNREESH
& TEG B3 UIA B3t 22 4], Hvh B4 10 4, Lotk 12 41,
4 #E(53.55 + 10.46) 5  WEARE MRS K TEGC ¥,
1.1.2 PAFRHE 4K 18~80 % ;CT.CTA Bt DSA HEH L
2 aSAH; Z% 24 h WH EREEM S K TEG 2 ;i 1 A
Pa ok FBRAESCHLER 254 (R IE 255 ; T B AR /%
Y P RERG MR RF LB,

1.1.3  DCIZSWitruErs  impRA TGk, Bl R ALt 2
THREBR (e R 1E K4 ) B2 it £ Th REBR (R Iy
FPUKFE T ) Fegeatial 20858 1 h, ARREETHMRE
MEBLCANEHm RK RRUKE) TR ERERFE (B
FEE A TEAL R ES) M HEAREE L (I
WE).

1.1.4 R Fisher FAHED 1 4. B EEE SAH
(BE< mm), BABEARM; T4, RESEREMHEE
SAH, &3z poim ; 4% . Rt sk R BUAY R SAH(REE>
1 mm ST SR ) , BB R AR ; IV 4% . Rrkb B3R
BRVEIR SAH, &I E AN,

1.1.5 Mo i B e A N S CTA Redef il B Willis
IR ER BBk K RT B K KRR 3Bk KIS Bk E R R
/N BB RS R A MR,

1.1.6 Z#H ¥R 77 BlEERERES LKL DCI SR 2
21, B DCI 44t 38 6 (BB 1 12 41, E34F &Y 51.83 % s Lotk
26 4], SEXIAER 55.34 ), No-DCI 223 39 il (B 16 4,
RS 51.62 & st 23 B, P 52.69 ) ARIEMR
Fishers34. [ ~ T BT 60 B (F 22 ], FH4ERES2.25
&%tk 38 B, SEI4ERY 52.19 %), T~V 17 #I(FB
Y 6 B, 4R 54.44 B 2ot 11 ), EAERES471 %),
1.2 Fi&

121 BEMBEE RALSHNNMEN CA-7000 K D-
Z K (D-dimer,D-D) . IfiL 3% £F- 45 5 F JR (plasma fibrinogen,
Fib) . £F 43 K J& (fibrinogen , FDP) . Ifit 3% % Ifn B8 5 B 1] (pro—
thrombin time , PT) . 3/43%E ML 3% BB 8] (activated partial thro—
mboplastin time, APTT) R BEFRR L E (international nor—
malized ratio, INR),

122 MBBMAEKRE REMEIRERNRES BN,
FH 0.109 mol/L HIBKER4N 9:1 $i#E,2 h WFAEI  (UBRRAEE
Haemoscope Cro 2\ A} 4 7= B Thrombelastograph Analyzer
TEG-5000 Ii##4 /7{% (TEG-5000) , Z3 FIRTE i 0 i35
ik £ {2 3 5] (Kaolin) ; i R BEA 4 ] TEG-5000 A Fh#iC
B TEG A28, HPE H ke 5 AR I8 (maximimampli-
tude, MA) ST 30 min FHL,

BEERKAFFIR 2017 £5 242 12 8 ( Journal of Chongging Medical University 2017.Vol.42 No.12 )

13 %itEar

KA SPSS 17.0 G HATH TR, THEFBER IR R
NRAEFRE, RN LI £ frfEE (v 25) TR, &
o] LR SR ST AR ¢ I A R R B UWEERLE
= logistic EEH, KK «=0.05,
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2.1 aSAH 485 UIA 485 55 fooh fh o Jhdk

7745 aSAH BE 5 22 5] UIA BB IR R
L3 1, aSAH 4 D-D . FDP {HE T UIA 4 (P<0.05),2 4[]
Fib PT APTT.INR.R K. fi MA {HESIH2EE L (P>0.05),

F1 aSAHAL UIA AR MTHEES I LE
Tab.1 Comparison of coagulation parameters between
aSAH and UIA Group

BH B aSAHA (n=77) UIA#H(n=22) :f P&
Bl SH
D-D(mg/L) 2.60+1.55 0.59+0.59 5317  0.000
FDP(mg/L) 8.68 + 5.36 250+170 5703 0.000
Fib(g/L) 270 0.65 2.90 £ 0.61 1444 0152
INR(%) 1.02 + 0.06 1.05+£0.12  0.189 0.851
PT(s) 13.50 £ 0.72 13.10£0.56 0273 0785
APTT(s) 33.21+7.38 3567+057 1539 0.127
TEG &%
R(min) 5.86 + 131 556+090  1.034 0304
K(min) 212 £0.57 220040  0.600 0.550
o fi (deg) 60.75 = 8.15 60.59 £652  0.088 0930
MA (min) 59.61+£7.13 59.96 £5.40 0213 0.832

22 DCI#5 NO-DCI 48— A frfhrhaz

aSAH J5 DCI 415 No-DCI 4 AG4ERSY MR R F ME M
FERWERRHRL , 2 R TG 8 L (P>0.05);;DCI 4%
Fl&RA CVS BIELBIR 71.1%, B B & F No-DCI 4 (33.3%),
EREGH ¥R N, EYH CVS 5 DCI A A FmYIARE (B4
REIET R AL CVS MAEIFA—E=4E DCI, T CVS
A B DCL s DCI 4B HMEES S, W R Fisher 2
% M-IV EZFBIFE DCL A 5 31.6%, i 7E No-DCI L X 5
12.8%,DCI 4 i Fisher 434 & F 3% B B & 24 No-DCI
4, EREGIHEE L (P<0.05), ¥ DCI K& 4 5B R Fisher
SRER,WNE 2,

x2 —BABER(n,%)

Tab.2 Comparison of general information{ n,% )

BRI DCIH (n=38) No-DCIH(n=39) ¥ P{H
>50 ¥ 23(60.52) 20(51.28)
i lLE 13(34.21) 16(41.03) g‘ggz 8“5‘;‘;
R 1(2.63) 3(7.69) 1'001 0'317
K5I , ’ )

B 12(31.58) 16(42.03)

% * 26(68.42) 23(57.97) 0.742  0.389
Fisher 434

I-T&4A 26(68.42) 34(87.18)

M-V&A  12(3158) 5(12.82) 3937 0.047
k=g

CVS 27(71.05) 13(33.33)

NO-CVS 11(28.95) 6(66.67) 10070 0001
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2.3 DCI#L5 No-DCI 0%k sn3h g bk

5 No-DCI A48 H., DCI 41884 #) D-D . FDP Fib {HHH &
F & (P<0.01),{H INR APTT.PT HE R ELITHEE X (P>
0.05); R . K HH BRI, o 8 MA EH BHF (P<0.05), W%
3. %4,

%3 DCI45 No-DCl A MK SHLE
Tab.3 Comparison of coagulation parameters between DCI
and No - DCI Group

B 5% DCIH (n=38) No-DCIH (n=39) :{ P&

D-D(mg/L) 3.62 +1.49 1.62 £ 0.81 7.303  0.000
FDP(mg/L) 11.75 £ 5.54 5.70£3.03 5969  0.000
Fib(g/L) 2.96 + 0.64 2.56 £0.61 2.838  0.006
INR(%) 1.02 + 0.06 1.03 £ 0.06 0356 0.723
PT(s) 13.49x+0.76 13.50 £ 0.68 0.031 0975
APTT(s) 31.93+3.48 34.5129.80 1.551  0.125

#£4 DCI#5 No-DCI 48 TEG BHtE
Tab.4 Comparison of TEG parameters between DCl and
No-DCi Group

DCI#H (n=38) No-DCI#H (n=39) :{f P&

TEGEH

R(min) 552+ 1.19 6.21 £1.37 2.371 - 0.020
" K(min) 1.98 £ 0.56 225+0.55 2135  0.036

o fi(deg) 62.65 + 8.05 58.90 + 7.94 2.058 0.043

MA (min) 61.27 + 6.81 57.98 +7.10 2.068 0.042

24 B3RAELRTFEIHER

# Fisher 4+4% .CVS.D-D.FDP.Fib.R.K.a £ .MA {BifE
4 aSAH % 4 DCI NBREEH HAER, BT logistic
WA #HITZEEMT. G5R B Fisher 74 .CVS.FDP,
Fib.R.a fi \MA RS HH#E X (P>0.05), T LS AR
XHfER R R 2 D-D K H(P<0.05), WK 5. K 6, £F £ [F
5E B X D-D K EURRE K4 CVS,

#5 DClIHEXEREAEBE

Tab.5 DCI related factors and assignment

3 it i

DCI /238 SAH J& i 3R & M 2 Ty BB Sl 45 5
EX BRGNS, — B &K 4 7E SAH
J& 4~7 dil, DCI 2k o BT Ji 4 I f o 1 N 2 A 2
BEERRZ— BHEENHIIATERE  BEEWRIHA
i AR 2R -2 3 DCT BRI, SR T I R EE &
% v S G I R 2 B J B R — 2 i B DCI, B
DCI KB E AR — A IR SR 2R, R R I & =
A HMEES S DCIRE, AR ERE
28.95%K DCI B & LR B2, 5 ARG R
UG, IR R ERBURTE i SRS
ERY #MEth 25 DCI W RES8, fHoxie-
B SAH B3 R K BRI & WA U TE AR,
R M A PR IR T BRAE DCT PEEEER, B
I, B L SAH BB M IIBE RS VIA L B
IS DCI MERAE R EHRMIE R

1L Th B8 78 B 20 A R =2 IR T B 1 B AL
2z —, B £ =@ D-D.Fib FDP . INR.PT &
APTT {H5EE M S AHRIEVR T LA, 453Kk, TEG
BB A TG R T B M T RBR A, B E b
RELT MR 20RE, EEESH R RGN
H 1, MA R Iil/IMRITBER R K5 a AR
RAKERFK R, FHARTRARKE
PT APTTfEEIEHH%, 5 D-D . Fib EEHMRX,a
i MA {H5 PT APTT EE A%, 5 D-D.Fib (HE
EAEX, HA D-D FDP.Fib.a A& K FHEE
TNEFESTUEE , Rl B R I AR T XU 3 fin, RUINR

B & Z &’ W& E PT.APTT fHFEK, o /5 MA AR RN THER
DCI Y 0:%;1: 2 I;é(\ I — y ‘7& =] z J
Fisher$}4% X1 0:1-I%;1: M-V ,fiZﬂJ%meﬁ?ﬁiﬁ ’{T PTAPTT {EHH5574E
Ccvs X2 0:%;1: 2 RGRBHEL, ARG R A ,aSAH J5 24 h IE]
o o 0. <26251: 5262 BB LS AEE AL, R F2 D-D X FDP (574, Hi
t=8./2;1: >0, . "
Fib X5 0:<2.76;1: >2.76 TN IURTE XU 38 i, HL DCI 418 % TEG 58215
R xs 0:586,1: <56 SRS YA, D-D Fib FDP o fi MA {8
122.1151: <2, _ N
o« fi X8 0:<60.77;1: >60.77 B, R KEHE T, B8 DCI AL SEEN
MA X9 0:<59.62;1: > 59.62 TIRETUH B TIMER . ZEE FEMTE5RIEE D-D
#& 6 DCl BB EE logistic ElIF&#7
Tab.6 Risk factors of DCI by logistic regression analysis
T B ) B SE OR P 95%CI
D-D 2.276 0.835 9.739 0.006 1.896~50.042
0.026 0.028 0.01~0.681

K -3.651 1.667
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A KAER &4 DCI M~ a3 5 DCI
RAERIEAR, XL REARER I aSAH &
HEEMINREREE Y, LiRHERXT DCI &4 H —
EFMIER ,BE, % TF aSAH BH E% 24 h 5K
B MRS M F A — B,

Veldeman 55 2%% 38 SCHR G & BEAR & 1 fii 0 i
BITETT A 4, e PR _E LATRBH I I R 2E b £ B
B AR EIIRTT R RESE 48k 6 DCI Y& 4E , UBR AT
BEFFE AR RN S 5 , BRT SAH IR RIAYT 15
bR B MR ASHE DCT R RIVER , TASHIF S
K IEE M IIAETTHE S DCI A& A AR E R %
T &SR BRI IT AN, BT A N B ERR S E
7T, HBT Wurm H BACYZE I R b {F R /N & AF
FIRJT SAH JEimidkin , FSLHAZ S AR, I EMK
BIBURAF B, VLB T BE7E SAH PRIEZ/EH
FEEBRIAMTRIRE, K IT/ES, 4% taSAHR
BB LTI BEIRTS , fAT B 44 T HUBRR YT EAR R TR
%,

25 E Tk, TEG S8 Wil aSAH FBH5E 10 1)
BRRERE R TF B, D-D MK Fisher 434%& DCI
BB R R, aSAH B85 B M ThRETT AR
T H B DCL B KU 3G, FE AR R iy TAE A,
HI T RTBE ST, ¥ aSAH Zi5 BRI 3 d B &
M ZEEHEAT AW, Pk 25 7E DCI R A
R I RIKYE
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