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Abstract Objective:To explore the effect of the operation opportunity on neurological function of the brain-ventri-
cle drainage combined with cerebrospinal fluid replacement on the patient with severe intraventricular hemorrhage.
Method:88 subjects with the brain—ventricle drainage combined with cerebrospinal fluid replacement were randomly
divided into hyper—morning group (group A),acute stage group(group B) and subacute stage group( group C). The
clinical neurological function disorders were recorded in the patient of the three groups before treating or after
treating. The variation of neurological function was cross—check analyzed and compared among total effective rate,
near recovery rate,mortality rate and hospital days. Result:after 1 month treatment,the mark of clinical neurologi-
cal function disorder was decreased in the three groups (P<0.05).The total effective rate and near recovery rate of
Group A and B were significantly higher than group C. The mark of clinical neurological function disorder and
mortality rate of group A and B were lower than group C (P<0.01). The cerebrospinal fluid normal time,hospital
days of group A and B were obviously lower than group C (P<0.01). However,there was no significant differences
between group A and group B (P>0.05). Conclusion:The brain-ventricle drainage combined with cerebrospinal fluid
replacement in 24h and early rehabilitative intervention 10 days after surgery are able to reduce mortality rate,in-
crease healing rate,lessen clinical neurological function disorder and promote the recovery of the neurological func-
tion. Thus,this would be a good choice of treating severe intraventricular hemorrhage.

Author’s address Dept. of Neurosurgery,Union Hospital,Tongji Medical College , Huazhong University of Science
and Technology, Wuhan,430022

Key words severe intraventricular hemorrhage; operation opportunity ;microlesion craniotomy; early rehabilitation;

neurological function

R 2 Y I (severe intraventricular hemor- FHEBEAR B FAREHLIC2H, WEIR T T AREHL
rhage)Ifi IRIGYT 19 B O TORBE B F A am  JF Hieok R IIREIGRIF X B E W &gk & 52 m
BEL 32 b o IR sk 2 A1 i S8 3 I DR A 2 T B K
REBEWAA TR, WENMMTRAL R 1 BRSAE
PO AR MR Tl RS B B E 2 11 Bk
AT MR AR | e 26 B AT 3 P e AR DRt R A 1 . o
M FARBHL T UL R TR TSR, 5 i g A 40022
X REARBUR R I TR BA o mE AR 2 X, 3 PR ARCERBe 25 BE A STAY

N o PE# A W00 5B WEWrg A, IR
B 5 38 2o I DR Bt AT G RE S Ok o A = 4 O AR Wk H 91.2005-12-05




812 o [ B A R 2 2k A, 2006 45 21 85 9 )

Chinese Journal of Rehabilitation Medicine, Sep. 2006, Vol. 21, No.9

oA fi 0 AR E 88 i, H & 2003 4F 10 H —
2005 4 7 A AEBERE . AIAbRIHE . OIS 46w
ZBb S o T AR 28 A BL A S e 1 <25 2SI I
PR 12 W A" PRSI B A s @3 463K 5 CT IR S, 4
fii s i, G = PR B 4% Graeb [RPE43 73 Kb
HER Graeb TF-4334>9 43 QHEBR /NI g T Ko K ot
I, HEBR R B 2 2B I R HEBR ™ 5 1 5T 5 2 g
REfs T AR g S I T RE AR
1.2 54

i HEL i e 5 28 R s T S ] i 2 6 S ) 1 - R
IPHLIE AR 20 3 3 20, A 4. 8 081 (<6h) 2H 30
B, B 176, otk 13 6] ARl 575 %(52—T1
), GCS PE43: 11—9 43 21 il ,8—4 43 9 fi ; F-AH}
[B] :2.5—6h, ¥ 4.2h, B 4.2 (6—24h)4H 30
B, B 196, otk 116 ARl 58+4 % (49—73
%), GCS ¥4y :11—9 43 18 i ,8—4 /3 12 fil ; A
WFI) . 6.3—24h, -1 13.1h, C 41 .3 2 7L (>24h)
4 28 B, Ak 17 B, Lotk 11 B4R 59+7 2 (43—
77 %);GCS P43y 11—9 43 15 Hi] ,8—4 43 13 #i] ; F
ARBFIH] :26.7—46h, “F-3532.9h, 3 241 # B E A
K 0 A 3 B A X S VR YT A SE R AT AU ik &
FACE) AL P 355 53+ P VAR P RR A A A R AT
5 P S s PN AR R R R A B s A 6, TG i
PE2E S HATT Pk,
1.3 FARIE

BRI AT BRSSP i o
PL& PR E 2—3em, 55 JF 2.5—3cm A GRS FEHT
VR BT R R A0 A 0 A o 5 LR AR R
FEEFLIE , R 225] S AME 0.3cm [ fEIEAS 0] 2 1
FRHEITEL T M kA 4—5em, K F 2200 WIRA
WA TE IR0 BT 5 A T Sk B, U 5 | 3t 4 20
AR K Pk 3—5 Wk A i 2 — 5 ] A
N A PR BB (UK) 1 J7 U AR BRER /K 2ml % 8§ , 4]
A Ah, [ B XA 5 | 30 4 P T8, 2 ok v A 5 R R A T
KEIH 1—2 W, ARG 2d JFUG A7 2 S8k
PR AKHEAT I B e, 1 UR/d i S 3—6d , B
W E e N 15ml,
14 JREIRIT

3HBEHTFEARE 10d 177 R R RIT 8
FH R AR U0 507 3, 4R iE sy ik BT &
BT IE ALY LSS 18R A H ST R B K
FEAE L AT B2 , ZE 4 £ 8 1) 1 0 AR 57 AR 42 4
PR, B Ak H G S B EE S e B A R AR 1 9 AAE
WAL ZESE b i D506 2 32 IR4 i D se - H
RN, BT 1 WU, B 45—60min, 5 K/

1.5 JTROTE

WRAE 1995 A7 4 [ 25 DU Ji o 1L 45 5 27 AR 23 1]
SE W I PR A 28 D B B R B I AR v, 43k . (D3
APE A2 D RE BB T A3 b 91% L) L gk iR R
JER 09, QB FIL . ) ae B I o i >
46%—90% , 5 SR FE P A 1—3 % ; @pk 2 . & i hE
BP0 18%—45% ;DT AE AL GBAL )  # 283h
RE BRI 0D /N T 17% , 836T 4 BITEVA TR
BTG 1A A ISy, I H s P2 B IR TR R E H
P i) A B R,
1.6  Siit2#orir

THE ORI B e hr o 22 3R AL LR
¢ KB F M AR A R T EORORER A X
K, @& KPR P<0.05, Fr A BdE 2R H
SPSS11.5 et Ab B,

2 #£8
2.1 IR pR 2 e BB AR B I 4 A

3 AR YT e I R fh 28 Ty BE Sl B B 2F 4 Y AR
JTHTA B EMGE, =54 B R X (P<0.05),3 4
MBI AT G PP ZE IR, ZRA B EEE XL (P<
0.01),7897 )5 A B WAL I R i 28 Ty e Sl 72 B 0T
B C 4A B3 2 5 (P<0.01), 1 A B PI4Ll 2
SEAREEZ X (P>0.05),A B fil C HI8E 70T
G R R 2 D pe S B B A0 Lh A, 2R LR EHE
(P>0.05), W% 1,
2.2 BT EIEIRIT AL AL

A B ZH A FEA R AL | SR RLEA ORI
BESAHA BEERE L(P>0.05),A 1 B 434
BERMBASCRYE T CA, T HRMF C4, 2%
SHEA B FEEE X(P<0.05), L% 2,
2.3 JRITIEIGIRI E A

A B 4L A K R IR R A B R AU C
ZH W B 45 %6 (P<0.01) , A FlI B P4 JR] () 22 %A 3%
PER X (P>0.05), L3 3,

£ 1 ZHEBFEE IRKHE I EEEL R _
EBEESLE (47 ,x%s)
FAEB 1/ I 17 G = i i WITIE RITHIE 2 P
A 4 (<6h) 30 40.23+5.41 15.72+4.77 28.43+1.87 21.49 <0.05
B 4 (<24h) 30 38.69+4.15 19.42+3.23 26.93+2.55 23.54 <0.05
C 4 (>24h) 28 38.57+5.29 27.35+4.68 17.67+2.72 19.62 <0.05

F 0.78 3.75 5.89
P 5005 <00l <0.01
3 it

AR, WZE TR BRI RGBT R, RAH
85% 1 B AT LALRZEAFIE , K4 v B8 2 B A 15 B



rp B AT PR A 2, 2006 45 21 5,55 9 W Chinese Journal of Rehabilitation Medicine, Sep. 2006, Vol. 21, No.9 813
F2 3ABHEBITEITRILE
FLA ¥ A i F ik ik w3 > Ja¥ ey
a1 P » Ny AE%L% A i A T » A A EERSe
% 151) % il % il % il % il %
A 4 (<6h) 30 43.33 5 16.67 3 10.00 1 3.33 8 26.67 21 70.00
B 4 (<24h) 30 53.33 2 6.67 5 16.67 0 0.00 7 23.33 23 76.67
C 4(>24h) 28 6 21.43 3 10.72 6 21.43 0 0.00 13 46.420 15 53.58

D5 A B4l L& P<0.05

R3 IHEBERARTE LK (K, xts)
5 BIRC RPE CR B AE R ) EBE KB
A 41(<6h) 30 10.53£2.19 21.58+3.19
B4l(<24h) 30 13.83£2.72 22.45+2.83
C4l(>24h) 28 16.83+3.15 27.38+3.92
F 5.28 7.33
P <0.01 <0.01

BAE BT, ARG E A 50%—T70%IM) N\ 88 ™
()i 2 o A R el e T R ) T A A R R i R
Fro 25 SR BE AL 23 R DU EE A 2 0% 48 i &
HE IR G R b O i A e 2 Sk 1 A A Y
BIT RN BHMRSFIRYT JE TR A0 2 & 1L Ge i IT il
TR R L5 11 20 2 45495 R0 T R ok i 17 3% 97 AN R
FH o BRI b 0P SRR I T B AR R X — D R R
WAIREE G (B = WAL BRI SY , B B AT 20T N I
PR 5 T BT Tl B i i 375 B A 254 7 56 itk 33 1 2
REIEAL

i P LA R 4 I AE &9 R 1 20—30min Py
TE B, 83% 1 i 4 K AE 6h LAPY,  H i —
FIATA 17 6h LU I i o 457 K 1l 73 7= 40, il i
JE BT 3 s TR G AK b Be Bi 4 ZR IR B, it LB % I ]
FFE 2 it 3 (10 R B O fin ™ 5, 8—24h ik /K fib
PEATPEINEE , T 24—48h YK Jihik 2] /55 0 | J] [l il 21
Yk 2 PR B e I I — 2D i, 0 o e
fL T HZ YRR X, A0 F 5 DRk & 0] e PEAR /b
I fieb s 3 B ) AR Rl 2L A ] g 47 I e
TN R 2 T BE Y 5 e IR R HE LUK &, BOE Bk R
AR R, A I A R b B b gl T
TR fige o3 o) A 0 AL A IR, Ak & 1)
VNN 7 =W NN R N TR S5 LAk & R 2RI 8

BN STV R RTINS R N a2
ARPERR (43.33%,53.33%) . MALE (70.00%,
76.67% ) i B3R (26.67% ,23.33% ) I 2 5l KK, H
22 SRR B L (P>0.05) , 1 6 & 5 2k 1
FARBI IR, 5 0 AT R (21.43%) A 3L
22(53.58%) W ik ¥ /b | TN 95 B 3 (46.42%) W b 384
H2E 5 B W E R X (P<0.05) . 272 T390 1l b J=)
B, it oA 38 v AN ™ o M AR % . A 24h N T
ARIARTT ok s i Fof Xof o 2 Aot 220 45 g 30 RN IR, T LA
AR SR AR BEARAE TR T BRI HL ]

0 2 00 i 5 e A2 A5 E il b R A o A
Iz 5 | RS A i Jeg P GO0 B BB, O A A 6 B L
I £T 8 11 A R AR ™ P T LA™ A K St 0 20 i o 1
Jo 100 i) s i i A 9 A I M I e UL 1 9 &
iE BB T A BOR R EZER . WERRE I
JIR A A W B SB35 S BE A R AI T A s
I W VA Py BsF ) — T 3 FE, AEDRSTIR T R E 4L i
FANGIIRTT T HHE LA AT dn K g B R, FETTR
ik 609%—80%!M, A M , BN R A 4 T AR it R
TR AR T PN AR 53 M 2 1 X T e i 1 o 3
FUEIEAE R, BR 46 RO G G == 1 A8 35 17 1 B
s BRA S, B8 B B 3k ik 25 P R i R 21 40 A i
NG R Ty o B VR R T AR PR B
NI P BT 0 IV, AT R M R R
s ALY )9 I, PT{OfE G 5 VR A B b3 A R 3 XL T
I AE R, W RE s s, Aok T F KA DL B RH
TN/ NN 2 5 e 11 AN VS VR s L
Xof I o B 5 | A P A L 55 A, BT RE R O R
N D R TR R Z IR N i N R = (| K=
P G 7K P B 200 e B A i K e T 5 A 1) 4 e i A
P, h A W R R 06T, IR B i D Rk &2 )
TS A U TA]

il 2 1 AR R S AR AR R DD RE IV R T AR
T RE R B0 AN DEAl B A 3R 7 ROR 1Y H T B
%o HillmIR L AF2ER) 2N TiEsh A
S OB H R AR NG T B R A A I Y D RE
PR, AW N1 I PR 25 ) e S R R DT 43
REX] 3 B FH NP LD ERR BTN, SR
N AR AR 2o 3 4 TR0 3E T R R
2 ) fig s B O F 4 (40.23 £5.41,38.69 +
4.15,38.57£5.29) lb A 22 5IA K, 22 55 o i PR 7 XL
(P>0.05), #&7n B3 & A d AN % 0 s #02 H B
—ERRE MY ReEA, HOERE LR, 3 A
BEWRIT 1A H JE I R pi 2 ) e s 1 R B O
(15.72+4.77,19.42+3.23,27.35+4.68) B I IT i 44
W TR, 25 5 HAT W R L (P<0.01), £ 7 38 i
FARG BRI A RS 26T e, A &) he
AT 3 — 2 BB BV E G . ARG R R E 09T
XF B TR A i AT BE AL, Y oA i a2



814 o [ B A R 2 2k A, 2006 45 21 85 9 )

Chinese Journal of Rehabilitation Medicine, Sep. 2006, Vol. 21, No.9

PTG, AR O DX R A 2 20 i 2 1 A%
S Y R R R T s shiR T SRR
TRIT N AW S TR S IR R s AL
JEBCGA M B O BAYT , AT R TR R 22 (0 B 15 R
A A A S ) Ao 20 B R AR 2 R 7 ) e
% o A7 1 P 28 T BRI 5% 25 AR DT R 28 240 B TR) T 1 58
fil I 2R 412 T v R T I B PRI 5% i 1) T A, TR0 R A
Xtk 28 AR TR B A B 3 22 5 kg %) 00 S 408 B
VLIRS, A2 2E P P I i %) W A 15 21 2 0 S 0
MATIRE MK E FE R AR T IE MR 34
AR 1A 6 MRS TFRE, HZE
M Re A AT RE I — 2D s, MR A R B R T
W, NFART 1A RR R HL R 3697 1 B
(] AR i kb 8 /NGRS AR A R RE 55, T
B, R R A6 6T I 2 I AR A AR A B A
T b2 O FR A5 T #2377 AR B A 52 T, 7F ) B R
32 J7 T 493 U6 AR (A0 AR IR A B YR T IS
FL IR 0P )RR R R I DR P 28 T e R R B T 4 R
VM )RR A B S A B RO B 4 e L R
A E TR L (P<0.01), 1 #5100 0 2 30 i 2 1)
EREAH BEEE L (P>0.05), 8 24h HFARA
BT ATtk b 2l 8 5 B P22 D Rg T LI g e
A e KA, Wi B I & 3

4 iR
B B 9 G LR V7 790 5 7
A LT 2 A S0 D7 38, SR B, B0 6 2655 47

RNZRFAER . GURBLE T, " 7E R 2 AR
ICU., M2 FAREG;AT, F540W00% Lk R 280w
Ko FIRER G YT AT AR B i s i A A A 2
AEARDL , X T J S B S AR JEE | TOUBTS O R Al 9
e S8 0 A A R B B AR

S Lk

(1] WukAy. Q075 12 5 5 AU il i B i 7 v it A i I R
Xf BB S (J]. o T 37 B2 2%, 2004, 13(3):129.

[2] theemaRlss, hAEM G IRl & & 2N I A PR 12 07 %
R[] AR 22 R 2 A 1996,29(6):379.

[3] Graeb DA, Robertson WD, Lapointe JS,et al.Computed tomo-
graphic diagnosis of intraventricular hemorrhage. Etiology and
prognosis. [J]. Radiology,1982,143(1):91.

[4] kD ERZTRK M i DWL (0 2 W54 (1)), 55 O 2% ik
2005,21(5):468.

[5] 4] 555 10 Jod G 1 6 5 = A 23 08 I A b A8 57 I DR ol 28 2 g e 4t
TR PP A b e[ J ). R AR R 22 B 24 75, 1996,29(6):38 1.

[6] Hann RD,Aaronson N,Limburg M,et al.Messuring quality of
life in stroke[J].Stroke, 1993 ,24(7):320.

[7] Kazui S,Naritomi H. Enlargement of spontaneous intracerebral
hemorrhage[J]. Stroke,1996,27(10):1783.

[8] ARB, A EEPE  wh AR | A5 SR GE 8] TR TR Y7 00w o e g
L4 166 R 52 56 A S (I KL P e 24 7, 1995, 12(4):216.

[9] Gong C, Boulis N, Qian J,et al. Intracerebral hemorrhage—in-
duced neuronal death[]]. Neurosurgery,2001,48(4): 875.

[10] Matsushital K,Meng W,Wang X,et al. Evidence for apoptosis
after intercerebral hemorrhage in rats striatum [J]. J Cereb
Blood Flow Metab,2000,20(2): 396.

[11] Todo T,Usui M,Takakura K.Treatment of severe intraventricu-
lar hemorrhage by intraventricular infusion urokinase[J].J Neu-
rosurgery , 1991 ,74(1):81.

[12] 5L s B A v () B 2 3R 7 (D). v R A2 16 2 44 7, 2005, 20(1):3.
XM, AR EE B R B, A L RE S A b R T RE R B 11
S WA [)]. A R A R 2 2, 2003, 18(2):99.

[14] Fayers PM,Hand DJ,Bjordal K,et al,Causal indicators in
quality of life research[]J].Qual Life Res,1997,6(7):393.

(£4% 806 ™)
2y ok o5 A A 1 S HEAR S A P I A RE Y A 2

Sk

[1] Armando D, Selhub J.Homocysteine and thrombotic disease [J].
Blood, 1997, 90(1): 1—11.

[2]  RARIE Wi /NA L e B TR TR X A R K B e R A 4 5 T
[J]. 5 L PR 3 R 27,2002, 10(4):248—251.

[3] Durand P, Fortin L, Lussier —Cacan S,et al. Hyperhomocy
steinemia induced by folic acid deficiency and methionine load:
applications of a modified HPLC method [J]. Clin Chim Acta,
1996, 252:83—93.

[4]  Juhan-Vague I, Hans M. From fibrinogen to fibrin and its
dissolution [J]. Bull Acad Natl Med, 2003,187(1): 69—82.

[5] Tofler GH, Dagostino RB, Jacques PF, et al.Association be-
tween increased homocy steine levels and impaired fibrinolytic
potential: potential mechanism for cardiovascular risk[J]. Thromb
Haemost, 2002, 88:799—804.

[6] J7 BRI, RSCHE R B[R] B Je 44 9 X 0L A TN B2 A0 PAL-1
1Pk S H mRNA KCF RS20 [J]. Bl B2 22 501 K 2002, 22(1):
67—73.

(7] WESEAE, SRR, SRATTAR , A5, TR 2124 I S 1R X P B 400 iR 43 b 20
SR LT 5 0 RO ) B AR R -1 s ()], b AR R A Ak
2001, 16(4):144—146.

[8] Hajjar KA.Homocy steine induced modulation of tissue plas-
minogen activator binding to its endothelial cell membrane re-
ceptorJ]. J Clin Invest,1993, 91: 2873—2879.

[9] Wieczorek 1, Ludlam CA, Fox KA.Tissue—type and plasmino-
gen activator inhibitor actinities as predictors of adverse events
in unstable angina [J]. Am J Cardiol, 1994, 74:424—429.

[10] TawakolA,OmalndT,GerhardM et al. Hyperhomocy steiemia is
associated with impaired endothelium dependent vasodilation
in humana[J]. Circulation, 1997,95:119—121.

[11] Morita H,Kurihara H,Yoshida S,et al. Diet-induced hyperho-
mocy steinemia exacerbates neointima formation in rat carotid
arteries after balloon injury[J]. Circulation,2001,103:133—139.

[12] Konig D,Bisse E,Deibert P,et al. Influence of training vol-
ume and acute physical exercise on the homocy steine levels
in endurance—trained men: interactions with plasma folate and
vitaminBi{J]. Ann Nutr Metab, 2003 ,47(3—4):114—118.

[13]  Vincent KR ,Braith RW,Bottiglieri T,et al. Homocy steine and
lipoprotein levels following resistance training in older adults

[J]. Prev Cardiol ,2003,6(4):197—203.



