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[ Abstract] Objective To investigate the pathogenesis, clinical manifestations, diagnosis and treatment
methods of hemorrhagic cerebral infarction, to improve awareness of the disease. Methods A retrospective analysis
of clinical data in 16 cases of hemorrhagic cerebral infarction was performed. These patients had a clear history of hy-
pertension, and their MRI examination within 4h before the onset of thrombolytic therapy revealed signs of cerebral in-
farction. CT showed signs of intracranial hemorrhage in 15 cases 3 days after thromblysis and in 1 case 6 days after
thromblysis. Three of them had hematoma greater than 30 ml. Results No deaths was found in 16 cases. Three cases
undergoing minimally invasive hematoma aspiration survived in good condition 30 days after surgery. GCS score
showed 9 to 11 scores in 11 cases, 12 to 15 scores in 5 cases. Conclusion Hemorrhagic cerebral infarction mainly
occurred in 3 days after cerebra] infarction. Too high or too low blood pressure, bleeding tendency, improper applica-
tion of thrombolytic agents are the risk factors. Defining disease process and timely imaging diagnosis are premise to
reduce mortality. Monitoring coagulation during thrombolytic therapy, positire hemostasis after bleeding, using drugs
of reducing intracranial pressure and necessary surgery is the key to improving the efficacy.

[Key words] Hemorrhagic cerebral infarction; Imaging; Treatment

i i 4 ff 4 5E (hemorrhage infarction, HI) XAK  HT), RISMSHIK £ TEE 30 % 4 W50/ , 3L
Foi B8 52 J&i 5 i) 1fi % A% (hemorrhage transformation,  ShEKFEITE , i A A8 A ML U L1 BB B o



HEEREY 20114 TH #4% H74

ATESE X I A4k S 42k Bt I, 35 0 0 P B
P . SE4ESR, % MRI.CT $AR 8% R A, %
WHIZIRRA LB, KRB 2008-11 ~2010-
11 Yy i 180 Gl i 7 8 3w 16 5 1S I PE it 5T
FRPIGERL T B BUREIT .
1 J\/RAE
1.1 —f¥eRl 16 f3% MRI.CTiESC N HI, B
9, % 7 Bl; FEHE 40 ~76 B, I 56 B, RIRE
AR [E] 20 min ~10 h, P36 h, W EAL 7 F1%5
X, BB 5 B, Bt 4 41, ABEHT BRI
B PF4r (GCS)9 ~ 11 439 1,12 ~ 15 43 7 4,
16 {51354 BAHA = i e s , 3 Hb 8 BIEERT % 3 O R
[ R ARSI /MR 25 ) . 2RI T ABE
J& 4 h K4E CT MRI HEBRH G A F A RZE iRl
LHYBIT. 15 BIIAITIE 3 A1 BIRYT/E 6 d %
CT 7 BRi P9t Ifi , o 3 )t e B > 30 ml,
L2 WThY 2WmAITARS 4 h KR
CT.MRI HERR i I J , % #45 F i ¥ BT ) DS Ak 100
mg AR, B4 EE 41 80 mg fnA:3EEh7K 250 ml #fk
W, 1 RATARETREF 10 BU i3k
250 ml Bk 3 KAE S RERATHRER
ReEE 5 BU ind=¥REb7K 250 ml # ki iE . 16 £ HI
Ja ¥ i5 A v BT E) DT AR B LA TR O AR 3 TR
T E P HBRO0. 6 fiiEhsk 500 ml, EF 7 d, 34
FH BREE H SR R L R AR S 2
EREVRYT R 3 B I b o (LSO B S, A Il
REIRIR I S AT A bR AR
2 #R

23677 16 BIFIET, Horb 3 47000 i i
MBAZE , ARJq 30 d EFFRE RATF, 16 BI¥AIT & 19
GCS PB4 9 ~11 43 11 41,12 ~15 43 5 fl,
3 it
3.1 HXH HERRERIRBEAR—, Lyden &R
1 HI B3R 15% ~43% , MERRER3.7% ~
6.8% 1, HI R FHIER S (BEEIEZ LR
FERE B 4 0 P ) 3 AR A I B P G
AR BT B — R 5 R I B R AL L I e
e 2 ML BE R 3 Rk e il o e ERAE BRAR BT AT
SET HIZh kB @R, B mal &, e
AR & 4 HI %3 FAER EMHIE ; KISt
INEFELEZ UL s B FABUEE A R T IR 2
PILL K BN ARG AR & HI &4,
3.2 HI MR &5 = N 5E , 3L 5 3 bk i & F5il
I, INE T I RIER , FE R AALE N AR

- 611 -

FE BT e I B B 25 /0 0k % I ER B 1 e R 7
Ry AR T AR B SMIAT %, A4 15
Bl i /MR B ELIEIT,28 h ERKE#E CT
8 MRI & 81 HI /A8 o 1 0, T e GRS R 0 B
KRR, MG | BNk R HI ZE 43R ERK
MR EAGEREE., FHERATEN ERN R
P mEAYEIT)E, AR R N E, SERNE
R B BN RERS , SR FE TS , BOREAR B I EE B
BUMAME S, P EETE AR, HI R L S5H AL
U8 B V-6t B RBLML /MR R I E %R
ELUMEITE X F, HAABERER®REST
O 7 T4 4 I T 8l , R BT B b R P I Bk Y
JEHEGUBRZ ), B I 15 428 8 O 1) B R i /)N A T B
AT B ) i PR ST B R A o A4 8 ] & i i AR
v B ] VS AR B, HI % 2k B 5% L BB 1 W 457 B 8
B,

3.3 JRMESEEAESE 12 h N CT % % B 7T 6
¥, T MRI Xt T2 4192 W IR S FE sk ZE 7R A 5
By, HIFT8U b2 st FHESESS 3 d N, iR
HHHLAGE A, CT EH IR A IBEH R
E R, B R R — AR N B LR IR M G
B2, Bl BB AN I MEERS, WA
M BEABER, TR HL, & BBl ik B HH BRE L
L P 7 3G - A0 284 2 A L 40 AR KGR TR i
B, 10 i £ 50 A R )2 2% AT , B8535 90 e 9 T DL
BB, MRISWIK & B CT U8k, B G
AVE T RN A TSR T2 (55, SR
RIS S T B2 5, 75 HL Rk TR T 5
BRIRE, EWMERIAT . B BRI ERER
HI gEFEFEES, HI J5F k. Bk &2 ¥
BIRITRIBTT 28, DENFRIBT . G5%LWR
AT L PR e S A 3 O AR T I /N AR R AR A IR 9T
S ARG I I R 5 S T S R D v PR
ZE, TR TN R . % T RIE b E - F
W EYNATT IR SEE A SR, HI R A B %
B I BE LR BE R, RO A TR 1 3 /IR B
WAL I ER Mk R K S A ER M I fE, 25
TEREMINBERH M /MR BERN B2 ER TE B
FAR WA ARG K MBI, BEEES
SRR A S RE R 2 B L I A B R R A,
RREMERESLAL T MM 2T RE SR IR . A48 3 4]
HI i fd- B8k FAREAE , 768 1 Sh & iF % J5 B
WAL AR AN | FEAR , R JG AR



+ 612 -

BE M

1

Lyden PD,Zivin JA. Hemorrhagic transformation after cerebral ische-
mia; mec-hanisms and incidence [ J]. Cerebrovasc Brain Metab Rev,
1993,5(1):1 - 16.

PR, W 635, 2T, % W ERER KR B ERBE

[I]. s 4RO i B i Je s ,2003,5(4) 1249 -251.
A, RIR R i A ZE 8 R L A AL K R 4
[J]. 5 #2%RRde%,2001,9(2) ;100 - 101,

FIBEAL, BEBERT. M VRN SRR S SR (1] IR 453R ,2004,10

Chinese Journal of New Clinical Medicine, July 2011, Volume 4, Number 7

(9): 547 -548.

TR, HRER. Hil MR R S CT.MRI 447 [1]. hEE
B4R ,2001,1(11) :1632 - 1634.

B, 2 IR AR AR TE Y AL I DR AR R
W ER(T]. WALBERIA 24 ,2006,27(5) :513 - 515.
Cheung A, Telaghani CK,Wang J,et al. Neurological recovery after
decompressive craniectomy for massive ischemic stroke[ J]. Neurocrit
Care,2005,3(3) ;216 —223.

(KA EH 2011 -04 -14]{ AL %4 Hppir 3 4F]

s gy

g

g s it

A

]

SR SRy

e ) R TR SR 5 e i S IR AR R R AR

KxE, xNFY, Wk, FAL

YEH B 048000 (I7E, B3R AR BN AR

YEZEF S HBE(1965 - ), B, B¥B AL, FEERM, FFRIT: HAURFLI. E-mail;zagyin@ 163. com

(=]

B HRHE.0R (CHD) B 6 TR (Hp) BEM Z AR R ES MISRBAHR R K

& OORFABEHR SR B AR 78 45 CHD R & 30 BIfRRR T B M Hi Hp JLik iR Hp M RMXE
HEH A(Hp-CagA) JIHOKF, M KRR SEEMIRAKFHERFR, &R BAWRAMFH Hp AR
Hp-CagA HUiAFAY:ARE) B8 TR A (P <0.01) o 504 H Hp Ju0k i ¥ 8% % AR [ AE L H o = g
EEEEIEERGERIEER Al MBMEES B K VHEET Hp FUAEAE , e EEREQ AT Hp
PURRIPERRE (P <0.05) . ZRik  Hp BREA] RE<E TR LA NS BRACIAL, (R 3 BKHAF B8 1L (AS) RITB B,
Bt %% CHD,

[x&@iRA]

doi:10.3969/]. issn. 1674 —3806.2011.07. 08

BAVRATE; RSB CAER;  ShAKMEEEEAL
(FESHES] R541.4 [X@IEFIRB] A [XERS]

1674 —3806{2011)07 - 0612 - 03

The relationship between helicobacter pylori infection and serum lipids in patients with coronary heart dis-

ease ZHANG Ai-guo, LIU Qing-miao, MENG Li-ying, et al. Department of Gastroenterology , Jincheng People’ s Hos-
pital ,Shanxi 048000, China )
[ Abstract] Objective To investigate the infection of helicobacter pylori( Hp) and its relationship to serum

lipids in patients with coronary heart disease( CHD). Methods

Serological antibodies of anti-Hp-CagA and anti-Hp

were determined in 78 patients with CHD and 30 healthy controls by ELASA assay. The positive rate of Hp and its re-

lationship with the levels of serum lipids were analyzed. Results Anti-Hp and anti-Hp-CagA antibody positive rates

in patients with CHD were obviously higher than those in controls (P <0.01). Serum levels of cholesterol, triglycer-

ide and low density lipoprotein including apolipoprotein Al and B in anti-Hp positive patients with CHD were higher

but high density lipoprotein was lower than those in anti-Hp nagative patients with CHD (P <0. 05) . Conclusion

Hp infection may induce the occurrence of CHD by modifying the serum lipid profile in a way that increases the risk

of atherosclerosis.
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