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Follow—up studies of patients with acute cerebral infarction with no significant improvement of symptoms 24
hours after intravenous thrombolysis. DENG Yi—-dong, WEN Guo—qiang, CHEN Tao. Department of Neurology, Hainan
General Hospital, Haikou 570311, Hainan, CHINA

[ Abstract]
provement of symptoms 24 hours after intravenous thrombolysis with alteplase can benefit from the thrombolysis later.
Methods

nous thrombolysis from June 2012 to October 2016 in Hainan General Hospital, 14 of which met the effective criteria

Objective To observe whether patients with acute cerebral infarction who had not significant im-

We retrospectively analyzed the clinical data of 57 patients with acute cerebral infarction treated with intrave-

within 24 hours. The remaining 43 patients who showed no significant improvement were included in the study group,
and 43 patients with acute cerebral infarction who had no thrombolysis within 12 hours after onset were selected as the
control group. The National Institutes of Health Stroke Scale (NIHSS) score, the modified Rankin scale and Barthel in-
After 90 days, the NIHSS scores were (3.83+
2.31) in the study group and (4.79+1.94) in the control group, with statistically significant difference (P<0.05). The pro-

dex=75 were observed 90 days after the course of the disease. Results

portion of patients with no obvious disability (modified Rankin Scale 0-2) and that of Barthel index=75 were 88.01%,
83.33% in the study group, versus 69.77% and 65.12% in the control group (P<0.05). Conclusion For patients with
acute cerebral infarction who did not have a significant improvement in 24 hours after intravenous thrombolysis with al-
teplase, they had better prognosis than those without thrombolysis after 90 days.

[Key words] Alteplase; Acute cerebral infarction; Thrombolysis; Prognosis

Wt X Bl e M A R A TR TR A oK 2 R A TRl , BURF A SR B 25T
BAREHE

1.1

=.

o HETCA B 2800 IR LUS R )5 24 h 3E[F
S AR BE 26 A R (NTHS S PE 23 2k 3 4 43 LA B
SR 58 A 22 AR 2RI bR e, BF9E R T T
B[] (door-to-neddle , DTN)ZE 90 min . 180 min PN Y %
KI5 24 WA RCRA M 36% . 31%", X TiE# 5 24 h
AR B HE 20 BRI HUEY, (B4 F7E 24 h ok
IR BB E R B FE R P R e A DA BT
Mg A A0 i 5 A2 B G T sZ A, H AT DL % 1T A4 4
Brast o, R DLEIER I 458 . b, AR IR X 5 4

— MRl [ B 4B 2012 4 6 J #2016
AF 10 J7 v 8 N TR 5 it 28 PR R SR P o A i e fk
TRIT IR 57 6 2 R IR AT B 3 I I R R, BT AT FR 3
6 v 2Pk Bl i PR ik 2 T 26 4R B 2010 iR 20k
i REAE 412 Wi s o R kA R b o™, b 14 B4
24 hJE A RLBRIE L4y 43 BEEIR TG IH 5 ol 35 24 40
AERL, T 0 12 h A BRI Y 43 ) 2k
JiRi BE A0 £ B AE S X R g A 5 %) RE A £ HERR A
LHHTA T HF VB O UE R T BEAS 4 A A i 0 e

T4 T H R A AR & SRR W0 H (985 : ZDXM2015067)

HIRER B . E-mail : ctxwye@163.com
- 2784 -



Hainan Med J, Sep. 2017, Vol. 28, No. 17

BEEF2017EIHE28E5F17H

Qe o PRLLRRE BOTER ARRS | IR B R L
Jig MLAE 55 P A 22 S B DG 27 8 L (P>0.05), HAT AT

%2 HEER NIHSS iF45 & Barthel 158 =75 & LL i
5% NIHSS (x+s, 1) Barthel 78 £[ 1](%)]

215

FobE, W31, RiEST:) 90 d FHZ5R1 90d
WMEH 42 8414322  3.83x231 15(35.71)  35(83.33)

x1 MABENIRKTREEEM@G) WHE 43 7.66+4.19  4.79+1.94 17 (39.53) 28 (65.12)

AR P Bk G ML B s g U i 0.91 0.96 0.13 430

ML 43 28/15  66.34+11.41 28 17 24 P1H 0.36 0.04 0.72 0.04

XTER4L 43 30/13 67.52+9.71 30 15 25 e

th 0.21 0.52 0.21 020  0.05 31t

Pt 065 0.6l 0.65 0.66  0.83 o o e il A e — 75 31 @ BR S T B0 2k

1.2 JAIT ik TRRENLIE (S S AN By il
FHZ) 5 MR AE B HEA T, P/ M B RS
25 WA IT RORE K B TS i A TR AT Re AR AR 4
Rt B 2 — 3

1.3 MR ST L 90 dRALL TS
b P M #f 28 Ty BE B K TS - NIHSS $F 43 2t R
Rankin Ht £ IEM ToHRFE(0~2 20)52i83 A 43 [t . Barth-
el 18 B0 =75 2 IRE E o tb. I ERYh
2| ) S RS o YA o) o Wi ) i P 0 A (= N 1)
FEAE AT ARAE (AR 0% IR | IR ) A S 56 25 8w (1
AL E AR, DA TR0 L R (ECG) FIAS B
FE,

1.4 Suit2g ek N SPSS19.0 i it # kit 1y
BT TR TOR LS B AR M 25 (o) ROR L LA 1L
BOR R3S, THECSE R LU BCR F s, LA P<0.05 2
ERA G ERE L.

2 £ B

2.1 BEVIEL WA 1 BERE KT, R
JE DRI Ay 26 3 oA 1 g et o [ J A, Bl 7 1A L 5 T
A, TCIRERA TE O S PRI , RN A ST 4007 -

2.2 PR 90 d 5 ek R Rankin 5 K PE 57 [
B OB R RE A s 3 p T S A% R (24 R Rankin
R 0~2 Z) B H 4 il R 37 ] (88.01% ) i 30 il
(69.77%), 4L 1] Lb 458 22 S 3 e it 2 B (=428, P=
0.039).

2.3 PH4LEFE 90 dJ5 i NIHSS 7431 Barthel £
Brbdr 25 A0 NIHSS & E PF4r 21 0] i 22 5% 48
T1227E L(P>0.05). 90 dJi , WLER 41 AT BB 4 NIHSS
HREDI T, WS T R0 IRl i (g, 22
S G SL(P<0.05); FHZHT , WAL 4R B2
Barthel #5410 =75 (1 85 735 i 35.71%.39.53%, 4 1]
A2 R G2 F B L (P>0.05), 90 d & Bt , M2
2H Barthel 54 =75 1 /8 % 7 83.33%, W {5 T X B
21 65.12%, 22 5 Gt L (P<0.05), L3R 2.

2.4 LMV WSS A AT 3 I H BTCAE R
P L, X6 R B 1] B AL S BT R DL
B S i R B D RE O R AR R L BN R
R

I REZE I 245, R S5 3 A DK A i R R T A 3
B VF 28GR R s Tkl nRE
JE IR LB 2, ik 22 30 B R e DK ey R 1 fie ]
AR H 2 — o AW B RER 24 hiE R B ks 7Y
BN A R)E 24 WEIRICH] B SGER R B 7290 d
Lo BN IR M 2 T Rt A B R AP, SR T e
R AR A DURBR T3 24 h LA
L7203 52 ] 5 A 5 IO T8 e 14 ki 58 28
AR A RUA Ty — k4 i SR AT RE i Dk
T 7RISR L] AR RS,
YL AR £T 15 B D 50 (rt-PA) BRAT i A 751 A1, [
B2 A ZRRER DI RE A #2281 5, ¥ et &
JCIL RS 5 M Al VAR K i NI RE SRS BEAE A F
L 2N A LU LTV T 0T 7 (tissue-type plasmino-
gen activator, tPA) A] fi #F Al 28 TG I 1, fin i AR 3R <5
TR A Y (H T AT B 22 BAIESE R tPA TR
INRESE b k4 2 A 2 R AP A TS, B PA AT [ AR 5 2
=127 7K, 2k e 0 L 2l ) 1) 7 A 2 2R (mam-
malian target of rapamycin, mTOR )& 4248 ik it [ Bl 4 2H
LA o 53— DIPTSR TE RN Hh 2k BH 28R Bl A
T e b 3k tPA W] LAVS/ 24 40% IREAE AR TR, T 14
P71 tPA AT I 2 Ay P B P75 R B Rl 20 FE T
TEA M FE R B TR AT, rt-PA AT SE I S b2
JUAEIE W B JZ M TCAFIE TS rt-PA R i 330
FI 21 it b ) proBDNF %5 1k 4 i BDNF, 7E rt-PA
Val66met £ 751 9 A HE HF , BDNF 73 A0 /b, iC 4252
T, A7 S e BRSO SO R0 SR SEHIL T AT BEAT B
TR AT L Xt S AR AT 8 p 2 R VR
ARWFFREE R R, A5 24 hoR DL B 2 B 0 By
B BRI AR B SR TE 90 d SR RO B A AT Y
PG AR EARE P, 055 P BE 21
SV IR T S DA BT e A A vh AR A, JCHE
M4 IRYT W AN BETT R BE 2 B2 B
& % ok

[1] The National Institute of Neurological Disorders and Stroke rt-PA

Stroke Study Group. Tissue plasminogen activator for acute ischemic

stroke [J]. N Engl J Med, 1995, 333(24): 1581-1587.
[2] HAEPE AL I o3 2 A 2 2 A M M A F IS TR 4R

MG AL E R PR A ISR 1 2010(S]. Rl R

- 2785 -



EEEZF2017EIFE28E5E17H

Hainan Med ), Sep. 2017, Vol. 28, No. 17

d0i:10.3969/].issn.1003-6350.2017.17.011

(7]

i

REIFIES RAATTE
X 0 B s R M R R SRS O B

KF %, 5B, A0
(KX TP HBEXZRFEFRMERE BB, H KX 430077)

(WZE] BE WA GRS MR E i 18 e a5 RSB FRIRS s, ik 1R

Bl I g i ed Bk 2013 4F 3 H 222016 4F 9 A WA Y 96 (51 G 4 i £ 3, 4 BEAILEC 7 20 S /N3 i 20 (20 mg/d) LR
Tt 2H (40 mg/d) KodS BRZH (R A0l |2 SRR 9T) L 45 32 6 . W ESAS SR 73 R GE Al —2H I 2 i S 2 2

JE B ST GRS R g 2L A SR T R I SFE IR RS ORI RN &R
L. SR —HIGITIE I ESAS I 57 W0 MR PF 344 1 [, Horh /Nl 2 5 G 23637 5 19 ESAS J 55 1
S50 (3.3420.55)4) . (3.5120.61) 43 , ESAS PEET P35I 4 (3.47+0.60) 43 . (3.5240.73) 43, BIMIC T4 B2 ) (4.6 1%
0.70)53 .(4.53+0.65)73 , ZE I A LT 5 X (P<0.05). /NS SRR ALIAST R B i L0 S A AR
I HT AR IR UAKCE 48 T AR T I SO0 B2, 22 57 29 e it 78 L (P<0.05), /MR ZHAS RSO B & A=
Ry 18. 75%,{&%jt*uﬁéﬁﬂ’a 46.88% , 22 I G178 L(P<0.05), 5% BRAL Y 9.38% HL A 22 R GE 418 L (P>
0.05). L& /NI IR JERATRYT W0 IR T 7E A R G i R e M 5 M R BT RE AR | B 8 TR RS B T4 R sl A
Eﬁ)ﬂ,tc?‘ﬁﬂ'ﬁlﬁ:c

(RE2IR] e s Ml ot DR s B TRIR S s ik e s

(FESES] R735  [XEARIRE] A [XEHS] 1003—6350(2017)17—2786—04
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[Abstract]

nutritional status in patients with advanced gastrointestinal cancer. Methods

Objective To observe the effects of different doses of prednisone on cancer fatigue, anorexia and
A total of 96 patients with advanced can-
cer were selected and divided into the low-dose group (20 mg/d), the high-dose group (40 mg/d) and the control group
(best palliative support) according to the random number table, with 32 cases in each group. The indexes of cancer fatigue
and anorexia, serum hemoglobin, albumin, total protein, prealbumin, globulin were measured before and after 2 weeks of
The ESAS fatigue

scores and anorexia scores of the three groups were decreased after the treatment (P<0.05). The ESAS fatigue scores

treatment by ESAS symptom scoring system, and the adverse reactions were recorded. Results

and anorexia scores of the low-dose group and the high-dose group were (3.34+0.55) points and (3.47+0.60) points,
(3.51%0.61) points and (3.52+0.73) points, respectively, which were significantly lower than (4.61+0.70) points and
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