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Effects of cinepazide maleate on inflammatory factors and neural functional defects in patients with acute cer-
ebral infarction MA Xue-li. Department of Stroke, the Traditional Chinese Medicine Hospital of Qixian, Henan
475200, China

[ Abstract] Objective To study the effects of cinepazide maleate on inflammatory factors and neural func-
tional defects in patients with acute cerebral infarction( ACI). Methods Eighty patients with ACI were randomly di-
vided into two groups, with 40 cases in each group. The control group(n =40) was given routine treatment( dehydra-
tion, anticoagulation, protecting brain, hyperbaric oxygen and symptomatic treatment) and the obseryation group(n
=40) was given cinepazide maleate based on the same treatment in the control group. Both of the two groups were
treated for 14 days. The levels of 1L-6, TNF-a, sSICAM-1, MMP-9, infarct volume and NIHSS score were detected in
each group before and after treatment and their clinical efficacy were evaluated. Results  After 14 days of the treat-
ment, the efficacy was excellent in 19 cases, good in 14 cases, improved in 6 cases in the observation group, and in-
valid in 1 case; the efficacy counterparts in the control group were 10, 12, 10 and 8 respectively. The effect of the
observation group was better than that of the control group(P <0.05). There were no significant differences between
the two groups in the levels of IL-6, TNF-a, sICAM-1, MMP-9, infarct volume and national institute health stroke
scale( NTHSS) score before the treatment( P >0.05). After 14 days of the treatment, the above indicators in the two
groups were significantly improved than those before the treatment( P <0.01) , however the indicators were improved
more obviously in the observation group( P <0.01) ; There was no significant difference in the incidence of adverse
reactions between the observation group(15% ) and the control group( 10 % ) (* = 0.4571, P >0.05). Conclusion
Cinepazide maleate is safe and effective in the treatment of acute cerebral infarction. It can reduce infarction area,
improve prognosis and reduce the levels of inflammatory factors (IL-6, TNF-a, sICAM-1, MMP-9) , which may be
one of the mechanisms of action.
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(tumor necrosis factor-o, TNF- ) | B] ¥ 1 28 Y 8] &4
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1 XREAFZE
1.1 BIEXTE  $E# 2014-03 ~2014-09 75 3 [z 4
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WitRifE"™ . $ BN 7 R R N B4 R4 40
15, B8 23 5], 2 17 441) ; FE 8 52 ~75(64. 52 +10. 37)
& s RIFETIE (15,28 £7. 04 ) hy AR R EHE 4(25.75 =
5.81) kg/m; 3K & ML 14 41, .00 11 61, R
3 7 B XFHRZH 40 41, 55 21 4], £ 19 4] 4E i 50 ~
76(63.72 +11.09) % ; B At iE (14.93 +6.78) h;
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B, 50 12 01, B BRI 5 . WAL IR 4R
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1.2 HASHBRARE (1) PARE: O KE
I, B R B IR R A8 & D iR R
KIRETIE] 6 ~24 h; @7 B B M & R G5 5E SLIRAE,
NIHSS PF43 12 ~30 43, @23k f MRI 5% CT 812
5 5 AL ARAE—BUH) B A B A FEJ AL, A FEER AL L T
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BT OBK. A RKIEST 20% HBERTEHR
250 ml B, 1 ~2 IR/, ER 1 ~3 4, BT ER
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MK IE IR . QBiEE. T HFET5 5000 1U,
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} 1L-6(ng/1.) TNF-o(ng/L) sICAM-1(ng/L)
4 5l %k - L -

JRYTHE BIT14dE YRYTHI BIT14d A YRITHED RIT 14 d )5
44| 40 43,26 +7.53 22.15 £3. 494 28.13 6. 03 9.52 42,474 86.71 +24. 59 34,15 £10.242
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M5B B% - - — ~
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Fa BT R 5 A0 I PR B2 2 B R 28 Tk o FR 7,
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IL-6 ] 4k Jy Bl 3h Bk AL R A S Rl A B =
I REERMFERE , IR , B R AR A R
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Study of the levels of G6PD activity in different types of thalassemia in Guangxi ZHAO Lin, WEN Nai-jian,
NING Le-ping, et al. Department of Clinical Laboratory, the People’s Hospital of Guangxi Zhuang Autonomous Re-
gion, Nanning 530021, China

[Abstract] Objective To analyse the levels of G6PD activity in different types of thalassemia in Guangxi
and to study their association with thalassemia. Methods One hundred and thirteen negative thalassemia samples and
248 different types of thalassemia samples were analyzed by gene analysis and were detected for G6PD activity. Re-
sults The levels of G6PD activity was (6.76 +2.28)U/gHb in the negative thalassemia group, (9.00 £3.67 )U/gHb in
o thalassemia group, (10.98 +6.25) U/gHb in B thalassemia group, and (9.09 +2.96) U/gHb in af complex
thalassemia group, with significantly differences compared with the negative thalassemia group (£ < 0.05). The
G6PD activity levels of o thalassemia in silent, trait and Hb H groups were (6.67 +1.65)U/gHb,(8.89 £2, 12) U/gHb,
(12.7 £5.44) U/gHb respectively; of 3 thalassemia in trait and intermedia groups were (9. 68 +3. 71) U/gHb and
(18.43 +10.71) U/gHb. There were significant differences in the levels of G6PD between the different types of a



