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Clinical study of Naoxueshu Oral Liquid combined with glycerol fructose in
treatment of cerebral hemorrhage

XING Fu-qiang
Department of Neurology, the First People’s Hospital of Luoyang, Luoyang 471000, China

Abstract: Objective To explore the clinical effect of Naoxueshu Oral Liquid combined with glycerol fructose in treatment of
cerebral hemorrhage. Methods Patients (76 cases) with cerebral hemorrhage in the First People’s Hospital of Luoyang February
2017 to January 2018 were divided into control (38 cases) and treatment (38 cases) groups according to the difference of treatment.
Patients in the control group were iv administered with Glycerol Fructose and Sodium Chloride Injection, 500 mL/time, 1 — 1.5 h
each time, twice daily. Patients in the treatment group were po administered with Naoxueshu Oral Liquidn on the basis of the control
group, 10 mL/time, three times daily. Patients in two groups were treated for 4 weeks. After treatment, the clinical efficacy was
evaluated, and the changes of NIHSS score, hematoma volume, peripheral edema volume, related clinical indicators, cerebral
perfusion parameters, and serological indicators in two groups before and after treatment were compared. Results After treatment,
the clinical efficacy in the control and treatment group were 81.58% and 97.37%, and there were differences between two groups (P <
0.05). After treatment, NIHSS score, hematoma volume, peripheral edema volume, and MTT were significantly decreased in two groups,
but rCBF and rCBV were significantly increased, and there were differences in the same group (P < 0.05). After treatment, NIHSS score,
hematoma volume, peripheral edema volume, and MTT in the treatment group, were lower than those in the control group, but rCBF and
rCBYV were higher than those in the control group, and there were differences between two groups (P < 0.05). After treatment, hs-CRP,

MMP-9, and IL-1f were significantly decreased in two groups, but IGF-1 was significantly increased, and there were differences in the
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same group (P < 0.05). After treatment, hs-CRP, MMP-9, and IL-1B in the treatment group were lower than those in the control

group, but IGF-1 was higher than those in the control group, and there were differences between two groups (P < 0.05). Conclusion

Naoxueshu Oral Liquid combined with glycerol fructose has significant clinical effect in treatment of cerebral hemorrhage, and can

effectively improve nerve function, and reduce the damage of hypoperfusion around the hematoma, also can promote the absorption

of hematoma and improve the inflammatory response, which has a certain clinical application value.

Key words: Naoxueshu Oral Liquid; Glycerol Fructose and Sodium Chloride Injection; cerebral hemorrhage; hematoma volume;
peripheral edema volume; rCBF; rCBV; hs-CRP; MMP-9; IL-1p; IGF-1
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Table 1 Comparison on clinical efficacies between two groups
25 n/ Y/ 0 A 35041 e/ MR %
X 1 38 9 14 8 7 81.58
BT 38 13 17 7 1 97.37"

Sy AL "P<0.05
*P <0.05 vs control group
£2 MARXIERIEIRIEE ( x+s )
Table 2 Comparison on related clinical indicators between two groups ( X+s )
NIHSS ¥4y I i & /mL JA K i i /mL
415 il — ‘ — \ — )

YBIT I BT e YRIT I BTG BITHI BTG
paylit 38 16.57+4.31 11.46+1.52° 25.67+£3.85 1274046  1296+1.52 9.82+0.76¢
BT 38 16.53+4.27 732421454 2564+383 72640364 12931148 5.65+0.72°4

SIRMGIT AT TP<0.05; SxHB4AlaIT R 4P<0.05

*P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment

£3 MARETSHLLE ( x+s)
Table 3 Comparison on cerebral perfusion parameters between two groups ( X£s)
] rCBF/(mL-100 g "-min"") rCBV/(mL-100 g ") MTT/s
215 n/f — - —— - —— -
il IR ifT i IR Il IR

e 38 5.65+2.34 7.23+3.08 0.451+0.21 0.72+0.28" 11.58+2.65 9.48+331
BT 38 5.62+£2.37 9.74+3.15% 0424023  1234034% 11534262  7.3243.2874

HRMAITHTHE: "P<0.05; SXIAAIT G 4P<0.05

"P <0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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Table 4 Comparison on serological indexes between two groups ( X +5S)

im0 i BRI E hs-CRP/(mg-L ") MMP-9/(ng-L ") IL-1p/(ng:L™") IGF-1/(ng'mL™")
X B 38 RITTT 33.57+6.52 106.86+11.34 52.87+7.31 93.37£12.78

BTG 14.62+1.68" 91.42+9.93" 21364257 153.574+17.32°
b=vid 38 RITT 33.54+6.57 106.83+11.37 52.854+7.29 93.34+12.74

BTG 6.86+1.63"4 72.93+9.85"4 10.47+2.48"4 168.95+17.42°4

SR AT TP<0.05; S0 A RITIEHE: 4P<0.05

"P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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