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Clinical study on Shenxiong Glucose Injection combined with cattle encephalon
glycoside and ignotin in treatment of hypoxic ischemic encephalopathy of newborn
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Abstract: Objective To observe the clinical effect of Shenxiong Glucose Injection combined with cattle encephalon glycoside and
ignotin in treatment of hypoxic ischemic encephalopathy of newborn. Methods Patients (67 cases) with hypoxic ischemic
encephalopathy of newborn in Department of Neonatology in Ezhou Central Hospital from January 2015 to April 2017 were randomly
divided into control (30 cases) and treatment (37 cases) groups. Patients in the control group were iv administered with Cattle
Encephalon Glycoside and Ignotin Injection, 2 mL added into normal saline 50 mL, once daily. Patients in the treatment group were iv
administered with Shenxiong Glucose Injection, 50 mL/time, once daily. Patients in two groups were treated for 14 d. After treatment,
the clinical efficacy was evaluated, recovery of clinical signs, NO, ET-1, APN, IGF-1, NBNA, and conditions of prognosis in two
groups were compared. Results  After treatment, the clinical efficacy in the control and treatment groups were 73.33% and 83.78%,

respectively, and there was difference between two groups (P < 0.05). Consciousness recovery time and muscle tension recovery time

FSBHEA: 2017-09-18

EEUIB: ExRARFFREHIIIE (81660794); ' PRILIE Hia X PAMIRIA H & B SRR (22016667)
EERN: FEM, 2o, BEPIT, FZAGHE)LE WP F RIE N S TAE. Tel: 18062306867
«EEEE WA, Lo, FEAN, FENF)URHE K2 E R BLEIET . Tel: 13597656598



RS T Y 3 Drugs & Clinic HE33H H3IW 201843 A - 551-

of moderate and server children in the treatment group were shorter than those in the control group, with significant difference
between two groups (P < 0.05). After treatment, NO, APN, and IGF-1 levels were increased, while ET-1 level was decreased, and the
difference was statistically significant in the same group (P < 0.05). And those indexes in the treatment group were better than those
in the control group, with significant difference between two groups (P < 0.05). After treatment, NBNA score in two groups were
increased, and the difference was statistically significant in the same group (P < 0.05). And NBNA score in the treatment group was
higher than that in the control group, with significant difference between two groups (P < 0.05). When the children were followed up,
MDI and PDI scores in the treatment group were higher than those in the control group, with significant difference between two
groups (P < 0.05). Conclusion Shenxiong Glucose Injection combined with cattle encephalon glycoside and ignotin has a good
clinical efficacy in treatment of hypoxic ischemic encephalopathy of newborn, can significantly improve the clinical symptoms and
prognosis, and can improve serum indexes, which has a certain clinical application value.

Key words: Shenxiong Glucose Injection; Cattle Encephalon Glycoside and Ignotin Injection; hypoxic ischemic encephalopathy of

newborn; NO; ET-1; APN; IGF-1
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