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Diagnosis and Treatment for a Child with Alpers Syndrome

Yang Rui' , Peng Likun® , He Dake' (1. Xinhua Hospital Affiliated to Shanghai Jiaotong University School of Medicine, Shanghai
200092, China; 2. Dali People’ s Hospital, Yunan Dali 671000, China)

[ Abstract ] Objective: To explore the diagnosis and treatment characteristics of Alpers syndrome. Methods: The disease evolution
process of a child with Alpers syndrome was observed clinically, and the results of laboratory and imaging examination, genetic
mutation and liver function were analyzed. Results: The typical clinical features of Alpers syndrome were respectively refractory
epilepsy, progressive liver injury, especially acute liver injury after valproic acid treatment, psychomotor regression and cortical
blindness. Laboratory examination showed abnormal liver function, elevated cerebrospinal fluid protein, elevated blood or
cerebrospinal fluid lactic acid. MRI or CT scan of the head indicated a decrease in brain volume, and EEG suggested high-
wavelength slow wave, spike/multiple spike activity of multi-focal origin. Skeletal muscle or liver biopsy might reveal
mitochondrial DNA depletion and polymerase-y activity deficiency. POLG gene sequencing might reveal mutations at related sites.
Conclusion; The clinical manifestations, electroencephalogram and imaging characteristics, biochemical changes in cerebrospinal
fluid and the mutation of POLG1 gene were highly consistent with Alpers syndrome. The heterozygous nucleotide variation of the
POLG gene c¢. 1809G>C was first reported in Alpers syndrome and may be closely related to the onset of this disease. Attention
should be paid to early identification diagnosis, so as to avoid using valproic acid or valproic acid in time and provide L-carnitine
for hepatoprotective treatment.
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Effects of Different Doses of Propofol on Hemodynamics and Resuscitation in Children during General Anesthesia

Song Wei, Tian Youfang, Hu Bin, Xu Zhifa ( Fujian Zhangzhou Zhengxing Hospital , Fujian Zhangzhou 363000, China)

[ Abstract] Objective: To explore the clinical effects of different doses of propofol on children during general anesthesia. Methods:
Eighty-six children were divided into control group and research group via the random number table, with 43 cases in each group. The
control group was given a high-dose of propofol anaesthesia, while the research group received a low-dose of propofol anesthesia. The
quality of resuscitation, hemodynamics, stress response and complications were compared between two groups. Results: The recovery
time, sedation-incitement score (SAS) and staying time of the postanesthesia care unit (PACU) in the research group were all lower
than those in the control group, and the differences were statistically significant (P>0.05), and the decannulation time in two groups
had no difference (P>0.05). Differences of hemodynamics between two groups before induction of anesthesia, 1 min before intubation,
1 min after intubation, 1 min before incision, 1 min after incision, at the time of surgical exploration and at the end of surgery were
statistically significant (P<0.05), and there were no significant difference in hemodynamics between two groups at the same time point
(P>0.05). There were significant differences in heart rate and mean arterial pressure (MAP) between two groups ( P<0.05), among
which, the heart rate of the research group was smaller, the MAP fluctuation of research group was stable, yet the heart rate of the
control group decreased significantly with large fluctuation of MAP (P<0.05). There was no significant difference in the incidence of
complications between two groups (P>0.05). Conclusion: Low-dose propofol has less effects on hemodynamics in children during
general anaesthesia, which can improve the quality of children’s resuscitation, and increase the safety and effectiveness of anesthesia.
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