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Screening out the Plasma Amino Acids Related to Central Poststroke Pain. Wu Fangling,Yang Jian ,Zhao Minglei,et al. Xuhui District
Central Hospital, Shanghai 200031 ,China

Abstract Objective To filter the amino acid neurotransmitters that are associated with central poststroke pain ( CPSP) , the plas-
ma concentrations of 9 relative free amino acids were evaluated in the stroke patients. Methods CPSP group with 30 patients and nCPSP
(non — CPSP) group with 82 patients were selected out of 112 patients having stroke 2 — 8 weeks ago, whose plasma concentrations of the
9 free amino acids were measured with HPLC — MS in contrast to those of 36 controls. Results Glutamate and glutamine were observed
significantly elevated both in CPSP and nCPSP groups (P <0.05), while the taurine and asparagines dramatically decreased in these two
groups (P <0.05). Notably decrease was found in the concentrations of aspartic acid, tyrosine, glycine and phenylalanine in nCPSP
group (P <0.05) and tryptophan in CPSP group (P <0.05). Conclusion According to the observations, there is no clear evidence in-
dicating the correlation between the onset of CPSP and the increase of excitatory amino acid or the decrease of inhibitory amino acid. How-
ever, as the raw materials of catecholamine and 5 — hydroxytryptamine, tyrosine, phenylalanine and tryptophan may be associated with the
pathogenesis of CPSP.
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Clinical Observation of Uterine Scar Healing in Different Period after Cesarean Section and the Relationship with the Level of Collagen Ex-
pression. Gu Yuting ,Zhang Jing ,Guan Huai,et al. Department of Obstetrics and Gynecology ,Longnan Hospital, Heilongjiang 163453 , China

Abstract Objective To study the healing process of scar uterus in different period after cesarean section, and its relationship with
the level of expression of collagen. Methods Two hundred and fifty cases of uterine scar with cesarean section again were enrolled as the
study group, while 10 cases of primary cesarean section as the control group. The uterus scar tissue and the lower uterine segment of nor-
mal tissue were taken and immunohistochemical staining were detected. According to the muscle layer thickness of uterine scar, the com-
plete lower uterine segment was subjected to group A, the thinning lower uterine segment was subjected to group B, the rupture lower uter-
ine segment was subjected to C. According to the interval from the previous cesarean section, six groups were divided: <2 years group,
2 ~4 year group, 4 ~6 year group, 6 ~8 year group, 8 ~10 year group, and =10 years group in order to study the relationship between
uerine scar healing and cesarean interval. The I, III collagen expression in different periods were observed. According to the degree of col-

oration, the immunohistochemical staining results and positive cells were scored. Results Myometrium meager rate, rupture rate in 2 ~

YE# BpL 163453 g VT4 K P e e B5 B 0 7= R
A H SRS, {5 : guyuting010@ 126. com

- 118 -



