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Protective Effects of New Type Nitroxide Radicals on Myocardial and Cerebral Ischemia-reperfusion Inju-
ry Model Rats

JIA Yu-jing', ZHU Xiao-he’, FENG Li’, GAO Peng', WEN Ai-dong’, SUN Xiao-li'(1.Dept. of Chemistry, School
of Pharmacy, Fourth Military Medical University, Xi’an 710032, China;2.Dept. of Pharmacy, Xijing Hospital,
Fourth Military Medical University, Xi’an 710032, China; 3.Dept. of Natural Medicine, School of Pharmacy,
Fourth Military Medical University, Xi’an 710032, China)

ABSTRACT OBJECTIVE: To study protective effects of new type nitroxide radicals (N1) on myocardial and cerebral ischemia-
reperfusion (I/R) injury model rats. METHODS: Cerebral I/R model and myocardial I/R model (MI/R) were established respective-
ly. 2 kinds of model rats were divided into sham operation group (0.9% Sodium chloride injection), model group (0.9% Sodium
chloride injection) , positive control group (traditional oxyradical scavenger Tempol, 100 mg/kg) and N1 high-dose, medium-dose
and low- dose groups (100, 50, 10 mg/kg) with 6 rats in each group. They were given relevant medicine intraperitoneally before
modeling. The protective function of N1 in cerebral I/R model was evaluated by neurological function score and the percentage of
cerebral infarction volume; in MI/R model, the cardiac protection function of N1 was measured with the changes of the LVSP,
maximum rate of left ventricular isovolumetric systolic/diastolic pressure rising or falling (  dp/dt...), serum CK activity and MDA
level. RESULTS: Compared with cerebral I/R model group, neurological function score of positive control group and N1 groups in-
creased significantly, while the percentage of cerebral infraction volume decreased significantly (P<<0.05 or P<<0.01); compared
with positive control group, the percentage of cerebral infraction volume decreased significantly in N1 high-dose and medium-dose
groups (P<<0.05). Compared with MI/R model group, the levels of LVSP and + dp/dtw. in positive control group and N1 groups in-
creased significantly (P<C0.05 or P<<0.01), while the serum activity of CK and levels of MDA of N1 groups decreased significant-
ly (P<<0.05 or P<<0.01); compared with positive control group, the levels of LVSP and + dp/dtm. in N1 high-dose and medi-
um-dose groups increased significantly (P<<0.05 or P<<0.01), while the serum activity of CK and levels of MDA decreased signifi-
cantly (P<<0.05 or P<<0.01). CONCLUSIONS: N1 has obvious protective effects against myocardial and cerebral I/R, and is bet-
ter than Tempol.

KEYWORDS Nitroxide radicals; Tempol; Myocardial; Cerebral; Ischemia-reperfusion injury; Rats
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415 NG 24 WORASE /R fl) )G 72 hOR AR/ R ()
BFAH 18(18/18) 18(18/18)

A 7(7/9) 8(8/9)

PRI HR 41 10.5(9.5/11.5)* 11(10/12)*
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vs. model group: *P<<0.05, * *P<<0.01; vs. positive control group:
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Fig 1 Cerebral infraction micrographs of cerebral I/R mod-
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Determination of DEHP Released from Disposable Venous Nutrition Transfusion Instruments by GC-MS
SHENG Wei-yang, SONG Min-xin, JIN Xiang-fei, SHI Wen-li(School of Science, China Pharmaceutical Univer-
sity/Key Lab of Drug Quality Control and Pharmacovigilance, Ministry of Education, Nanjing 210009, China)

ABSTRACT OBJECTIVE: To establish the method for the determination of the dissolution of di (2-ethyl hexyl) phthalate (DEHP)
from disposable venous nutrition transfusion instruments. METHODS: GC-MS analysis was performed. Using dibutyl phthalate as
internal standard, the determination was performed on Rtx-5 MS column with injector temperature of 300 °C using helium as carri-
er gas by temperature programming: initial temperature 200 °C, increasing to 280 °C at rate of 15 °C/min maintained for 5 min. EI
ion source was adopted with temperature of 250 °C in acquisition mode; the injector temperature was set at 280 °C. The ion moni-
toring mode was SIM, and the selected ion was m/z 149. RESULTS: The linear range of DEHP was 0.2-30 pg/ml (»=0.999 8)
with an average recovery of 102.4% (RSD=4.23% , n=3). The detection limit was 0.01 pg/ml, and the limit of quantification
was 0.04 ug/ml. RSD of precision test was 2.7% (n=5). The dissolution of DEHP were 0.547-17.400 mg at room temperature for
24 hours. The dissolution of DEHP were 8.779-10.620 mg after 24 h simulated use in the clinic, which were not more than the lim-
it of tolerance intake (30 mg). CONCLUSIONS: The method is simple, rapid and accurate, and can be used for the determination
of DEHP released from disposable venous nutrition transfusion instruments.

KEYWORDS Disposable venous nutrition transfusion instruments; Di (2-ethyl hexyl) phthalate; GC-MS
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