- 1E

BEAERSE el 201542 7 44 % 20

AREEEFEERNERESHNEHAME
e M S A A A S A A LR T B 2

I F ORER B I

M OE BRSO A R BT S 0 PR A T R A A T B o L R R O TN R R YA T
FiE ARSI S A I H X R AL R AL B DPT Ak #ZH ) I 0 T Ak B2 | e e T b 2 RN 0S| O S A BAH A A AR
N 2% 2 240 P93 AR VR 5 i =X A M A S Hochest % €46 I 200 i 94 T s Western blot 45 Il NADPH 4 {6} ( nicotinamide adenine
dinucleotide phosphate oxidase ) ilV. #i{i; NOX2 NOX4  p22phox ,p47phox ,p67phox % rac fFE [A#K ik, &R SxHIBAME, Hhd .
I3 W 4 st 4k L 2 £ 7 ) 4k L 2 R | R 56 S 4ob JUZE Y S R P 40 A BT G R, T DIPT b 32 P B A 3 P AR AR RS R
BREH 22 5 TEGe T2 08 305 5 B ME AR LG, DPT Ak BL2H P 12 240 0 0 P 40100 A i P 0 /0 T ) s e Ak 380 2 s e T A 40 261 00 W] e
EVATASBEAMIL Z R LE ¥ E L, 5IEE X RA AL, & vk 24 40 i NOX4 2 [ 3R 1k B & 1 &, M NOX2,
p47phox . p67phox .p22phox Fl Rac Kik2E F G E Lo 5T AR LG, S b FE20 40 0 1 Lo 9] 3B 0 s . 458 =il
8 ok 3 0 P R A RO S N B AN B R T, ook NADPH S 4k i RT B R P R 40 M O AR AR Y R R

KRR M A T NADPH SEALEE  BOMEM SRR ZoRRKH LB EE A
FES%ES  R363.1+3 XHEFRIRES A DOI  10.3969/j. issn. 1673-548X.2015. 02. 022

Effect of Different Pathways of ROS on ROS and Apoptosis Induced by High Glucose in HUVECs. Wang Lei, Su Huabin, Lu Qiong. De-
partment of Basical Medicine, Hunan University of Medicine, Hunan 418000 ,China

Abstract Objective To study the effect of different pathways of reactive oxygen species( ROS) on ROS induced by high glucose
and to investigate effect of high glucose on apoptosis in HUVECs. Methods There were control group, high glucose group, DPI group,
oxypurinol group, rotenone group and indometacin group in this study. Intracellular ROS level was detected by flow cytometry. Apoptosis
was detected by flow cytometry and Hochest dyeing. The protein expression of NADPH oxidase ( NOX2, NOX4, p22phox, p47phox,
p67phox and rac) was detected by western blot. Resutls Compared with control group, intracellular ROS level of high glucose group,
oxypurinol group, rotenone group and indometacin group were obviously increased, but there was no significant difference among DPI
group and control group. Compared with control group, the protein expression of NOX4 was increased by high glucose, and there was no
significant difference in the protein expression of NOX2, p22phox, p47phox, p67phox and rac. Compared with control group, apoptosis
was increased by high glucose. Conclusion High glucose increases apoptosis possibly by increasing intracellular ROS level ,and NADPH
oxidase may be the main resource of ROS.
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Investigation of Genotype and Infection Rate of Human Papillomavirus in Kunming City. Chen Junying,Pan Yue,Long Haiting et al.
Institute of Medical Biology,Chinese Academy of Medical Sciences,Peking Union Medical College ,Yunnan 650118 ,China
Abstract

To investigate the genotype and infection rate of human Papillomavirus (HPV) in Kunming city, and provide

Methods Using MY09/ MY11 as outer primer,GP5 " /GP6 "

Objective
theoretical basis for preventing and treating uterine cervical cancer. as in-
ner primer,571 gynecological outpatient samples were detected by nested PCR (nPCR) ,PCR products were detected through agarose gel
electrophoresis followed by nucleotide sequencing. Results A total of 111 of 535 outpatient’s samples were HPV positive, with the posi-
tive rate of 20.75% .

risk type (30.63% of the total positive rate). The most common HPV subtype in the cervical infected population in Kunming area were

Among 111 positive samples,77 cases were high risk type (69.37% of the total positive rate) ,34 cases were low

subtype 16,58,33,35,18 and 31 in turn. The most common subtypes of low risk were subtype 6,81,11,91 in turn. Conclusion Type
16 and type 58 were the main high risk subtypes,and type 6 was the main low risk subtype in Kunming city. High risk type was the com-

mon type among the total positive samples.
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