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Estab‘lishment and pilot identification of affinity purification for human

telomerase

Chen Bing, Liu Weiwen, Fang Dianchun, Fu Weiling, Yang Jingliang, Yang shiming, Zhou Zicheng (Depart-
ment of Gastroenterology, Southwestern Hospital, Third Military Medical University, Chongqing, 400038)

Abstract

Objective: To establish a method for affinity purification of human telomerase. Methods: A

fragment of human telomwrase RNA (hTRecDNA) was purified and collected with electroelution after the

fragment was identified with restriction enzyme digestion. The affinity chromatography beads were prepared

with binding of biotinylated hTRcDNA fragment with streptavidin agarose beads. The purification was based

on the ribonucleoprotein property of telomerase with hTRcDNA complementary to hTR template component.

After binding reaction between the cancer cell extract with high telomerase activity and the affinity chro-

matography beads was set up, a complex of the affinity chromatography bead-telomerase was formed. Bound

telomerase was eluted with nucleic acid denaturation reagent. Telomerase activity was detected with telom-

erase PCR-ELISA. The quantity of protein and nucleic acid was assayed with Beckman DU-640 spectropho-

tometer. Results: The result of restriction fragment analysis tallied with the structural map of hTR plasmid

vector. The binding quantity and the rate of biotinylated hTRcDNA with streptavidin agarose beads were 31.

- 71 pg and 98. 38% respectively. The affinity-purified telomerase kept active and its relative purity was 108.

46. Conclusion: Our purification method provides a feasible tool for further studies of human telomerase.
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Treatment of deep overbite by using edgewise appliances in conjunction

with a guiding-plate
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Cloning, expression and mutation of mitochondrial ATPase gene of hy-

pertensive patients and rats

Zhou Lin, Wan Dafang, Zhang Guoyuan, Li Hongnian, Zhang Pingping, Zhao Xintai, Gu Jianren, Liew C C

(Research Institute of Field Surgery, Daping Hospital, Third Military Medical University, Chongqing,400042)

Abstract Objective: To study the different expression of mitochondrial ATPase gene in normotensive

and hypertensive human beings and rats. Methods: Partial cDNA clones were screened from human heart

¢DNA library with differential hybridization. Several mitochondrial genes were highly expressed in the DNA

of the cardiac muscle of rats with spontaneous hypertension (SHRs) and in that of peripheral blood leuko-

cytes of patients with hypertension. PCR-SSCP and sequencing were used to study the mutation of the genes.

Results: There was poly’rmorp‘hism of mitochondrial ATPase 6 gene in the myocardium of SHR. The base of

8701 changed from G to A (G8701A) and the coden of 59 changed from alanine to threonine and the base of

8708 from A to G and the coden of 61 from histidine to arginine. The mitochondrial ATPase 6 gene in the

leucocytes of hepertensive patients underwent similar mutations of G8584A and from alanine to threonine in

coden 20. Conclusion: The mutation of G8584A in hypertensive patients is a specific change in hypertension

and! may be responsible for the initiation and development of myocardial hypertrophy.
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SNA® 84.14 83. 23 —

SNB° 78.2 80.5 P <0. 05

ANB° 5.8 2.43 P <0.01
Yaxis® 66. 32 66. 95 —
N-ANS 50. 4 54.5 P <0.05
ANS-Me 51.7 59. 2 P <0. 05
U-L,° 90. 4 111.3 P <0.01
U,-SN° 60. 2 70. 4 P <o0.01
Ui-NA 12.3 6.5 P <0.01
Li-NB 11.75 8.02 P <0.01
L-NB° 40. 08 34.45 P <0.01
L1-GoGa® 62. 3 90. 6 P <0.01
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