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Comparison of genomic DNA content of liver and spleen tissue for different age of elderly
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Abstract: Objective To investigate the change of genomic DNA of liver and spleen tissue for different age of the elderly,and provide
the experimental data for aging-related research. Methods 35 livers and 33 spleens of autopsied samples preserved in refrigerator at
—80 °C were divided into 3 groups according to age:age 65y to 79y,age 80y to 89y,age=90y. The content of DNA in liver and spleen was
determined by ultraviolet absorbent method. Results Compaired with age 80y to 89y (0.310 +0.286) mg/mL,the content of DNA in liver
was significant higher at age 65y to 79y (1.464 +0.488)mg/mL and age = 90y(1. 147 £0.333 ) mg/mL( P <0.05) ; Compared with age
80y to 89y(0.938 +0.589) mg/mL, the content of DNA in spleen was significant higher at age 65y to 79y(1.723 +0.726) mg/mL and age
=90y (1.688 £0.963) mg/mL(P <0.05). The content of DNA was significant lower in liver (0.856 +0.658) mg/mL than that in spleen

doi;10. 11659/jjssx. 11E014002

[EETR ] Jbnti A 8Rk#34 (7122170)
[3EEE ] L0240, E-mail ; zhanghh301@ sina. com
[WFEHEA] 2014-11-03 [{&E HEF] 2014-12-05

[5] Azoulay E,Citerio G, Bakker J, et al. Year in review in Intensive Care Semin Cardiothorac Vasc Anesth,2009,13(3) :154 - 175.
Medicine 2013 ; II. Sedation, invasive and noninvasive ventilation, air- (9] HRE, b & SUNEIK RIS E S RS2 02 GIGELT]. R
ways, ARDS, ECMO, family satisfaction, end-of-life care, organ dona- F AR ,2010,19(6) :511.
tion, informed consent, safety, hematological issues in critically ill pa- [10] #IESC, B RV, 25 A . 19 B 45 8 3 6 1 8 Bk 8 - B 4 1k
tients[ J ]. Intensive Care Med,2014,40(3) :305 -319. 2:[]]. dtebefiZe ks ,2003,19(5) :296.

[6] Stulak JM, Dearani JA , Burkhart HM, et al. ECMO cannulation contro- [11] % BT, % &5 Sk TFRR B8 vt il IR Ia T
versies and complications[ J]. Semin Cardiothorac Vasc Anesth,2009, AAHELT]. E EZ RS 2011,1(22) 175 - 176
13(3) :176 - 182. [12] Lim T,Ryu HG,Jung CW et al. Effect of the bevel direction of punc-

[7] Bilen O, Loftis L, Teruya J. Severe thrombotic and bleeding complica- ture needle on success rate and complications during internal jugular
tions in a baby with heterozygous factor V Leiden and acquired von Wil- vein catheterization[ J]. Crit Care Med 2012 ,40(2) :491 —494.
lebrand disease on ECMO[ J]. J Extra Corpor Technol,2011,43(2) . o -
60 (g% o 05)

[8] Oliver WC. Anticoagulation and coagulation management for ECMO[ J].



- 176 - ABRFAZRE

2015 4F 8524 % 2 1

J REG ANAT OPER SURG, 2015, Vol. 24, No.2

(1.414 £0.852) mg/mL. Conclusion The content of DNA in human liver and spleen tissue may be decrease along with aging. The content

of DNA in the group at age=90y may be increase. There were some differences between different viscera tissue in content of DNA.
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DNA 5 R BRI B2 . A3 304 S 865 2o ) 5 A ]
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90 % L) I K A7 A AF B VR T BB TR K 7 TR Sihir 2%
YNIREE SR TR 78 ST 5 A 14 ] 745 T DNA 1852 g
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