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AL AT TR AP BB T I
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2.1 Klotho #H REMEIHK
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BB ARSI EE B RAR.
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PR, H B A5 &E AD RR IS
#,51 % AD R 51 R R E K
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b, 8 H ced-3 . cedd4 RANE-1 X
PRI o AT 8 R R M R R A SR T,
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M p21 T BRIA AT H A E
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THREEEX2010F2 AEUHBE 1§ Pract Geriatr, February 2010, Vol. 24,No. 1

TEREMBEPHEREHERE,
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BB B AT B R 5L
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AT 1 P T 40 1 2 AR 3 el 4
TIRE, B3 & A 40 L R 7 A R A UK
FoEERBEEREM. BESHR
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A ECEAEEANIR, BIRABEH I
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RALF# R FEELE PR ER
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BRI LI T RA KR
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KRR E B RENREENT
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FOrE LA B, I E A AL R B2
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WG T BHEET, &28EH
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BAL DNA B XU W% .DNA Bt
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AL B U . o ER AL 2 b B IR] i P
[} BRI T 2B R R B
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i, 104 R AD FEEE LR
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1k, 4 BB i 84k (LPO) ,LPO
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YRR R, 46 A R E LR
FRETREFECMEGR, WH
mEA - MR TEEER,
RHFEFIR B R EMIERREE
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MRERBH T BEEML (gly-
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HRIE S B S A et T
RN R,
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B . BREEERANEE
A THET, RS EZREAE
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MELER fF) 48 -—A8F 22 fish /] 1 1) 240 P
FRIT, 72550\ 085 H) M 56 F B I A
KEREEE, XF# &Ik 8% K
BEALEE s AG (PI3K) B RE SRR
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RRELNERRESEARER
RUIREA IR MRET 5 EMHE
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BRI DNA B BALK
He¥F, XA IE R LR A 2 8,
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REHE B AT AR EE R TURE 2 an e 22
SEAET B AETR R, SEXT
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BB — SRR SEREL
RE, M —RL40H X 6
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FEALI CpG AL 2 FH H 2k,
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RS RREREREM, EEM
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HEaf. EANBRAMAKPERE
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