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[(HZE] BHM KiTRERERCKD &% hiF Klotho EAK-F5hE40eMmX ., Fik #R201451-12 A £Z
B2 B M AR RR 49 CKD & % 107 4] . 5 Sh s B8 b 5] T AL 69 20 ) 4 Bk % A x84, & ] ELISA %9 2 7% Klotho & &
RFLRAE ML X KR PG EZOMEHRBGALAAO R KA HE L9850 B F 3 RIR B o E 4Kk
(FMD) #= 37 3h Bk &+ 2 & & (cIMT), 4 CKD & % 5 42 B A% o7& Klotho & & K F 4 £ 5] ;38 iF f 7% Klotho & & K F 518 1
WM -7 R A= B % (CKD-MBD) . fe F i K Eldm e F 4500 N L e T EL cIMT sy X B F oAbl R E L. 58 CKD
20 % % fo i Klotho & & K -F 4 FMD 2 Z4& Far B4, cIMT #2 AAC# 5 2 55 T Ba, M4 CKD it &, ko iF Klotho &
G KT R EMA&, CKD & % % Klotho & g K -F 5 &£ # (r=—0. 348, P<C0. 01) ., ¥ 3 & I % & ((PTH) # 2 4 (log iPTH,
r=—0.366,P<0.01) .cIMT(r=—0.192,P<C0.05) & AAC # 4% (r=—0.251.P<<0.0D) 2 fi#a k.5 K 3k EiL & (eGFR,r=
0.387,P<C0.01).1,25-= % % 4 % D; (1,25-(OH),-D, ,r=0. 311, P<<0. 01) & FMD(r=0. 190, P=0. 048) £ £ 48 % ., FMD>
6.0% .cIMT<1.0 mm & AAC#F45%F F 0 5 # & % fo 7% Klotho &G K-F3) 2 F 5 F FMD<6.0% .cIMT>=1. 0 mm & AAC #F
SKRTFO04MEH, $HE Logistic @2 5 H 2 FF#(OR=3.63,95%CI.1.75~8.89,P=0.002) . F 34 % ik £ (MBP) (OR=
2.98,95%CI:1.45~7.69,P=0.09) . & & /& (OR=1.97,95%CI.:1.16~3. 73, P=0. 022) , f2 7 Klotho & & K F (OR=0. 60,
95%CI:0.39~0.98,P=0.007) % s E 456 3k = FAM B F. &8 KA CKD i# &, =i Klotho & g K F 2 % B AK; £ iF
Klotho & & 7K F TF B2 fo & 45 4L 89 4% = T B F
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Study on correlation between serum Klotho protein level with vascular calcification in patients with chronic kidney disease
Ding Hao ,Cao Juan® ,Zhang Xu ,Li Haitao,Yin Di ,Wei Zhiqiang
(Department of Nephrology s Taixing People’s Hospital , Taixing , Jiangsu 225400, China)

[Abstract] Objective To investigate the correlation between serum Klotho protein level with vascular calcification in the pa-
tients with chronic kidney disease (CKD). Methods One hundred and seven inpatients with CKD in the nephrology department of
the hospital from January 2014 to December 2014 were selected and 20 age- and sex-matched persons undergoing healthy physical
examination served as the control group. Serum Klotho ptotein level was measured by ELISA. Abdominal aortic calcification(AAC)
was assessed by abdominal lateral X-rays. Meanwhile the brachial arterial flow-mediated dilatation (FMD) and carotid intima-media
thickness (cIMT) were determined by the color Doppler ultrasound. The difference of serum Klotho protein levels were compared
between the CKD patients and healthy people. The relationship between the serum Klotho protein level with CKD-mineral and bone
disorder (CKD-MBD) and vascular dysfunction such as vascular calcification,. endothelial dysfunction and cIMT was investigated
and its clinical significance was analyzed. Results Serum Klotho protein level and FMD in the CKD group were significantly lower
than those in the control group,while the cIMT and AAC scores were significantly higher than those in the control group. Serum
Klotho level was significantly decreased along with the progression of CKD. Serum Klotho protein level were negatively correlated
with the age(r= — 0. 348, P<C0. 01), log iPTH (= —0. 366, P<0. 01), cIMT (= —0. 192, P<<0. 05) and AAC score
(r=—0.251,P<C0.01) ,and positively correlated with eGFR(r=0. 387, P<C0. 01),1,25-dihydroxyvitamin D; level (+=0. 311, P<<
0.01) and FMD (r=0. 190, P<C0. 05) in the CKD patients. The Klotho protein level in the patients with FMDZ=>6. 0,cIMT<(1. 0
mm and AAC score=0 were significantly higher than those in the patients with FMD<Z6. 0,cIMT>=1. 0 mm and AAC score >0.
The multivariate Logistic regression analysis showed that age (OR=3.63,95%CI:1.75—38. 89, P=0. 002), MBP (OR=2. 98,
95%CI:1.45—7.69,P=0. 009) , albuminuria (OR=1.97,95%CI.1.16—3. 73, P=0. 022), serum Klotho protein level (OR=
0.60,95%CI:0.39—0.98,P=0.007) were the independent predictive factors of vascular calcification. Conclusion Serum Klotho
protein level in the CKD patients is significantly decreased along with CKD progression;serum Klotho protein level decrease is an
independent predictive factor of vascular calcification.
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[HZ,CKD M H S8 AL KW' % (end stage renal disease,
ESRD) 1 % A %l % 4F $2 555 . 0 Il 45 %2 9% (cardiovascular
disease,CVD) & CKD ;& ESRD 2 #& &% W It RIE. L 25
U ESRD BEAETTHY 1 B R AL E X CVD R 296 B
AEEE N, MEWREXALE CKD R 5 Bk + 0% W, &
CVD IR MR, mEHREEALCIEMES. N LR
L b 25 5y Jok v JiEE JE BE (e IMID 3% J52 45 5 1 » H i 2 30E 55 1. % 2 g
ZEALJE CKD R O M EFET- 1 FEEH Z —, & CVD [l 57
W E 7, CVD SRR EFE B ) 8 A%, CKD B # [
PR TEE ARG S fE 6 N 2, CVD 1 Ik JR i 78 v i e 1 24
M. EERNPRE R I, Klotho-FGF23 18 15 il 3 i /K F 5%
J& CVD AR e fa b K &S . BEfEXT Klotho # H #9 B 5% 3
TR v T B S R 4R A L B X I i Klotho & A
KA K L5 T g 25 AL A DG HE R g 4 b o TRt A 5 3 5 A
I CKD 3 % Klotho & [ /K. #1713 Klotho & /K
- 5 1L Ty Be ZE AL B AR OG M L O BB AR T CKD AR O L
HAF AR BEHT VA T R

1 #E#RE5FZE

L1 —%OR SEH 2014 4F 1—12 A 7EARBE S W BT B,
Wi CKD R 3k 107 f], Horp, 5B 63 i, 2 44 ], 4z
AR 56.0 % (46.0~63.5) % . KNG 1A :52 1] (48. 6%0) K
18R B NER B 46 .25 101 (23. 4% g BE IR B s 5 17 491 (15, 9%)
Shy v L P B e G o PRI 3R 13 91 (12, 2%) . CKD 43 #1.1 1
11 1€10.3%),2 B 31 1 (29.0%) .3 # 28 ] (26.2%) .4
19 #1(17.8%) .5 3 18 4] (16. 8% ) . 53 ¥ BUA g A& 46 v .00 4F
P ) UG T ) A B MR AG: 5 20 4 S X BR A . HEBR AR ME: (1D iR
A Sk SRR RE Ak I & AE GE O i 78 I 0 32 5 A0 J) i 45
) 5 (O NRATLEAE R D BB 2E 5755 (DI 1A H A G (D
H Al ™ T - AT R B RN B RS B A . AT
FAARBEAR BT A AL,

1.2 Jik

12,1 BERRCEE OB AL 10 09 I DR B R4 55 41 % L 1
B AR BT IR 46 R (SBP) (4T 7K R (DBP) 45 — fii %8 B} K i &
P A B L R A S RO BB 24 1 10 S R S B

1.2.2 SR EME A ALLURE KEREXT RS T RE
I el BB I 1L AR TP B R PR AR A G i £ 28 B (CHb) | 1fiL 5
(Ca™") LI B (P R R A (LDL-O) . i % s & A
(HDL-C) \ S JIH & 5 (TC) L Z @ Hh (TG | i v & 3 5 (Alb) |
ML fR S (BUND | il JLEF (Ser) AR 35 I # % GPTHD . C |
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M (CRP) JREMA K 1.25- " F 44 % D, (21,25-(OH),-
D,) ELISA B I 7E Klotho 3 F M il 21 4 41 Jifg A= 1< B+
23(FGF23) K -,

1.2.3 i D AEITAL

1.2.3.1 PPN M N R T RE AT S0 bk N R RO i A A
TKDIRE(FMD) . R IR (8 2 3% )88 75 2 WA, UM EM . 4 |k
B AR 15° KA 75 53k B TR b 5~10 cm 4 358 I B 3h Bk B
AT L 10 5 # BRI 30 Bk &7 5K A A 42 (DO, J5 # 1i
FETTHIAE B 500 = 8 F Y046 £ 50 mm Hg, 58 4
RELIBT 1ML 338 5 min J&5 T8 HCKE #l s 50008 e R 1 min Y & B
Pk P42 (D1) . FMD=[(D1 —D0)/D0] X 100% . FMD<
6 6 2 /R A7 7 L8 PN e DB St .

1.2.3.2 I (IMT SRR 6 £ 3% )8 75 12 WAL, B #
OVEME , 78 43 2% 28 000, I BIEF b T B L R B i SR A
S Bl K 5P 2l JikoRn 5 A 2l Ik, B Bl ik 43 AL S0 3 1 em
Aib J BE TR P A% 2R 0 2 ELBE B0 cIMUT, 2 A7 W A 24 00 7 3 9k, iR
F-HIME . IMTZ=1. 0 mm 7R A7 16 31 8l Bk B st
1.2.3.3 WP MESMA  EIHMAN X &R KA TG E 33
PRG54 CAAC) 3R T2 2 1 TR Ar R 40 R4 L1~ L4 X ni Y
JEE 3 20 Ik A R R Ak B B i B L 4 A T 0~ 3 4 O
I3 TSR 0 43, A 5 Ak (A BN T 3l BkRE R BE 9 1/3)
K14y A AL R AL TR 3R K gl BRBE B2 1/3~2/3) 2 2
53 B R AL CES AR B R T3l Bk BE B2/ 2/3) 28 3 43, AAC
Ay 0~24 4y, IEHH 04y, >0 SpERIETE AACH

1.3 itk s SR SPSS20. 0 AP #AT St = 40 Hr .
FEA K-S K36 48 B 5 A IE & 40 A L 45 & IE 38 0 A 1 1T i e
BHH T2 RoR A M BRI B8, JRIES 50 Wi & 58
HE SR FH AL AN DY 43 4 $KIR] BE 2 R, 41 08D BE AR A Mann-
Whitney U #55. THECRBHALH LR o K030, MHOEK R
K F Spearman kA 3¢ R AT . I T AE 3K ALY fE B R K A
B R FH B IR R 20 07 o % AH G IR R AT IR K B R R AT B A
Giit2F i L (P<T0. D WA 40 A £ 5T Logistic M4 43 #7. LA
P<<0.05 HERAGITER L.

2 & ES

2.1 CKD@ZHIERFR GLmERA CKD 4 8% SBP,
DBP,MAP,Scr, R % 1 .CRP.iPTH ,FGF23,cIMT K AAC f
SR E T A IRA, M Alb, eGFR, 1, 25-(OH),-D; | Ifil. 1
Klotho # F /K & FMD S48 T X B4 WLk 1,

®1 FARKAHMEIBRERROEER

WiH CKD 4 (n=114) X T2 (n=20) P

ERIMQI ~Q3) %] 56. 0(46.0~63.5) 55.0(43.5~67.5) 0. 833
WL %) ] 63(58.9) 12(60.0) 0.712
SBP(z+s.mm Hg) 138.3415.4 122.8410.7 0.017
DBP(Z=+s,mm Hg) 84.7+8.2 74.847.6 0.034
MAP(Z=s,mm Hg) 102. 6410. 3 90.8412.9 0.025
1Ml Ca?* [M(Q; ~Q3) ,mmol/L] 2.32(2.25~2.37) 2.35(2.22~2.46) 0.518
Il P+ (T2 s, mmol/L) 1.134+0.25 1.05+0. 16 0.146
LDL(Z= s, mmol/L) 2.2440.93 2.09-+0. 88 0. 359
HDL[M(Q; ~Q3) »mmol/L] 1.32(1.06~1.66) 1.46(1.22~1.72) 0.243
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RgE| CKD 24 (n=114) Xt B4 (n=20) P

TCIM(Q, ~Q;) ,mmol/L] 3.44(2.30~4.73) 4.07(3.14~5.1D) 0.068
ACb[M(Qi~Q;3) .g/L] 39.2(36. 1~42. 3) 42, 4(38.7~46.5) 0.041
Ser[ M(Q) ~Q3) » pmol /L] 139(82~952) 52(40~65) <<0.01
eGFR(Z+s,mL » min~! « 1.73m %) 48.0+28.9 138.2+12.7 <0.01
Hb(T+s5.g/1) 126.7422.3 135.9+15.6 0. 259
HbA1c[M(Q1~Qs) . %] 5.7(5.5~6.0) 5.5(5.3~5.7) 0.792
JREEHA[M(Q1 ~Qs) »mg/d] 439(128~1 381) 53(42~78) <<0.01
CRP[M(Q:~Q;).mg/L] 5.1(2.2~15.5) 1.4(0.6~3.7) <0.01
iPTHLM(Qi ~Qs) ,pg/mL] 32.9(25. 8~54.4) 22.3(14.9~35.7) <0.01
1,25-(OH»-Dy [ M(Q; ~Q3) »pg/mL] 38.2(24. 1~54.6) 112(96.0~137) <0.01
FGF23[M(Qi ~Qs) ,pg/mL] 384.7(159.1~602. 4) 44.4(31.6~90.0) <0.01
M7 Klotho # H[M(Q1 ~Qs) s pg/mL] 610. 0(430. 0~735.0) 925.0(822.5~1 102.5) <<0. 01
FMD[M(Q: ~Q3)] 4.7(3.13~7.55) 11.1(9. 43~12.58) <0.01
JIMT[M(QI ~Qs) ] 0.86(0.7~1.11) 0.67(0.59~0.77) <0.01
AAC P4 [M(Q1 ~Q3) ] 1(0~3) 0 <0.01

MAP: B S Ik I ; eGFR: B /P BRUE L 4 HbAle: Bifb L2038 B

2.2 CKD B #IMs Klotho B /KE S CKD 481X &

Wi % CKD i . i 1 Klotho 8 /K-t 25 W%, WL 1.

1 800
1 600 P<0. 01

1 400

200
000! I

800 [ ¥
600!
400 1 1 J.
200 l

153 28 383 -] 555
CKD% A

CKD & Mm% Klotho EHKF5 CKD HH X &

155K lothoEBRKFE (pg/mL)

&1

2.3 CKD @3 & Klotho #E F AKX E K A& CKD
BHME Klotho 4 H K P 54 (r= —0. 348, P<C0. 01),
log iPTH(r= —0. 366, P<C0. 01) ,cIMT (r= —0. 192, P<<
0.05) J& AAC 34> (r=—0.251,P<C0.01) 241X, 5 eGFR
(r=0.387,P<0.01),1,25-(OH),-D, (+=0. 311, P<C0. 01) }%
FMD(r=0. 190, P<0. 05) 2 1EAH %,

2.4 KA FMD,CIMF ACC #4441 CKD # # [fi. 5§ Klotho
HEAKTH L A BE T FMDZ=6. 0% 1y 3 5 37. 4%
(40/107) , Hifn #% Klotho % 7K F i 3 = T FMD<(6. 0% [
BH(P<<0.0D); (IMT<{1.0 mm £ # 5 64.5%(69/107) ,
1ML7% Klotho HE KV B E R T cIMT=1. 0 mm [ H (P<
0.01);AAC=0 431y B & 5 32. 7% (35/107) , H il 74 Klotho
EHKFREFEST AAC>0 /M # (P<0.0D),

2.5 MEHLMEZIREZSN  LURS L L MBS 1R R N2
& ¥ 3E HDL-C.HbAlc,eGFR, JRZE (1. Hb. 1l Ca®" .1ft P*" .

iPTH,1,25-(OH),-D, \FGF23, IfiL 3 Klotho & H /K Y 1E K B
BT ZHE SN, 4R BRI Klotho & M /K & 1M &
FELL B2 P EAS 2 FMD K cIMT [ 52 m &, W3 2,
% £ Logistic [8] 194> #r B /R 4 # (OR = 3. 63, 95% CI.
1.75~8.89,P=0. 002) , MBP (OR = 2. 98,95% CI; 1. 45 ~
7.69,P=0.009) . E M JE(OR=1.97,95%CI.1. 16 ~ 3. 73,
P=0.022) 1% Klotho # [ /K ¥ (OR=0.60,95%CI.0. 39~
0.98,P=0.007)J& IfiL 55 45 fk iy i 5z J0 0 BRI, UL & 3.

*x2 MESEH(AAC0 S EESHT

WiH 8 P
1fL 3% Klotho —0.004 0.032
4 HDL-C 0. 002 0. 819
HbAlc 0.433 0. 437
eGFR 0.014 0.391
JKEH 0.001 0.190
Hb —0.015 0. 947
il CaZt —0.963 0. 404
ifi P —0.655 0.418
iPTH —0.006 0. 290
1,25-(OH),-Ds 0. 004 0. 824
FGF23 —0.001 0. 693

*3 nESHEMEZRE ST Logistic BIF& 47
HiH OR95%CD P
AR (BT 10 2 3.63(1. 75~8. 89) 0. 002
PERICR R 1.00€0. 46~2. 17) 0.993
MBP(%7}& 10 mm Hg) 2.98(1. 45~7. 69) 0. 009
BEBRIR G 0. 60(0. 22~1. 49) 0.275
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&gks3 mEHEZMEZR ST Logistic EIFH 7
T H OR(95%CD) P
LGS G2 0.67¢0. 31~1.38) 0. 283

CGFRUGHE 10 mlL » min ! + m )
JREH T 0.5 g/d)
IfL PP (47 FE 0. 1 mmol/ 1)

0. 82(0. 56~1. 15) 0. 268
1.97(1. 16~3.73) 0.022
0.93(0. 41~2. 03) 0. 863
iPTH(: 5 50 pg/ml) 0. 64(0. 36~1. 08) 0.112
1,25-(OH) - Dy (I 10 pg/mL) 1. 15(0. 80~1. 69) 0. 449
FGF23(F+ 50 pg/ml)

i3 Klotho & [ (5[4 100 pg/mlL.)

0. 96(0. 84~1.04) 0. 576

0. 60(0. 39~0. 98) 0. 007

3 9t e

CKD 76 A\ BEH 9 K 09 %238 45 38 s 50 h 7™ 3 g W A 25 fet
B —AEEER . KE CKD BHERN 10.8% . 2 EHE A
ANBEFR 24 1.2 ¢ CKD %M, CKD % & CVD &M
& B O ML B 2 CKD SR 2 5 % UL 0 9 & 5 8 o 3L
FERR IR B 2 S L ) 2 3 B 1R 3~ 30 £, % CVD
RS W R iR B SR E AN R, R EE

105 T RE 3R AL 35 B0 5 4 N B2 40 i T 8 2R AL Ll A 4
b Bl ko BB JEE 45 L fE CKD RSB Bl © b 30, 20 1 A8 9%
P 114 L F B AR L R CKD 3 CVP Gt R I i E 8 R
B, & CVD fy il 57 W00 R o 48 45 1k 2 3 bk 3 R B AL
CKD %5 3% 3 477 14 3 5] 9 2 2¢ 30, J2 00 T 1 785 95 5 e 2 05 %
MERILREENZZ ", MR~ EshA . n] J8
ML AR . FEIEH SR 5 B 1A T IR 45 85 4k 1) 45 Fh s S AL i (A
RS N A (KR AT R B I e oy A= s L B NS R Rl R B
S Al S Som A B A B & 4ETY . Xt CKD 5 M@ i i R
W1 CKD i3 JOE 5 AR B 5T SBom i PP 2 il 48 45 4k 1
BESHETF. PFREIE M P K OF 09 4 5 5 07 R Sk
BBk A5 Ry A i, CKD B3 1l P &7 & 1 mg/dL, &4k 3
kA5 Ak 1 & Ak R TF R 21% (P =0. 002), 1l P*" & F 3.9
mg/mLIY A HE .15 4F J5 s R 3 s 1k & A 2838 i 52960, 3k
AR I R 5E % B, CKD JB 3 48 45 1k i 2 2 B R 45 L
TR (D E PYAE - AT R A PP 4R 3 i
7 LAN I CVSMCs) 3 43 AL RTIR 7= 5 (2) 45 4k 410 i N 7 %k
B,

Klotho F:H 2 1997 4F Kuro-o ZFFEWF 57 A K& B & 1L & /)
R B, #E— L5 £ Y Klotho 7 5 FGF Z K454 .
P 1,25C(0H),-Dy JPTH & il s th L AT 7 45 4 1 B 05 1% T 18
240 B R L B 3 A R B 3 A O B R LT s T EL AR
— R BB LR B T P R T AR
FIEMYY . BEAERT Klotho (MBI E L P TH Ca°F
PR PR B R TS Klotho MK F 5 CVD K
R S PERF SR 3R 2D

ARWFFEALI CKD f8 3% K fgt B AT 1ML Klotho 2 (17K,
L5 Z AR BE IR AR R L 5 g AR . CKD J A I
Klotho % FI /K- % F#MK, 5 eGFR % Ul #H 56, JF AR & CKD
PR i3 Klotho M /K -t 2 3 F % . Klotho & A 7 ¥ it
IR R AR R R 5 808 BB 45 )5 Klotho 2 /K F-#f 43
WA, CKD B # B HE Klotho mRNA J Klotho % 14 32 ik /K
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¥ 8.2 TR Klotho 2 T2 . XF Wnt {55 38 B 14 9 i /&
PSS, T RE 52 B G 2 TR B AR A T8 BUB R B . LT
Klotho & F/KF# CKD 1 #i 5k & &A%, P S & I M 7% Klotho
EHARPUEITMAEIRNEE L2 —.

1ML3% Klotho & H /K5 PTH & 1,25-(OH),-D; tL#%4]
A . FEWARSE B b . Klotho 2 1 Al FGFR 45 & MU & 14 . il
it Klotho-Na/K-ATP F§ {5 5 3 #% i 17 F AR 25 IR & 6. 4 W
PTH;7E CKD &3 . FR 25 I Klotho fl FGFR Rk b, &
FOF FGF23 55 38 B 0 0 45 FH 080 55 . 4 32 AR 2% AR Klotho-
Na/K-ATP Ei & 49 St PTH 4 " . Klotho & [
2 1,25-(OH),-Ds R 1 2 % 5% 4 ; Klotho 2 [ 3 8l + B
WAHAEEE D KT, 1, 25-(OHD,-Dy 7] 15 5 V5 Ik 41 i 3=
% Klotho 1M, FH it Klotho & 45 1,25-(OH),-D; Z [i]
FETER HAR SR VE AT .

FMD.cIMT F AAC P43 & PFAf CKD 35 I 4 2 e 2 L
W) H A8 FR . ASHFSE & 3, L7 Klotho & /K F 5 FMD, cI-
MT Je AAC 745 ¥ % YIAE 5 R Klotho 25 K FF R
S I/ 65 A 1) 2 ST T BT, AS O P9 B2 ) 8 3L L 3 Ik v Bk
JE T A ¥ . BT % Klotho 2 F17E CKD 3 1 % 51k
AR E AR LT L - (DB R PP AR, R AL
P PPl Klotho 2 [ BEM ] NaPi-2a # NaPi-
2¢, 7 AL B R HE B B0 PTG S ) NaPi-2b A1 Pic-1
B35 M A P° s M NaPi-3 3% PE, ] P70y
Too (20 /0 55 S B WLAN IS (VSMCs) 1y %5 43 461 Klotho
HEM S CBFAL/RunX2 (38 £ ik , W45 VSMCs # 4346 F1 25
B AL I - 58 1 ) VSMCs 8 4 fb 4 il i 45 4k . (3D
PO AR TR D AEDY  Klotho 2 138 4 U FoxO X3k
RS S B K (Mn-SOD) 3% 35, 3 I #l 4&
it S Ak B SRR S . (OB R AE T A -7 . Klotho & 4
A0 3 145 S VLA i C VSMCs) S 41 I 26 [ 43 7 1 ICAM-1
A VCAM-1 B335 .46 RIG-1 35 S 19 1L-6 F1 1L-8 3k 41
il NF-B 8005 , B 1 TNF 75 S5 i 242 40 i fft %

Z% BTk . CKD J& —Fi Klotho # H it Z 1R 4, Klotho
HEKP I T B AU 2 B 52 358 0 AR 55 W T i AE
CKD B % AiE CUn if 4845 16D () 0 8 o e Se AR . AT
S8 Ak CKD /B35 L T g el 2> CVD K AR B4 e 0 I 48
JE AL T T VA T R

S % ik
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