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 E: BM AFRRHE| S (chronic kidney disease, CKD) Il ~ V #1#& % fn i Klotho, #wwHEH % A (OTA) =B
FOHEIE B F 3(Bel-3) K-F, oM =Fels ARG ML, ik RRAZFEMER 2018 551 A ~ 2019 4 1 A B RNK
BRRANM CKD I~ VI EF 118 # A B st % (CKD 4L) , VAR B4R Bk a4 B & 60 1 A 3T R4, o JA BETE S
2 B 5 BaAd ] e 7 Klotho, OTA A= Bel-3 A& ik K-F. 48X 547K A Pearson 48X 4 #7, Kaplan-Meier % % 547 R F
A i# Klotho, OTA #= Bel-3 K-F&FHBIEAF R0 £, LRERXS A F COX F)a5##a CKD Il ~ VI &4 Bk
SR EHLAMBA L, R CKD 4% # fik Klotho (2.54+0.39 mg/L ) {&F #8208 (8.24+1.30 mg/L ), fif OTA
(2.11+0.40 mg/L) , Bcl-3 (81.25+13.67 pmol/L) & T *F#&48 (0.40+0.13 mg/L, 48.14+10.28 pmol/L ), £ F3¥4 A
it &L (1=43.996, 32.111, 16.526, ¥ P<0.05) . &~ CKD %-# & % fi# Klotho, OTA #= Bel-3 K-Fibdx, 2%
¥ A %At F &L (F=206.071, 48.544, 60.466, ¥ P<0.05) . CKD %1% % ik Klotho 5 4%+ § sk iE L & (eGFR )
2R FEMAE (1=0.627, P<0.05) , s OTA, Bcl-3 5 eGFR 22 % #i49% (7=-0.537, -0.489, 34 P<0.05) , fik
Klotho & i& 55 OTA, Bcl-3 kit 2 2% fi4g% (1=-0.689, -0.703, 3§ P<0.05 ) . 1% Klotho 28§k & 5 [44.83% ( 26/58 ) |
&F % Klotho 28 [75.00% (45/60) ], £ A %3t 3 % L (Logrank y'=6.988, P<0.05); & OTA 2851k 77 % [40.68%
(24/59 ) 11& T 1% OTA £1 [79.66% (47/59) 1, £ B A%t 5 &L (Log rank y’=7.247, P<0.05) ; # Bcl-3 285 B
&% [46.67% (28/60) 1 1& T A% Bel-3 28 [74.14% (43/58 ) |, #£% B A %4t 5 & 3L (Log rank x’=7.198, P<0.05) . 24h
k&8 % (OR=1.602, 95%CI=1.268 ~ 2.022) , eGFR (OR=0.628, 95%CI=0.493 ~ 0.799 ) , 7 Klotho ( OR=0.577,
95%CI=0.416 ~ 0.800) , OTA (OR=2.061, 95%CI=1.922 ~ 2.279) #= Bcl-3 (OR=1.809, 95%CI=1.218 ~ 2.688) %
#Ho CKD M ~ VI & F B AL A0 iR E, 418 CKD I ~ V# & & & Klotho B4&, OTA, Bel-3 K-F
&, ZHhEKTEEEEEHRKUA L, A T4 CKD I ~ V&8,
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Correlation of Serum Klotho, OTA and Bcl-3 Expression Levels and Disease
Prognosis in Patients with Chronic Kidney Disease Stage Il ~ V

SONG Qiang, LI Yonggang ( Department of Clinical Laboratory, Inner Mongolia Baogang Hospital,
Inner Mongolia Baotou 014010, China )

Abstract: Objective To study the expression levels of serum Klotho, Ochratoxin A (OTA) and B-cell lymphoma factor 3 (Bcl-
3) in patients with chronic kidney disease (CKD) staging Il ~ V and assess their prognostic value. Methods A total of 118
primary CKD patients staging lll ~ V admitted to Inner Mongolia Baogang Hospital from January 2018 to January 2019 were
selected as the research subjects ( CKD group ) , and 60 healthy subjects who underwent physical examination during the same
period were selected as the control group. The expression levels of serum Klotho, OTA and Bcl-3 were detected by enzyme-
linked immunosorbent assay. The relationship between indictors were analyzed by Pearson correlation analysis. The differences
in renal survival between patients with different serum Klotho, OTA and Bcl-3 expression levels were analyzed by Kaplan-Meier
survival analysis. Univariate and multivariate COX regression analysis was used to analyze the factors influencing the renal
outcome of CKD patients with stage Il ~ V . Results In CKD group, serum Klotho(2.54 + 0.39 mg/L) was lower than that in
control group ( 8.24 + 1.30 mg/L ) , serum OTA (2.11 + 0.40 mg/L) and Bcl-3 (81.25 + 13.67 pmol/L ) were higher than those
in control group (0.40 + 0.13 mg/L, 48.14 = 10.28 pmol/L ) , and the differences were statistically significant
(t=43.996, 32.111, 16.526, all P<0.05). The difference of serum Klotho, OTA and Bcl-3 levels in patients with
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different CKD stages was statistically significant (/=206.071, 48.544, 60.466, all P<0.05).In CKD group, serum Klotho was
significantly positively correlated with eGFR (r=0.627, P<0.05), and serum OTA and Bcl-3 were negatively correlated with
eGFR (=-0.537, -0.489, all P<0.05). Serum Klotho was significantly negatively correlated with the expression of OTA and Bcl-
3 (r=-0.689, —0.703, P<0.05). The renal survival rate [44.83% (26/58)] in the low Klothogroup was significantly lower than that
in the high Klotho group[75.00% (45/60)] (Log rank y’=6.988, P<0.05). The renal survival rate in the high OTA group [40.68%
(24/59)] was significantly lower than that in the low OTA group[79.66% (47/59)] (Log rank y’=7.247, P<0.05). The renal survival
rate of high Bcl-3 group [46.67% (28/60)] was significantly lower than that of low Bcl-3 group[74.14% (43/58)](Log rank
2’=7.198, P<0.05), the differences were statistically significant, respectively. 24h urine protein (OR=1.602,

95%CI=1.268 ~ 2.022),eGFR (OR=0.628, 95%CI=0.493 ~ 0.799), serum Klotho(OR=0.577, 95% CI=0.416 ~ 0.800), OTA
(OR=2.061, 95%CI=1.922 ~ 2.279), and Bcl-3 (OR=1.809, 95% CI=1.218 ~ 2.688) were independent factors affecting the
renal outcome of CKD stage Il ~ V patients. Conclusion In patients with CKD stage Il ~ V , serum Klothois decreased,

while levels of OTA and Bcl-3 increased, which were related to the patient’s renal function and are helpful to evaluate the

prognosis of CKD stage Il ~ V patients.
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12 ¥ B 9% (chronic kidney disease, CKD) 1] & Ji&
MKW B, T EIERRIAIT 1Y BB /NER
UE I R AR S L CKD MY PR FE L, (H3Tum . fGasrh
LG T AR/ NBRIE R F, ST R T
Klotho % )& 2 5 IR W R £ HE M F2 0 2 1 1
FREUNDLICH % ! #ff 57 & 8, CKD M # IfiL i
Klotho /K F T, A BT CKD (R 2. #4 il
% E A (Ochratoxin A, OTA ) & # 2% J& Fil il
IR R BAR Y, HA RS R . BuR R
B REREE ., WSS LKL, CKD ##ILE OTA /K F
Fher, HAEURERN . IHRRe S ER, fEdt CKD
PRt U, B 40k LR T 3(B-cell lymphoma
factor 3, Bcl-3) & Ik B Z AL 51 ', BARINOTTI
LU0 L P, CKD HF MG Bel-3 5T, S5154F
AEALFRRE A G, 2B CKD %05 7 J2 1Y I T 7 i
Y. HHEj CKD T ~ V#1175 Klotho, OTA Al
Bel-3 Ik I R M AT 2E . ABFsT S iF o
CKD I ~ V] #1174 Klotho, OTA F Bcl-3 3
B BRI ER, NIEKZSIHELESS
X
1 MRFAE
1.1 AR % NS EMER [ 2018 4 1
H ~ 2019 45 1 AWmaa iy IE & CKD 1~ Vil
BE 118 BN HFIE A%, AR E: D CKD 2
WHAF £ 2002 4732 [ [ 5K B IE 3L 4 251 5 (1) K/DOQI

( Kidney Disease Outcome Quality Initiative ) ¥ H
i My QFR= 18 4, CKDfist> 6 1TH,
i 1 "B /N BR 3E i3 K (estimated glomerular filtration
rate, eGFR) < 60ml/min; I ARNE i 9B 58 %%
DFE TOREPHEERF LR, RRISHCA HH SR A S Fifi
Vio HEBRARUE: Ok LYEER, RN, &
I B . IR R 4S5 @ eGFR < 5 ml/min,
CHFIRBENT CKD BF S BN (<340H)

WHEATIBENTIRTT ; O B B RBEthgems, M i
TR 24 s sl K R R e e A R s 5, @I R A
PEE 0. S e N, OFfFA e Bk
P, MR, 4. CKD BE R 2~13
AR, Hoh B R 78 4, Lotk 40 Bl AR 45 ~ 68
(58.18+3.63) % ; A E+5%L ( body mass index,
BMI ) 22.27 + 2.30 kg/m’; % K/DOQI H' CKD 2
FrifiE . CKD T 51 %1, CKD IV 47 5], CKD
V1 20 1], DATR] 3 B et e A AR A g B 60 15y
XPREAL, P B 37 6, Lotk 23 i) AR 43 ~
67 (57.74+2.30) %; BMI 22.41 +2.29 kg/m’, P4
FEVER . RS . RS EIRBCZ M 25 S RS F R L
(3 P >0.05), H & XA ZE 5 [R] 20045 B s
FES, AR IR A SR,
12 ME5XA A Klotho ELISA il & ( FifF
ABAYAT, $95 FT-P31156R ) . OTAELISA ix
Alg CElEHEA Y AR, 575 398637) . A Bel-
3 ELISA ikl & ( LR Y AT . RAFER
K Varioskan LUX BEARHATINE .
13 Fik
1.3.1 Ifil 7% Klotho, OTA, Bel-3 7K F 45l £4 Ht
CKD 4 A IRY TR SO0 IR 1 /= 2s I dg ikt Sml,
3 000 r/min 50> 10min, BUALTE T 20 CHA7R5 .
SR R BAFK B0 28 W B S 36: ( RUT ARz 0o ige ) ARG ot 3%
Klotho, OTA Fl Bel-3 /K -, 5286 20 B4 i W - i
£, BEARASRE A5 AL Aysonn (8, T AR AR IE il 2
0 AMH, TR RFLEES M. LA Klotho,
OTA Al Bel-3 /K ¥ K ¥ {H 2.54 mg/L, 2.11 mg/L Fll
81.25 pmol/L Ml FH1A , 434 Klotho (=i ik 4 ( n=60 )
AR F IR (n=58) , OTA i Fik4H (n=59) FI
KF2ik4 (n=59) , Bel-3 mFEILLL (n=60) FIE
Fikdl (n=58) .
132 MEHRbR: WEERTAMIRX MR, AFE
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IRFTEAE%L (body mass index, BMI) . & Ifil & 50 55
— MBI R TERE, WO ARG 5 — K 24 h JREE
Mg, MLLEE . WHEE . SIHERE . =B,
MWL PRE A, I PR PR il &5 50 46 == K A i
B DB IR R 2k RAF9E A X (the modification
of diet in renal disease equation, MDRD) 714 eGFR=
186 x (Scr/88.4) ™" x 4EJE " x 0742 (&tE) .
133 BEDG: LAAZR ] & S, XA CKD &
FHiATREYS, BBV, P2 e g
KIHATREYT, BEVT N R B T 2 B IR YT Ek
T, sk B AR IS 00, Bl Kk B[R] 2R 2022
F3H30H.

1.4 it a4 R SPSS 20.0 Giil 44k
WAt FFE IESMES MR TOR IS £ 45
HE2z (x+s) Fom, A BRI ST BEAS ¢ K
55, =M BCR N 2 T 25501, AL
W LLECR H SNK-g K% . THECTERLIZR (% ) FR,
28] LR R 5 R 9. AR OCHE 73BT R H Pearson
FMES M. H Kaplan-Meier 47740 #7 ( Log-Rank
K56 ) 1ML7 Klotho, OTA 1 Bel-3 7K-F-Xt CKD 1l ~ V
W1 B IEAE S R R s, PR R K ZHER COX
FHEZFrsgm) CKD T ~ V35 B eSS R d 7k &
HHEER. P<0.05 hZEFHAS#E .

2 #R

2.1 A4 — A F A F Klotho, OTA #= Bel3 &
Fredx ULER 1. CKD A st . mpLEF . JRE
A MRER. IML#E. 24h JRE 1 H. OTA K Bel-3
e TATRRAL, LA . W . eGFR, Klotho
TR, 2REAGIFE L (¥ P<0.05) .

x1 BA—KEREMTE Klotho, OTA, Bcl-3
KELLE (x+5)

xR CKD 41 )
(n=60) (n=118) %
12(2000) 45(38.14) 6010 0014
MUEF (pmol/L)  72.14£10.55 389.74£22.98 101.641 0.000
IRER (mmollL) 519092 1446+1.02  59.197  0.000
eGFR (ml/min/1.73m’)  98.89+14.62 33.17+10.82 33.901  0.000
RIBMEE (mmol/L)  4.68+082  472+093 0282 0778
SEEH (mmol/L)  153£0.62 158083 0412 0.681
HEA (L) 4825154 3925+139 39262 0.000
2h JREAS (g24h) 0812007  519£086  39.330  0.000
ML (gL)  14327£9.37 11408+9.72 19.818  0.000
MR (ng/l)  233.76+2237 443272537 54141 0.000

g

E LR [n(%))

P

118 (mmol/L) 1.10£038 142042 4958  0.000
Klotho (mg/L) 824130 254+039 43996 0.000
OTA (mg/L) 040+0.13  2.11+£040 32.111  0.000

Bel-3 (pmol/L) 48.14 £10.28 81.25+13.67 16.526 0.000
2.2 RF) CKD % # % % fo 7% Klotho, OTA #= Bcl-3
KPregr ULFE 2, AE CKD 23 1 Klotho,
OTA fl Bel-3 b #¢, ZR A A ZIT#E XL (¥
P<0.05) . CKD 73 #Hif& &5, 17 Klotho A& A%, Il
7 OTA, Bel-3 #i . CKD Vi 117 Klotho,
OTA F1 Bel-3 7K F-B i & F CKD VAT CKD Il
B, ZRWAEZIEE X(¢=20.147, 28.709, 9.433,
13.920; 11.287, 15.545, 4 P=0.000) . CKD IV i
F 1M Klotho, OTA il Bel-3 /K & T CKD 1
HEE, 2R AEAZIT2E X (¢=10.858, 5.709,
5.381, 3] P=0.000) .

E) A[E CKD #HI & M5E Klotho, OTA, Bel3 KFELLE (x+s)
| CKD T (n=51) CKD V] (n=47) CKD V3 (n=20) F P
Klotho (mg/L. ) 3.13£0.37 2.53+041 106037 206.071 0.000
OTA (mglL) 1.80+0.38 2.13+041 2.85+045 48544 0.000
Bel-3 (pmol/L. ) 7149 £ 10.61 80.90 + 12.66 106.96 + 14.87 60.446 0.000

2.3 i i Klotho, OTA, Bcl3 5 B 7 sk 35 4r &
&M WLEFE 3, CKD B ES, I Klotho 5
eGFR & i F1FMISE (7=0.627) , Ifili& OTA, Bcl-3
5 eGFR &2 W 3 i A 3¢ (1=-0.537, -0.489, 1
P<0.05) . IfiLif Klotho ik 5 OTA, Bel-3 Eik4
WERAR (r=-0.689, -0.703, 1 P<0.05) .
% 3 Mi% Klotho, OTA, Bcl-3 55 Ih8EHsHRAITEE S
Klotho 0TA Bel-3
r P r P r P
eGFR 0627 0000 0537 0000 -0.489 0.000
MmEF  -0.124 0649 0234 0678 0.119  0.795
FREA  -0221 0428 0336 0550 0220 0621

Y

2.4 diF Klotho, OTA ## Bel3 K-F 2+ CKD I ~ V
WEREGREZw BT 6 ~ 36 ™H, E¥RE TS
BFIE] 21.58 £ 6.12 N H, 47 Bl & A= B ESS R g5
P, B EAETE 71461, B TS 3R 60.17%( 71/118 ).
ik Klotho 41 ' JE 17 1F 2 & 44.83% (26/58) ,

% T %5 Klotho £H %) 75.00% (45/60) , 22 % H A
4 it % 2 X (Log rank y’=6.988, P=0.008) ;
OTA #H "B WEAF 1% %K H 40.68% (24/59) , ik Tk
OTA 4111 79.66% (47/59) , ZR B A G il ¥ =
X (Log rank ’=7.247, P=0.000) ; 7 Bel-3 41
JIEAE % N 46.67% (28/60) , K Tk Bel-3 ZH 11
74.14% (43/58) , R HAGIT#E X (Log rank
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21=7.198, P=0.000) , LK 1.
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1
25 $HAER S EE COX &2 5 M %k Ik
BEAGEE WE4L, 5. 2h REA BT,
eGFR [& . Ifl ¥ Klotho f& 1%, OTA J} &, Bel-3

*4

12
K| (A
KaplanMeier #i k43 #7I1i%& Klotho, OTA, Bel3 Xt 1& Ak 7FiE EHI 40

24 36 0 24 36

12
wE (R

=R =N=5

T s CKD T ~ VI E B LS /R &
B ST fE S R 2K o

BREE COX MASHEMBEREREGHLENEER

23 B SE Wald P HR 95%CI
i 0.155 0.147 1.095 0.643 0.861 0.614 ~ 0.976
IR 0.267 0.189 0.781 0.747 1.182 0816 ~ 1.711
= 0.180 0.160 1.266 0.504 1.197 0.874 ~ 1.638
IR 0.249 0.207 1447 0420 1283 0.855 ~ 1.925
24h JRE 5 0.689 0.177 15.153 0.000 1204 1408 ~ 2.818
JlEARE! -0.362 0.293 1.526 0.139 0.696 0.392 ~ 1.236
M 0.239 0.168 2.204 0.102 1270 0.626 ~ 1210
BEA 0.252 0.203 1.823 0.119 1337 0.936 ~ 1.399
I 0.247 0.187 1.745 0.132 1.280 0.887 ~ 1.846
eGFR -0472 0.152 9.463 0.000 0.634 0463 ~ 0.840
Klotho -0.642 0.182 12.443 0.000 0.526 0.368 ~ 0.752
OTA 0.718 0215 12,697 0.000 2.061 1922 ~ 2279
Bel-3 0.718 0215 12,697 0.000 2.061 1922 ~ 2279

x5 SEE COX BASMEMEHEREHLZENE R

Sl B SE Wald P OR 95%CI
uh REAR 0471 0.119 15.666 0.000 1.602 1268 ~ 2.022
eGFR 0.466 0.123 14.354 0.000 0.628 0.493 ~ 0.799
Klotho -0.550 0.167 10.847 0.000 0.577 0.416 ~ 0.800
0TA 0.718 0215 12.697 0.000 2.061 1922 ~ 2279
Bel-3 0.593 0.202 8.618 0.000 1.809 1218 ~ 2.688

3 it M BEPRSE S 2k B 55 R A, AT H 2R

& [ CKD $ii i, BN E 2N 10.8%,
Hrr CKD 1 ~ Vs A AR, (A2 5 F
ARG, B B IR IA YT 4R LA
W E ", HET CKD A & i biie T-BL,
a2 Wr . HIa 7 U BT T S CKD A Y
B EAETE R E LT E, CKD RN 2R, s

BrhrA Y AR R 2B SR ERT RS WAk
YRR AL R B, RAE TR, 5 BOE R AR
S YEAM MG AL . B NER AR AL A B R A, i E
CKD [a] A B i & 8 . IR AFSE CKD 5 A
KB L], R0 CKD JLHJZ CKD L IR
B oReit SR INZE, A BTG R SO S S
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Klotho & & —FP s 1, HANMEAE5 14
T LAt 4 e B U YD RE R LY |« PRVCR A
AR R R AR ThRE I, Klotho J&—
BEERS A -, S5 UERP R FAR T, FRE R —Fh
PUR T P05 £ 4 Ak K 3 AR B D RE I A
S B AREFIE Y, CKD 23 1M Klotho /K4
fi%, x5 FREUNDLICH % ® 22 B o8 — 2%,
M FEIESEAE CKD FR AL B 3010075 A0 R i oh
Klotho 7K-FR#A, J2&FIH2 W CKD B4 Wb .
CKD 1 Klotho 7K FEAI B ML 1T BB -5 4% 58 i PR
S K. MENCKE 48 "B, R E Il
FHE/NE F M, JC L mRNA FEfE
fEAEAE ¥ Klothom RNA [/, F3X Klotho & 1KY
B4 WD . ARBFSE R BE, CKD 433
I3 Klotho 7KV FEAREE Ry B b, #2755 1M 7% Klotho
K- fE % B Bk CKD %9 /™ B2 . LIU %5 ™ %
B, Klotho 7 A AT 4 4 e A K R 7 23 2 1 Ay 3t
ZAR, HFEIR TR VRN L AR A A K R 23 K
WA AME S T 1/2 G, SRR N T
[ s 8 ek Bk, v B /NVE T Rz AN REHE
kRl SR, INEE DR . A,
Klotho [ ik FEARRE S ML L LA K T B 454
FEALERNT B 324k, S E/NVE LR 40
e ol 7 1) A 118 = 4 L VR N s
Klotho Rk 1) CKD & B IEAA1E R85, JFH
Klotho k% ik & CKD I ~ Vi3 & A4 45 /s
PR RIS fERE R 25, Fe BRI I 7 Klotho /K-F-A47 Bl
FHIWr CKD T ~ VI EIGIR TS, 7] 6825
) T I A BT A 1L 975 B i . FREUNDLICH %5 P 2%
HHGE, WL INEERFNFE Klotho PN JEPELT Feik
Klotho REMEAM il ' WE£F 4 fb it A, #EZE CKD 11
PRk, B, DL Klotho S #E & A4 I FRIGYT 1l AE
FHBYTFHELE CKD 1M ~ VB E A pom e, B n
B EAAE R, B R A, R
RIGIF %, (EARHRAMII .

OTAfE N —FhEHH R, HAVIKG EELE
R v 2 A R R, AR OTA 7T L 2Ilik 5
W SinE WA EAER, AR, XE
g a7 AR AR, IV OTA 7B 45
A1, PR i KaE T R E TR RA TR, HERAT)
o T A G A T KB L, 5 SR RE RO
JINER B JE R RE e BR R A . ARWFSE R, CKD B
Mg OTA 37wy, HIFK —J7 /& CKD &
Wi RGN b R A0 AT RERR AT, AR I i 40 i 5 4
PEREIR | ZHR5F B0 30 K B TR R, 3858
OTA WS in ", 5 —J5 i, T BAEE OTA )

FEHEM AR E . CKD B H B /NERUE LR T B
UM OTA KW T ABF5EH, CKD 431k
=, 1M OTA KFFH =Bl i, $2/R1% OTA F
5 CKD P AR A . HALHE OTA REW
WS B L AL AN o -SMA AR AR 1 23k,
TEdE B A Aefb i KA, e S ohesiss . tesh,
OTA 4 HER% 38 11 BE NOD HEAZ 4K 3 &HE/IMA, i
/NG LR R AT, ANER 1B A
28 FE IR AL R AN F R, T B I 4
FB, FEUEE RS REREAL M AT HE— 2o Hr
KBTS OTA F %35 CKD B B A7 I KA1k,
FERAEI NG OTA ZKFATBIT CKD Il ~ VI
WG M . DU %5 2 78 5 /NER 2R AR B /NS I
Fe M AT T ARSNSEES, KRB TC RV ) OTA
(0.25 mg/kg) REMBIE L ERK F+ - B 1/SMAD
FGRL 5L 2 0, T e e 2 % 20 M I B AT 4
iR, IR/ ERUE R — 2SS, OTA 14
T E NP GERE T o - FHE AL EA
M E AR, BB LA nE, B
e, FEt, 1MiiE OTA E—Fhginy CKD 1 ~ Vil
BEBUEHCMEbR S, EAIERIETE,

Bel-3 i 3L K 37 T 19q13.32, Zfis 5 1 & —
Tl AL N1, B SIF kB, R
PR N RIAMER, 22 5%, MW
K CKD 2555 g B A 2 g g U020 ARG
L, CKD & IMIE Bel-3 FikThmn, HAbLH A
B, ATRERFALAE KT B (55 B Y O £
Bel-3 63k, BARINOTTI % [0 2 2% 7 B 4y PR A5
FERH A S ml b 2 80, 7 S AR LF AL 4,
/NG T B ARG T Bel-3 B g o, &
M Bel-3 AKFEFm. dbah, FHERLE 48 ik
HARETF B FRIAFHEREE AL IE Bel-3 fRIL, B
FOR U B YA LN o - AL E A
¥, SEE R AR, I Bel-3 K
V5 CKD B/ EREA X, HY5 eGFR £ 7 3#
IEAMIZE, 5 BARINOTTI %5 ' 22 % il — 2k, &
NG Bel-3 KFTH R 2 512 iE CKD B ot &
Bel-3 AEMSE LG LA K7 B 5 5@ L
S, {EHE L 4E1b, CARR % P B9 &k M, Bel-3
5 SMAD FEWL G 3 456 303 SMAD 5 i 5
3T RICRRER, s ERETF g 5
S, MRHEE /NS AN & A T R 1) AR R B )
FRerdifk, 2 CKD Bk, A, Mg
Bel-3 ik CKD M8 B NEAATE B8R, JEstm 5
ghRE R A ML B IR . Ik, Bel-3 f&—
OBt A S e CKD e o SR A L& iy, A BT
A CKD M~ V3] & A R TS -
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A WF 58, il 3 Klotho 5 OTA, Bel-3 3£ ik &
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