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Abstract

Chronickidney disease (CKD) is a chronic disease in which the kidneys are structurally and/or func-
tionally abnormal for more than 3 months and have an impact on health. It is associated with a sig-
nificant disease burden and high morbidity. Chronic kidney disease-mineral and bone disorder
(CKD-MBD) is a complication of CKD, which is clinically manifested by abnormal metabolism of cal-
cium, phosphorus, parathyroid hormone and vitamin D, osteodystrophy and vascular calcification,
which seriously affects the prognosis of patients with CKD. This article reviews the mechanisms of
mineral metabolism disorders, osteodystrophy, and vascular calcification.
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1. 518

124 B T3 (Chronic kidney disease, CKD)& 4 B IE &5t FI/BU D RE 5, Rl (Al 3 N H, FExt
e R I Rz ISP [ 1] CKD J&—AN I AELE (P8R 1), At A 2 35 PR3 S HE RS o B R I
o 2017 4, SFKALRMN CKD BN 6.975 14161, ERREIREN 9.1%, FEEFRAIL 120 71T,
KA N “BRIEAT” MURMER L E S A a PR, AR R R b S5 H ot H 2
HAL[2]. HAHIR AR B A BRI G A% R, & B BT AR AR R R Bl TR Pk Ak, R RATTRASE
RZIPAED . SRR AT SR BT CKD s 15 1 &

CKD R Il D7 = 1. /KIMEEIRIRRIN, BERIGEHE, SEEEamin—RINERNEZ RS
IERAE, BEIECME RS MENNRG. W RS &GRS Hrh, B0 S w5 & =
5 (Chronic kidney disease-mineral and bone disorder, CKD-MBD)s& CKD [/ HE I KIE2 —, BEHIE
CKD E#F )5 . CKD-MBD &5 CKD FrEtiIn i 588 45k, T HILBLT — I8 2 Ml
PREHL: (1) 5. B, FUIRS% MR8 (Parathyroid hormone, PTH)E Z4E4: % D ARt 24, (2) Bk, B
o BE. BEREERKBERE R, 3) MESGMRALRT3]. 80 7R E IR Y s A
B R R A5 A 2[R 2 00 R0 T R 2 Wi AR 7 I R 2L

2. CKD 57 YRR HRE

CKD-MBD B #7E CKD JiRFEMPIIASE IR R, B RE 2SS/ kigid % (Glomerular filtration rate,
GFR)fI& T 45~50 mL/min/1.73m? (Z&F 174l GFR (AR RN, Ao BRSO S iliE. ik x
D BEAIS S dr R M HUR S5 IR D Re T, I BEAE R A2 IR ik e T %A (CKD3b-5 ) [4].

2.1. £5

R SR L5 K T A BT CKD-MBD 4 (5], BEAT CKD JORTitRe, 1 IhAEE, Lises
AP FEE, ML HTUCHS I . BEAh, CKD M (27T A 2208 A S B A0 (PR LR 3 D
SECAE AT Ao P 53 T M5 LIS A B, LA AR A /K 495 CKD AL L
(2ane SIEESGIGE

2.2. HEgEL

PR Eh R — M EZ MY CER, & DNA. JUMIBAR ., mReREmREh. 28 (5 (A AL 1 R B R 0 1y H 22
RS (8] MR Eh AR A ST ik — PP BN A0 14 B R £k L4742 2] 1 (NaPi-2a NaPi-2b Fll NaPi-2¢) KR 4EH7 11
BN 1 W R 2k L 1 B 1 (1) SRR S L7 B IR R Ak B AR B [ TR [ R RG T o IR LIS AR 27K T
SHIEJHIE N NaPi-2b FIRIE, 3G, 2RI T v /& NaPi-2a Fil NaPi-2c HJ5E
1K, SR PR 0 N ERUE L S B RR BRI R, IR LR AR, AT T LS B AR, AEFRRERR
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RV BEFCRIL, T BERR AP ) S B S A AR K [~ 23 (Fibroblast Growth Factor 23,
FGF-23)/klotho F1 PTH [10]. 7£ CKD -4, Fi#E 5 IhaeioR, B hugidmb Wmkd sk, ¥ FGF-23 #1
PTH LR DN, J8id T NaPi-2 L A MRIE, Hr= BRI, FRICIEpRR L, JERrmEg
EhFH#7[11]. CKD M, 24 GFR 1% T 30~40 mL/min/1.73m? i, FGF23-Klotho #fi H BLJ<H, H4 N1 FGF-
23 FKPASFERENE A SRR AR B AL R SR 1 HEM, A2 T B0 BN i UE R, X T
W FGF-23 [iE—25 k. AR, &7KFH FGF-23 40l 1,25- 244K D3 (1a,25-dihydroxyvitamin
D3, 1,25(0H),D3) E [ 12], MTI{EHE PTH 155, TERCBMEGIR . o e i v 38 o 75 S5 IMURE Ik
/b 1,25(0H),D3 [T AN N PTH & K 3Rk KL HE R 52 IR Th RE FUdk[13], B ¥R 2al . ik Eh
AR 75 A7 B IR Th RE SO I (i e it AR, HLEREL S B IR adt i RO I S () AR 25
DIM . AR¥E Bellasi [14]25 NHIWFFE, BEL 27K F>4.3 mg/dL [ CKD 3 3t i 2 K 1'% (End-stage
kidney disease, ESKD)AIFET (1) X 18 il . Dhingra [ 15125 NIBUESL, 155 Thfe IE 5 HLIJC O I 57 1) fe B
AN, B RIS B KPS 0 U F A RS IE INAE G . EAh, Hou [16]58 AFE 2017 4FHET T —IZE 4
AT, RS 9 TURAFIHE FAN 1,992,869 44 ML HT B, 45 R Won MUK i i A I3 5 4 (R B8
T 28 RS A 2

2.3. FRERAE

R 55 IR (PTH) & — M el FOIR 55 B 70 il K, HOs T AR “ R BHOIR S iR, il 84
NI, ISR ARSI ARG [17]. PTH A i 38 #0405 IR B I X885 1 F R i A B
NG XF I B TR W, AT R 5 A S B~ A . AR R, PTH 38 W0 B 4t PR R S B IR ST, 3
BRI, D A B[ 18] £EE MEr, PTH I8 3Gk v /INeE Xof 495 ) B IR (i i3 B3 1
ER BHEMER T A T Al . JE AT LA S R 1-a-FR AL EEE R (CYP27B ) HIFRIE, 9N 1,25(0H),D3
AR 197, 3t T R T 4 o i AR RS AT RS . R B PTH 43 i 2 4R B AN 1045 3 1. I
BB ELARAS A IEIOE FUIR S5 IR i | 38 i S UK 2 44 (CaSR), il R 40 NS S g, B4 N S
FIXEIN,  MIMiE/> PTH & BNIRER[20]. 522 A%, 7E4IMIAMRAES /K- BRI, PTH H)-& RS 7 2
Wn. B4, PTH A2 RIBERREL . 1,25(0H),D3 &% . mfiig th 2 (et R S5 IR shfe Uik, 1L
1.2 4b[13]. 1,25(0H),D3 F <4 PTH &SR W 1.4 4b[21]. 7E CKD &, HIReR,
i H AR IRE AN S IfhE,  ETIRI PTH Zpssgim, a3k o 4% & 1 HOAR 5% I D g TCESE (Secondary
hyperparathyroidism, SHPT). SHPT {2 & ik ik, SFEUMESMBEAKFHEA S, HIARREER
HEFRAR, SRR A R VIAHDE[22]. BTFERY], PTH /K-FTh s & Hr i SZ Fi H 1
[7].

2.4. HEED

Y3 D R —MRRERE R, B R ERAGAE: S EME =R, BELRENEE,
25-F e F D3, NARAEA B, 44 R D WEBMRAEYEERR, BIFIEE K, (B R ES T
SEREE23]. 1,25- 34K D3, XN ER=EE, R4ER D iR, el 25 R
D3 £ AT/ INE R 1-a- SR UER(CYP2TB DR R N A . Bk = BEE 24-F21LEF(CYP24A )%
filt, FEHATIEHEARE Y, -0 UEES 24- 5 BEAH B35 4R 10 = BE M 0 P . S =@
IHEOE R R e ERIAIYEE R D Z4A(VDR), M 54EY0 I R S R R i R . B MY RS
TN ) IR S5 R R P 3G A, I T DA S 8 o o R £ PR R R, T R I A . B RIR
(BP0 PTH JERRIE . ok, EEB, S =BERENE RIS 4N 4= i FGF-23[21]. £ CKD &3
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i, B S DIREOR , BRI N E R 1-a-FRAER(CYP27B )R YE T RE, S8 1,25- SR E4EE R D3I
FRCRF R . [FI, FGF-23 ACH I A B Mo i) 8L, w2 3L EE A, ) 1,25- ¥k 4EE 3K D3
M S HE P, B P EEE R D 32K (VDR) SN T AT HUIR 55 BR A RRUR 2 AR (CaSR)RIE I D 1K
SEAR LR — LRI PTH &g, Rt FR 55 g 42 (241

2.5. RRAHEARREKEF-23

AT 4E 40 i A K Rl 723 (Fibroblast Growth Factor 23, FGF-23) & — i i 5 1 40 g A0 15 400 ff & B 11
32KDa IFE & A[25]. FGF-23 Xf i85 1A #AE A /& FGF-23 3244 (Fibroblast Growth Factor 23 receptor,
FGFR)/M 1, %2R 75 B4l B 324K aKlotho, FLEEAL{E(E FGF-23 ¥Ehn%f FGFR (5 M1 /1[26]. 7E CKD
B IARY B, FGF-23 J& 8 s H 2 T 0 e iz [27]. mi7KF) FGF-23 w] e il i, PR
1,25(0H),D3 7K, F0ifil BR 55 B 2% 10 B ORI 43 o 70 B FR PR 3 /NP P, FGIF-23 368 3 100 ) 795 oy 44k
SR IR #h 3L %02 B I (NaPi2a 1 NaPi2e)[f3RiE, FEAKE /NE TR IR #h i S ie 71, AT BS I i #5
MR R 11, 7Ef7iE ., FGF-23 Jlid ] NaPi2b s & (G E[28], BRI Iz IE X B RL £k i
W, CAYERRIR N BEIR 2R P . /6 S ISz i /N R, FGF-23 @it $8 hn I f7 453818 TRPVS Al - &t
A2 HR A (NCC) T 295, (2 HEAS FNAN i) BRI [29]. FGE-23 3843 il ] 1-a-F2 4L EE(CYP27B1) A
B 24- 2L EF(CYP24A 1) [1213K401 1,25(0H),D3 KA BIE kLB E, F#% 1,25(0H).D3 Mgk,
T 982 g ot fie B mp 5 R R0 R . (FGF-23 Sl ikl RSO A Bl SR R AR, SRR S PR A
FIEE) (T YR AEBON R 2%, BFRIEBCN 8, T A e K R R TR Y (196 R)7E AR 55 i,
FGF-23 il FHR 55 IR 00 26 BFn 233, AELH 38 1 FROIR 55 IR A5 U 2 A (CaSR)FIZE A= 36 D Z R (VDR)I{I#R
ik, BB IERERZI T RS2 RN [30]. CKD #EE J5 I/ FGF-23 2240 WL 1.2 AbFTik

2.6. Klotho

Klotho A& I BUELE & p- A EERE R I[31]. WIRTSCHTE, aKlotho /& FGF-23 [4#Eh 214k, T
FGF-23 A4V mtt. HAIA% 1,25(0H),D3 1) 1ET#[32]. 1E CKD H, FEEHIHRIERE, B IhReiZHimik,
M2 H 1,25(0H),D3 7K RFE, AT R B AT DR S5 i Klotho IFRIA, 5:8k FGF-23/Klotho 25 EL, 1
XEEER BN, FGF-23 P AEHUPE[33]. FEREAMRIT 7 A0, SESR/IN BB ) Klotho Sk = i 2 S EUS /MR 2K
WA, FEARBEIE . 2k R MEFIRSFIRINREFCHE . A1k, ODIFIRE . FIEMAmYERE[32] [34]
3.CKD 5SERBRE
3.1. BEREV4ARR

B MR AR AE L, FLAE I B A MU ORI T 5 R R o 2 . A LR B R
JREE AR R B AR, P TR T B IR Bk R e . TEHLIE R B R A S AR R, TR
TEHMEEABURRE 1. Ak, EEFE S A D RAK S A S, G0 4n i R A R B AT e S
B EES SE R, BE A EE S S, X S A B 1 3h 7S A R R B
DAY F5 B i 0 ARS8 0 ) 23 B A [35]

3.2. BRFE

BE%E CKD #EfE, # iRl Z&al, MmEi KA RIS TH, HIEEIRRE, 5HE.
BN, 51K CKD-MBD (1) a A &, BIE P E 774 R (Renal osteodystrophy, ROD) [36]. RDO
RIS E TS o N E a0 . RIS EE R IRAMHEEIWNE. BE% CKD RAEAWEERE, B ohain
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B, PR ME . SRR, 48283 D FRARSE, gkt g1t PTH Fhsr, Rk s i 40 i & R o A
F «B SRS R F L& (Receptor activator of nuclear factor kappa B ligand, RANKL), RANKL 5 & 4y
FHHIAF kB 2 AR50 K T-(Receptor activator of nuclear factor kappa B, RANK)Z: &, {2 #EAl & 41 i 43
5 e, RIECE R (3710 B WRORIESC B AR REIEER, - HrE AR B RISCS EAE GE FE INER,
BEE AT, AU A TERR, WA RIS K, HIm IS E . & GFR E—2F
B, IREPER RV T-B/NERM, s g 508 4niex) PTH P2 AEHCh, 80385602 4 AL PTH /K
PO, BWCS B A RNGE TS, MRSt E W . w5 AR 1 M s R I AR 9 iR
GEEW . H, SEBEERARAE IS T PE CKD B BN WL, HIX PR A7 gt e i 72
Tl BEAH B AK[36]. ROD AMUFECE AN )RS, oo sl ietETm, BUEmEEa IR
ARG, FFRTRESI K — RV R E B RAIFRAE . IRR FERIE R BT, S E
Pr, TEEPNIE CKD BE MG . HiER 2120 ROD M&hriE, REWHRMLC T a4, B iR g
WACRESEHME R . B2, BEEARARS, WAREEBERNIHAERE, &CHME, Rt
FR T T T o 2 R 2 56 7 & P B 2 KB AR Bk, I PR S B 32 R [38] [39]

BREAAETR 2 —Fh DLE BK B AR RN B R R B DL H e B S0 B i RS 3G
FEIERIZENR[40]. CKD A Bf 2 BB RE SN S R 2R [41]. 54K, BEEE X CKD-MBD A
WHRAN, BRI CKD BE H It R AR SMEFRIEKEZS FrHEs, HH RN S9E CKD K
FEHPAR. AEREHM AN, £ CKD-MBD KR EE#HFEF, MET ROD, H CKD HEiFEA
F)°H 5 B FA (Osteoporosis, OP) i BEAE CKD-MBD A1 (5 48 5 0 3 S Az [42]. CKD R 8 R Bk 5 5
PEEEFRA R IR E B R A ERFLE VIR, B, AR R T B PURAE” [43]
B “CKD HHRE BUBAAAE” [44]HI0E Rifr. (XER 2 A B th iy, Br AUt 2 ] 5E) BB 5 BT 78R
N, Ak CKD % HIE RERFAEG BN CKD-MBD KIS . B 5 ik 12 W LLE B9 )5 25 2 (Bone
mineral density, BMD) N %&fili, {H BMD Jovk e B85 5 B 0 B ARG L, 584t BMD Titill-& 4 nl g
S R o

3.3. BEBRSEYIREY

PR, STEHEIEIRSEYIPR EYI(Bone turnover markers, BTMs) IR 2 C N A AT ) # S 2 —
B AR S B ACEPIRES I EEE A YRR A . W SR, BTMs v R B B 3 B bR oL, A
B T4 RImARIAIT[45]. BTMs W& H B IEHARED . B WRIShR SN UL B S B 35 751 .

B b E YA B B R B (Bone alkaline phosphatase, bALP). 1 4% Ji N ity §if ik (Type 1 collagen
N-terminal propeptide, PINP)%% . i {: i F& i (alkaline phosphatase, ALP)& —Ff i 25 & [ 4 25 K i,
ML R AN AR i B BRI IR . AR ALP H 6 MR LA, FZSREMAE. B8, BIES%. & ALP
ATREDRI AT . BEAREE ARy, IXEEH S8 ALP T B ANRERr 1 WL E T . bALP SRIET- A s
YU, EETRICET I R A EERER, M R EEER, bALP A] KR TCHUBERR 25,
BETT PR AR BERR ERIR L, R T B 4L o [46]. mRif%I2H 9 B bALP A PTH B, fIRFEHi % B4 bALP
B RIK[47]. Sprague Z&[48]7E— WML E PR 7iH, P4l T K BAEHT 3% - PTH. bALP Al PINP /£
RPN TR AR PE . BTSSR, bALP RS A S X I Fe e S AR e g e, DA
mEE SRR SRS B RS . 5 PTH AL, bALP fEi2Wr LRI EMrA. R, Bk
W], bALP K-V A3Z'EDhfe T b &M REN, FTLMEy CKD & 25 R AL I K- [49]. & #%
B RCE AR E & 1 BT, TR 1 BRI IR 4 IR /K A, 2409 1 BUATRJE N 3 i K (Type 1
procollagen N-terminal peptide, PINP). I B i/ C % i Jk(Type I procollagen C-terminal peptide, PICP)#1
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IR S 3 A B, T YRS AR AE S b, JoHL P B A5 A ORR T Her, T 2 B KA s T PINP
A1 PICP JUE AR =403t N VR AN R, k6 PINP F1 PICP n DA Wi FE K1 o 7E Salam 25[50]
I — T e R 7 b, S5 IR A AL, BFENTEEENTK CKD #& M PINP K RES &, HAE
CKD #AFr BN, PINP 25 F 3 KUK S LR 2 IEAH G

B RS EYE-E A DU A PR ER M B R B (Tartrate-resistant acid phosphatase, TRAP). 1 ZBYJ5 JH A7 BE R
FL i ik (C-terminal telopeptide of type I collagen, CTX)%5. TRAP J& 7-4E TR 20 A A1 [ 058 200 o ) — b R
RN . TRAP-5a Fll TRAP-5b BiFH AL, TRAP-5a FZRIE T W40, TRAP-5b KU TR & 4. 78
BWROERE S, BE 4IRS ER IR TRAP-5b #E MR AEI, RE 6% I ML As - 40 i ) Th BEIRAS A i IR s K
Fo KL, TRAP-5b #U N E AHM bR EVERE,  [R) H2  ATME— AN S2 I B A B RIS R] R 3R
TR E RIS bR . BhAh, BT HAYR 5 K, TRAP-5b £ CKD Fi#E T B3 ol fE 0 E &R AL
TR §-[49] [51]0 T RUBRJFEATIRFR B dm Ik CTX A& B FE BT 1 AU B S 1 A8 B WSO 7 AR R R e 1k oA
W, KT I R 1 A L PR B RSO 1 [52] . A I CTX K m] AT e e il 7= AR A, A NI
PRVl B 2 4 A D500 I B S HFRFR[53]. Tian 55[54]/)— I Meta 73BT R B, SR AGEGRE AR (R TR 4% K
FIREEE LRI CTX 5@ N BT KR.

BT SA FGF-23/Klotho. PTH. 4E4 2 D, & &Y % (osteoprotegerin, OPG). Dickkopf-1
%, FGF-23/Klotho. PTH. #4E/EZ D i SCOPRARIA, HARAERGR . B ORI 3 SXOPR R i 40 25 B
HIR -, R AT S A RAE PN 1 22 Pl i o3 WA i TV PRS2 44, 25583 RANK/RANKL R 40 R 4% 155
RBHER]. OPG J&—Ff RANKL HJrliE 21k, 5 RANKL e+ k454, B RANKL 5 RANK 2
B HIEE G, b S A ik, (et el & 408 2. CKD B, £ OPG fti&, Bidtuie~ng ¥
Bk [55]. WEFIRIE, OPG HRFEHL/N R H B RANKL i FE 0GB WU on, & s>, M EE
JRERAAE[56]. Dickkopf-1 (DKK1)HH BB 4 i AE sl 73 ilh i N MLIBAE S . Wnt/B-catenin 15 5 18 B 728
WA A EEER, RS2 S8 G0 A s A B AR A B R, S EUE Y O R AN IR
Wk Wat 805 2B GGG R E SRERINEEIAT . ZZEEEYH Frizzled & HANLE
R B A A2 AR FH S EE 1 5/6 (Low-density lipoprotein receptor-related protein-5/6, LRP5/6)41 . DKK1 A L
5 LRP5/6 L3255 K77 Wnt/B-catenin {5 5@ BHE Sl P, AT EZM B T AN ML 5540, H0H] s
ML AR RS, T AR E57].

4. CKD 5mE$54L

O I B (Cardiovascular disease, CVD)& CKD S [ ZEIETI A, 5 CKD 3 SAETIEM 40%
& 50%, HLREG L E T —MONEE[S8]. BEAE GFR MIFBE, CVD HIXBIZHMEIN. b, M2
CVD HIRHEER I, &R AE T 2Kk B s B e 04k, F BRI AR AR dh . <5 pm T
ANESAY U T L N, 520 S KR AR AL BEER AR 8 1 s >50 pm AVESAL FEEPTIR T IE HE, =
O BEEA[59].

4.1. MESHLEIS

CKD SR #5ar R AT 4 By AL ey ARFE A AL AL 2 B R] ) RS AL« A RS 40 DL R AT
Bt ARG A 3 B 8 RIS AR BN bk, 8 A BE BRI, BB 5 SO0 S N A i TR AT K%
SPEEIHKHFERIL . PR LLE CKD B s W, 8 K AAE O RS RR R Bl Eh ik, 32 2 sk
W= IR PESORR R FR S A RS, T JORE S NG AT S O AR o 89510 7 A 3 2 3R % BBk /N Bl ik
KB P ZE AL
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4.2. MESSHRIHREEE RIS

FHIA A, CKD 5l 1) M8 540 /2 B T-45 i i v A g sh iR 78 o IR BRI 5T 6 B, CKD 51k
PIME S BT, REV YRR IREERR. R, SNBSS RSLHEEZm T,
HEZFARZ 51, E3hH. RN AL IS FE[60] [61].

Y I A Ak R 40 O 32 AL 4 I P08 L4 il (Vascular smooth muscle cells, VSMCs). P B2 41 (En-
dothelial cells, ECs). ELMEZIM&%E, Hr VSMCs M1 ECs 1 Ash kB (1) 3= B4R, 72 A 8540 I & AR
AR R B E R . VSMCs BCH FEFE AL & CKD I 8540 (s 3 AE 3 22 e ml . BE CKD HIitRE, w9
PR L. RIE S AN REIER R REMER ZEH T, VSMCs it4stk B RIS, 1
5K F(Runx2. Osterix. Msx2 55)3IA& L, [FR-E T RAH G I RE R W, /5 VSMCs Ik
AR R AAR B AR Y[ 62] [63]0 U FE VSMCs 73 A2 i Bt (Matrix vesicles, MVs) A T-/MANIE
W AR AN SR AR X T AR AL i, BE— DT U Ak [64]. ECs J2 I8 PRS00 A A, 2 i BE KA
ME R R — BB RE, X T4 Mg RS B CH L. T MR R RIE S SRS 2 P
B R, ECs P JE-E 78 i #%10 (endothelial-mesenchymal transition, EndMT), P4 37 410328 2% 25 4
S DN REFFARA 6] 78 o7 AT R AR PR RAE AL RS, IERE AR 2R BE T IN[65] [66]. EndMT 5 ECs FR75H /%K
R EENHI[67] [68]. ZFIHRZEN'T VSMCs I FEFEAL X ECs M 78 ii#kib, SRIGEAERTL,

4.2.1. FRAKEHEIL

Wi VSMCs fai ik H e 1 14% L B3 DA S VLIRE I/ T RyR 324K, B+ VSMCs il ik
T BU45585E HARRIA RyR S24K[69]. HLA] UL, 40 P9 45 25 I AR 2 52 VSMCs R B [ B IR 3%
BE% CKD [idtfE, 4k%PE PTH FtanG s e Fh e, MU BEAL T &85 S, o BE A S RN i A7 5 R TR
U VSMCs 4H it Y 54, (R IR RR DI ReRans, AR, R A, (Rt M 8540 70]-[73].
M5 3 ] B T I8 B R A R BB A (1) S Az, IR I S A R AR AR JE o K I R
ERAENE U R A0 B A DG FL SRR T Runx2 Al Osterix [3R3E, #EMiAE S VSMCs M e s o1k, ek
I M R R IERR[74]

4.2.2. RERFWMH

TNFa/IL-6 %5 A EshKk ECs &4 EndMT, Fil BMPR2, ifiid INK 155158 BMP9 #5158
[75]0 VUHBEIRAE & —Fh P R, 78R ERAE SIS e S 5 A it g, IX R BA PR EPAE S T 1Rk
TR HE CKD MAFES I K JE[76]. I B ENE A S B TE S 5 A RN E 5 1142 . Byon 55
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