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[ Abstract] This consensus, developed by multidisciplinary experts led by the Blood Purification Center
Branch of the Chinese Hospital Association, addresses the high prevalence of metabolic acidosis (MA) in Chi-
nese patients with chronic kidney disease (CKD) and the urgent need to standardize its management. It system-
atically elucidates the core mechanisms by which MA acts as an independent risk factor for CKD progression,
musculoskeletal wasting, and adverse outcomes, and innovatively introduces the concept of “subclinical
MA", which provides a theoretical basis for early intervention. The consensus establishes an individualized al-
kali therapy strategy derived from optimizing dietary net acid load, follows a precise stepwise monitoring
pathway of serum bicarbonate, and adheres to the principle of “prefer mild acidosis to excessive alkalization”
(i.e., favoring a mildly acidotic state over overcorrection). It further emphasizes multidimensional manage-
ment for patients receiving blood purification, encompassing comprehensive volume control, nutritional as-
sessment, and tailored adjustment of dialysate buffer prescriptions. Accordingly, the consensus puts forward a
series of recommendations covering early screening, diagnostic evaluation, and integrated interventions, aim-
ing to equip clinicians with a standardized and systematic management framework to delay disease progres-
sion and improve patients’ long-term outcomes.
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FMA R T% 13%37%. 4 eGFR T [ 22 40
ml/ (mine1. 73m") LRI, & A2 MA B XU 5 25 58
CKD 3 J& 48 2 A 5 9 B, sk 50% (1) 38 & Bl
MA. — U5 [ 08 4 B AR TS BA S B 7L (the
Korean cohort study for outcomes in patients
with CKD,KNOW-CKD) &7=™,CKD G4 F1G5 & 7l
27.6% F146. 4% &K 4 MA. MA 2> Jin3# CKD 2k J& , %} L
PR B AR T3 A R 52, 38 1] R 5 8 CKD B 3 0
I 5 A JRURG 4 IR AE T U FH v o X CKD B8
BEAT 00 JLITT 14 AF 7 & R 3 B A B MA X T PR FF
BB UL PRURA BT A R 2R O I Y SR, H AT
fif Z 9% T CKD 8 3 ] Is) 1 46 B 76 7 Bl 51 (14 7 £
VB B 58 T8 00F = 22 E 418 (1) 5 A L HCO, 7K T 11
I R ¥E B BRI . 5 Bl PR 2= A2 - 101 CKD &
FIRI B S HAE T, Wt — P G L,
B Bt P 2 L7 A0 H 0 0 2 A Sk 2H 2R 3R B I
5 A 2 e 2 PR A oo A8 W U R AR
PERRH B2 70 TP I L K AR) (BIFRASLIR) , DU
KPR 45 5 i R 125 26 5% CKD K838 BR Bk 7 o 1B 47 R
0 )
1.2 EHANE

AR PR B I A AT D 15 2% N DR Ak
FH &t X CKD I A S A& #r 83 MA &P B . MA i [A]
FORAEN AR B 2%, KA %, ARILRAE X CKD
A DR D RE R R 51 R A LAl MA, F AR 2 A MA (dn
B /NETRHEESE) ISTT RATI .
1.3 #ilE ik

TEHE PEA « AR TR HE 25 72 LR FH 28 30 o B RAIE
RS RARE B I TE, S WAL 1,

K1 MEERIE N

HEFESRIE R 70 Gl s ]
1% i CHESE e BT
2% 55 SIS

HERE B R 58— SO R i 3o o) 3T 4
PP )€ 5 P (grading of recommenda-
tions assessment,development and evaluation,
GRADE) tR 3% , J 4 2V /R SEVE R & A 2 50 b ik
B HERE R IR, 2 5RER T 5 #IE 2/3
[F) 2512 2% A 2 D, D IA B AR 6 T R IE B3t R
0 1 AL AR B R W BEAT 8 U IR AT
L RS, BRNARIE IR . & R e = W
A AN VY L A AT MO VR, AR A %
TR 45 R, JEAR IR X B g5 R, B e R L
N, TAEHAEMBLRREZR RS 2/3 8RR

BRIEOUR , R HERE RN AT LE I E ) R AT
BT A3,

AFLARGHEAE R ATFIR R G Kt R 5%
St VP A E BATE BT o s PR 25 T B2 ) 2 % 8 A
FARAT R, FEPPAG IR £ 3 1 3E
2 MARIE XL RKIZHT
2.1 MAFE X

Mg B TR A AR R 3 S Al i AR A T
(H') 94 P 386 s pHAEL 52 B A ) 7 — g B4 A 2 5
T2 o AR RIAS ], R Hh 5 32 53 D MA TR IR 1
. MAJEH AR R YEY) R P2 A 2 R R
it 2 505 IEHERR Th Re B S 51 & , FLRRAE D
VAR B 38 i A/ 55 IR AR (HCO, ) VK BE AR . AR i
Henderson—Hasselbalch J5 & , 3 ik Ifil pH (B B 3 T
HCO, ¥k & 5 — S Akl o3 & (PCO.) 1Y EUAEL, ML AR &
A R T 18 35 LA 5 Y IR R PR A AR S P A4
S 38 3 1R 2 HCO, ¥4 & 1/ 5 PCO, Sk 4 5 1fiL pH &
TEIEH YU (7. 35~7.45) o AUk, & A MA B 3 ik I
pHAE AN — 58 22 B B, 18 A 7T RE 2 1B FL 2 1
o WIMA FR 5 Bk I pHAE TS 7E 12 Ya Rl , R AR
PEMA ; N kI pH<7. 35, TIFR A AL VA .
2.2 MATIRIR J 532

MA PR LR A ML L 48 ML R A 34 i W HCO,™
FERid % VB AR AR D, A P KA
H R /K S BUM i HCO, YR FE F B4, FROAMGBEPE MA. MA
1) 32 BEHLA B2 5 s DR Lk 2.

F2 MA P FEEHLHI A H ILIw A
FEHLH & L A
PR A B LRI b
PR P HH 2
s AN (R 2 W KR 254%)
IS
11 29 /NE R v 7
T R T g0 41 741
SR EEAR
eGFR R %
1 BB /INE R b
IV /N R v 2
HREHEMA B KB 3 K
T MAL AR IR b 25 HCO,, BRI UM 5 eGFR , i 515 /N ERUE I

HCO, E R %

R

FR A5 1375 B 2 7 1] B (anion gap,AG) 7K 7 A K
MA 43y 2 28 - AG 38 7 8 MA FITAG 1E 3 U MA. AG &35
I3 H AR 2 B B 7 5 AR e BE B 7 2 [A] )R E
2 00T MA I R I S8 0 A B2 3 o AG 3 = B MA
PR A A E BRYE R B 7 B & AR, W T AR IR
HEE ERGE R R AR B AR E IR TR RS . AG
IEHBIMA 2 HHCO, R AR T1 I, g5 | 11 B B /N
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B BE 45, AR A = SULAE , JOPRm PR MA.

MA HR 488 & A= B R 452 I 18] AT 43 Ay 2 1 MA A
X P R % (chronic metabolic acidosis,
cMA) , P (1) DR B O 2 AR R AN R JE SR T AN [F]
UM MA B DL 1 R R AT LR (7L R B 7R 1
T A, MA S H RBR T HCO, VH FEAN/BE IERR 1L
DIRESZ A0 cMA v B ARAE “18 1% 1w JC W 5 S, A1
BV RFS: 5~T7 d BUE KB [A] 1 MAR S 2 X
N cMA. CKD i & A= HIMA 2 9 cMA.
2.3 MAMiZW

2 FE MA 38 5 TR S PRI PRIEIR , L MA R
AJ BRI s IR AR DR L =
71 FEHE, LB K. MA IS W EAK R S A
2, B3 HCO, ¥R 1 7 % T B . H AT 2 W7 CKD &
i cMA ¥ LI HCO, [ B /2 25 T WL S PEAIT 9T (1) &5 SR
SEM® . Raphael KL %7€ — I [m] i 14 W 22 P AT 5%
[ 35 [ [ X @ 5% 746 & 8 &1 (National
Health and Nutrition Examination Survey III,
NHANES IIT) (¥ —3#B 53 T 49N T 1267 451 CKD &%, b
Vi 8. 6 4F, 45 JL o ML HCO, < ¥ <22 mmol /L 1 7
FOLT RGN 2. 6 £5 o R A [ I PR 52 58 = 11
13 HCOs VK FE 1225 3 [l A AN [F), B Al 2 248
et RSN A « 24 137 HCO, MR B <22 mmo 1 /L I
a2 W MA™ Y, 5 iE % T (peritoneal dialysis,
PD) & 3 i £ LI HCOs 7K ~F H | 14 76 — Fbr 4, BR
I B £E 52 R 8 e 2 W PD BRI HCO, K oA 25
mmol/L"", Bl HCO, <<24 mmol/L B A2 Wi Ay cMA. {H.
Fe 55 [ [ 5B I R < o — B E 0 &5 SR BT R L
(National Kidney Foundation-Kidney Disease
Outcomes Quality Initiative,NKF-KDOQT) Il R Sk
BRAR T P, @R IR R A& A 7 2, L HCO, /K-
=22 mmol /L™,

FERE R, A A2 L3 HCO, IR BEAS 2 LA BT MA,
DRI A HOO; A< FEE T P AT EH MA 51 S , AT A A2 Ji R 1k P
WA Bk B PR A B S, W) 5 3 Jik I pH {E F1 PCO, ]
MTH002Wr. {HCKD B35 B MA 32252 i T B IEHE
BRAE 1N BT, — RANG IFJEUR PR IR B b 2
IR IS 23 A ANAE A CKD B8 35 12 T MA () 3 IR HE T
AN — SRR L N T ZEREAT BRI <2 #r

2T MA J5 30 RS I I VA B (Na®) 8 (K') &
(C1) & B IR FE e R EKF, IR S I AG, H
E AR CAALH R mmol /L) : AG= (Na'™+K') - (C1 +
HCOs) o HITILIE K /K- HUIK ol W B E , LR A
A AT A AL A : AG=Na'— (C1 +HCOy ) o 1 S H H A7 AE
fICHE B HILAE , 7% AG BEAT AR IE , F A N - KL IE AG=

AGH+0. 25X [40-HEH (g/L) 1.

MR L7 AG 7K PR BB 25 23 AG 1E 5 B MA 1 AG
B 7R R MA, AG IE 5 B MA AT AR 38 JR AG 7K F (JR AG=
Na+K'=C1") gt — 25 %512 Wr , T AG 3 1=y 24 MA P AR
P R AR WL (I g e v k2> BB AR 2 A R84 )
BHATH— P X 7. MARTIZ IR WK 1. FR R H
()2, A HL R A ER X CKD A RS Thie T % 5 30
FLALMA .

3% HCO <22 mmo1/L

THEL LS AG

3% AG 1E I3 AG 1 =

JRAG M TE gogam NHOERGERIIE R AR pk ak
s RAGHIE 2ol pasn
1% [ A5 i oh 2 fkiﬂgl": R 1x ?Lﬁﬁ?@(ﬁq:‘%
LIRS e b gy SR
ot g e e BRBRET R YR

e R T RE R

VE :HCOS ™, TR 2R 5 AG, BH 5 7[RI Bt s NI, 455 1
K1 MAZKRRE

3 CKDEEMARY L EHH

B 32 0 I 2 P L A R Y ER B AR A, B
FIRCHCO, A1y Wb HY S B 28 7 (NH,) ™o CKD B 3
FH T~ ) e 1 B A B B e /b, B A R A NHL R
T, WO R HE I RE S 15 LLAEFE . B
CKD G3b JT4& , "B i HEHE NH, £ B S /b , sk
H IR A ) Jod B R, BRI & PR NH A Bl T
fili CKD 5. ML A4 78 75 15 R 41 4T (potential renal
acid load,PRAL) . 7ECKD -8, WLiA&%: fE R & R
APASEE L3 HCO, A< FEE B pH AR A2 4k , #% J TE HCO, 14
VA B IR R MA™ . BB eGFR [RIHF4E R %, FR & FLIZ
N E B W I 3 O, VA FEE B &) ik . pH AE R
B, RN R APEMA. 25 FE 3 CKD 3k fi B B [a] (1) 3% 25
P, AT DLA ERAE W, 75 2 M oMA B 2 B, T RERD &
FEAEE I R MA.  FH T I PR v B8 A 0 1t b U7 i
CKD & BB MR R & AR, I R MA ¥ S B 25 28 i
ANERE, AT RE T T

fE % . FE ' I e 4 3 [eGFR>15~20 ml/
(minel.73m’) J B8, B /NER I UE L Dy g i 2 DL
FH B LU 5 sl 28 1) Uk S (R I s B N B
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HR I B () Th RE SRR, T SO AR SZ 0, s RT RH
FAG IEH BIMA. 24 CKD #F i &2 4K W [eGFR<15~
20 m1/ (mine1. 73m*) 1B, eGFR [t 2% PR & S 810
Je PG S TR MY T (L FE R 8 VIR IR 2
MZ RN W, B HILAGH S AIMA. HT
HUA AR EE B, 3853 MA £ 3 1) 1f. pH AF 7] 45 78 1E
WG . — X 1058 41 eGFR<<60 m1/ (mine1. 73m’)
AR 1 [ PR A T R B A L3R HCO, IR B2 Ak T #
I DY 4047 5 (HCO; <21. 5 mmol /L) ) He , 59% i) H
F H B I AREEPE MA, 38% F 55 2 I pH {H 7F 1E ¥ Ju [
P 5 3% I A HE LI pHAEL R 5 (pH>7. 42) o FHILAT AL,
247 40% (1)K HCO, IfiLAE CKD A % (HCO, <21. 5 mmol /L)
AR A RACEEEMA . TE A7 3. 0 H= ¥ BE 15 JA ] ,
314 9 B R B TR CEE IR B AR T I E R
(kidney failure requiring kidney replacement
therapy, KFRT) , JoACAZ 4 MA 5535 KFRT K 2B Ry,
AL MA () 5 v HCO, 7K~F 5 KFRT 2 [V A &
FARME.

4 EEENR

4.1 CKD &3 cMA X HLAA (52

H#HFEZERALL £MEFW cMA 4 A4 CKD #
EHABEEZ—,

CMA 2 ) 0 A 55 43 9 I Kk 3R T S 1)
N 2 ZE-1 (endothelin—1, ET-1) """ ix by 25 nf
1IN ER HEWE, A BT 2R MA, JB T LA R — R AR 2
SN o BRI 0 25k 3% 1141 9 200 P 4 A A0 ol 2T 44
SIS Ak, IR SZ 45 B I Hh 4 B A 5 1 R B A
SEUEIESE AT ARG R R T 3 %2 ] R
WS NERN R T, S BUE /N BRAE A AT GFR T B .
A4 U 4 2 1A S [25] ) 2 458 T 4 B A 0E 0  OEE )
F41 5 AT S5 BT Ak 5 T8 ] 3k w375 R S A LR 8
i, B IR LR 4L . BT-1 AT B0 B i £ &
AR B A, 5 B0 /N TR TR  9E AR
LRk Je R AN %, e 22 5 B /N BRE & PR 1 0
ATGFR T FE™" . NH4" 5 3 B AMA S #7002 MA &
R AR 0 55— R Y . 7R B BRI A DI BR R R
(RRIE 5 Hh o 3 T Joit Jmd i 2t & v IR AMA R 4R
T TR R IMAR 2 15 2 975 35 C3 FH CBb~9 78 ' /N
DURR, M5 B0 /DN T TR 5 0 R 27 44

% TR 2 PRI F S /R I I HCO, YR FE 5 CKD i
JE S FE PR O . 7E CRICHF 5T ™, 37 HCO, <22
mmol /L 1) £ # CKD 3k J& (52 SRk e N 4 A 1A B
¥ eGFR [ 50%) KUK /2 i3 HCO, >26 mmol /L 34
()3 4% . I3 HCOs 4T+ 1 mmol /L, CKD M J& KUK &
6 3% (HR=0. 97, 95%C1: 0. 94~0. 99, P=0.01) . I}

HCO, 7KV 8 A R A eGFR AR 1 B A HAEFH , &
F1JK<0. 2 g/ d 13238 W4, HCO, 7K P 1 mmol/
L, CKD 2F Ji& XU % P& I 10% (HR=0. 90, 95%C1I: 0. 83~
0.98, P=0.01) , M AEE A >0.2 g/d )%k & H,
HCO, 7K P55 CKD #f J& RS I R R A i 35 o fER# 3%
& N\ R 975 AN = I R A 9T (the African American
study of kidney disease and hypertension,
AASK) LA B T RAL S5 R Ah, cMAIE 2
TH 2R 1 BB iR R F I BE (residual renal
function, RRF) [J &%, BIMEEE Cadt NiEHT, &
P71 RRE U558 B A B 2 R & . RRF ARSI 15 4R
H 537K 4 LR IR RN R BT , Re VS BRI o o TR
FoADTIREEFEFERE, SCEPUE"". cMA
SN PD Hi 3 RRF AR . — TR BE MWL PERIT 72
J I PD FE 5K ML HCO, 55 RRF T [ 2 [A) 7 7 W 3
KBk, BEA MLIF HCO, 7K (142 1 , RRE T B 1 L
BE L. 5 HCO, 224 mmol /L Y H g AH EL , HCO, <
24 mmol /L i 3% i3k Ji& 22 T PR 1) KU 38 n 2. 62 £
BRI FUR BT T ] BEXT B DI RE N B —E
aR AL ABAH B T A AE R PR A BB FE AR B/
B RO F FT AR RS N T VT Ail A1 BE U5 I IRD 6 %5 . HR
Tk = KRR E AT, H RTUESE AN 2 DL B
cMA 767 X 2% CKD i3k e i 7E F

BHEELAL2 BKMNEFFTCODEHE X
7% oMA 2+ AL Bg Kt 69 % o o

cMA 38 1 {2 12 H 1 JoiT A g 52 e e b AR AR ) g
2 AN H LA U ik s e i B L, S EUNLA
= A HARPLEE T BRI IR (adenosine
triphosphate, ATP) fK #i 1432 & - 8 B M 14 R 4t
(ubiquitin—proteasome system, UPS) [ ¥ & /&
cMA UL PR B R A 1 = ML, oMA S8 iR &
3R R /5% Mg E UL EE 3 - ¥ EE (phosphatidy
linositol 3-kinase,PI3K) /Akt it % 1 1 Jik & &=
5516, NI caspase—3 AMUPS™ o W 7T & I
MA I UPS ) 2 P s B3R, LA 5 3 e e 48 m
cMA 8 i 35 2 BR IE B (cyclic adenosine mono-
phosphate, cAMP) — 22 24 i vE Ak 2 I (mi togen—
activated protein kinase,MAPK) &2 1% 5 2T 4t
I e 1 2 R e 3%, S BURIE AN PR AE B
TERRPEFR ST, BT 4 240 W 2 38 o IR SR B AL 1 a
(tumor necrosis factor alpha, INF- a) {3
K, 31X ] g 2 BE AR UL 43 4k BT D (myogenic
differentiation factor D,MyoD) f3& M, 1M MyoD
SR IRF I ZE . Ak, oMA I8 A 3% 46 52
B A 2 M S 5 184 0 CKD 28 5 MLy AL PR 4H 23 52
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WAL PR . ERRVES B, B4 ™ A
TNF-a 3§, A 3 BUge i 3%/ B B m A A K I -1

e 157,

(insulin—like growth factor,IGF-1){8 5 %#i,
8B B LR 4 ) R A KR FE CKD BB LA
CMA I o P A K R o il L B AN A R AR K
BWERERZH, FHAERKKRERE" . BIT cMAT]
R LA e % B0 UL R B R I R B AR L R 9 1B
o HIZ2A5 AIERR IR 4 R EM S £
BIXF CKD G3 G4 A FF 55 cMA B35 (I3 HCO, R
20~24 mmol/L) B L H , 1 A Z8H (NaHCOs) BA
FE A 7 2 IE oMA, 6 A 5 H 3 IR ALIA A
IR NGEN . — N 5T R AR AN 7SR AT Pk
2 T A AU IR PR R, 3 i R R UL A R R 9 A o
B/ AR E 1) — T RE AL XU 2 BRI R A
LI HCO, <22 mmol /L 38 #fr i i 22 4F CKD
[eGFR<<30 m1/(min<1. 73 m*) ] &% 11 Ak NaHCO, J- A
B S ARNLER™ . 5y — TSE E 1 2 ol JBEATL L AL
B 2R AR o, NaHCO, 7 V5 I A 23 CKD G3
FGA B LA Th REFN 1 2 1

HRRBEAE 38— (Rt PR R 57

EHEERLLILA BMNEBSTTCKDEH B £
EOMAE MR XA FHER.

CKD Zh 47y <Jc 56 ¢ I R o 25 W] fig b s 2k &=
KPS FHERARE, T2 515 1 3% 1 ) k2B
cMA 2 IE R T 3 RIB LK A e 2TE . B
B Bor BN s A R b, IRV IR AR R g al i
o HIL R 3 g3 gk i | IR Is™ . b S R
JHF AR 8 25 5 A, Bt s ki 2 Sk R it B AT
A FIBR 433 o BIF 78 S8 7 cMA £ 38 0 4k £ P M 7% #r
(maintenance hemodialysis,MHD) &3 %21 41 e A=
BN Gl

#EHEERLA15 KAVEDNAT T COKD &4 2 £
EMAETARTRALFNER.

EHEELA1.3 HMEFNTCKDEHE X
VE cMA B AR ES % el o

HEIEA—MRWZ M AR, AT 4R S
FRUE-F- AT AR A" o B B 3 3 DU RR S 1 %
FARAE , FoR R IR S B 1% T IR 26 ] DA (i Ao I
SR R 40, 2 1E CKD 4 & PERG b 25 8 h ik & 72
ARIRRIEYI T . MA FRELA71E V] Be T BUE B LA
HHACIERBBETC 11 oMA AT DA R 40 B v
P, BEA CKD R85 81 52 A4 B RO 1k, 1 SR 30 PR PR 5% i
& (parathyroid hormone, PTH) 43, JF 5 [ PTH
DU AT A 3 B B 4 PR L R G A R IR SR R
T, 5 B0H 5 B B s MA IR AT DL A - 4 i
T ST RCE T O B RS~ 1, 3 B e i A
HPRIEMNE ™, Bushinsky DAZEWF 5T K BLER + 75
AV PTH £5) e A 37 30 0B i P 55 i Y (net calcium
efflux, JCa") , F il s 20 i Jie Jo 2 10 B, 38
Tl B 4H B B — 0 W T TR NI 1) 20 h , T 2 Foh R R R
FI R KT B — R /Y, X S kR B R v B A
PTH FF iy 23 %0 8 48 i Dy i 7= A BRI s, B 18 i i
Al e A R # A PTH FH & L [/l 512 iy . itk 4k, 1R
tER S AT G B BRI 4K 1 (G-protein cou-
pled receptor 1,GPCRL) il i 4 i i J5i 28 11 (1)
B BT H R 2R 7 A, BT IR 25 DA% 4 il T7 3K
40 R A A% R T - kB SZ AR BROTE TR G A
(receptor activator of NF- kB ligand, RANKL)
[ G R, RANKL 4 T 5] SRR - 200 3% A 0T A B 48

72 L cMA BT DL 38 I AL 4k 25 1 5 o A AR
Y. NHANES T o , i 1fiL i HCO, ¥R £ 5 CKD
AR A B A 2 AE DG, 4] IE VA R B 2 K
5 CKD & T S AR IE T B 38 178 R 4845, BRAR R 1
O RAR U R0 BB AT BE AT SR e R MA TR
i PD £ 5 B 78 FR R 28, MHD BB 35 4 1 MA J5 I35 B
B AK B EALE, cMA X CKD £ 8 7814k
A AT 5 B 22 B FEUEHE o

BHEENLAA6 KM EBHF MAE K CKD &
# 0 2 & & 5% (cardiovascular disease, CVD) , £
AR RBYAKEEZ —,

PEAl CKD £ 2 I35 HCO, I & 5 CVD 2 [8] SR BE A
Wtk b, HES AR —5. oMA KW SEIEM T
-1 K5k Z B8 [ B &2 4t (renin angiotensin
aldosterone system,RAAS) F3H0E ¥ I\ N A& CKD ¥
S VE CVD & [ R 2, Collister DZ5EXt51 558
1] CKD 5 AT W 78 » R B cMA 5 32 AN K CVD JRUS:
A %, fE )L CKD B 3 W 42 51| cMA 5 5¢
B2 O E R E AR A O . CKD G5 ARE M i
#0785 NaHCO, A LA {5 B ARG 32 2200 L AN R AR
SR, A W 78 S 7 7S HCO, ¥R <22 mmol /L 5
A DRIBE T2 RS A0 e e A8 12 ARS8 AR 26, (H 500 1f
FILTI RN T . 213 HCO, ¥R B >26 mmol /L
IF, HCO, 4 FF 78 1 mmol /L, CVD BB T & J 1fij 184 4in 8%
(HR=1.08,95% CI:1.01~1. 15, P=0.04) ™, CRICHf
FVEAE T L& HCO, 5 CKD B O i 45 /B 1 5Bk, &
P Iy HCO, BA 24 mmol /L N ., A3 0 1 mmol /L,
O 77 T 38 () XU 184 00 14% (HR=1. 14, 95% CI: 1.03
~1.26, P=0.02) ™, [ HLXTHEAF 5T 55 7R #b 78 HCO,
2 1IF cMA F£AS BE 4 3 CKD £ 3 (1) 1f 8 456 1k 7K P,
M %5 CKD Bl 4 A B R F 9 i VR 9T oMA BT B2
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A B AT L, cMA BRI SE ¥ T B 2 4
Jin CKD #8349 CVD XU . CKD H 3 IfiL 3% HCO, /K P 5
CVD 128 5 Je 2] IF oMA Ji5 /2 75 A7 O I A5 3R 25 415 75 22
B 22 5 o A U R A IR i — 2D B

T 2 R, 38 BRI HOO, MR B R % . BB REA (R
AEIT (A S , £CO, 2 AN BEAK , ELAS [ R A7 2%
AR ) T R R [H] . HCO, 3K N 19.0~21.9
mmol/L #1553, nl il — A A S o

BHEERLAT KMFEBTTCODEHTH
J& cMA 3} 72T R 16 49 % v o

— 54N N\ 51 558 1] CKD G3~5 Ht & 1 K AL pA %71
HIF ST 7, MA 2 B 3 4 DRI B T XU 384 0 (49 e ST s 66
2. I3 HCO, Y BEAIR T 20 mmol /L [ MHD A%
SRFET RS I ™ . Ak, K i HCO, ¥R FE 2
PD AEF LT ML S R 2 . Chang TT %54 441 5
PD SB35 H AT 1 — TR S P S A 7T, O IR LT
HCO; 7K~ 5 PD S SE T XS 2 A AH ¢ . 5 HCO, 7K
V-8 24~26 mmol /L 1 & & AH LL , HCO. 7K °F <22
mmol /L Al 22~24 mmol /L ) B 35 HE T XU 43 53 184
T 13,105 A1 2. 13 £%™, Vashistha TZE 45 2518
RILT , IXAIE SR L7 HCO, 7K ~F 55 PD £ A B i
J B YIAE G, T RE A AL ) L4 18 P 28 R PR 28 T A
TH RRF T &4 SR, Meta 43 41 45 3 7R CKD &
IF MA i35 #b 78 NaHCO, Jf R 12 25 P K 4= PR A8 T2 X
(A

4.2  CKD & 3 cMA {97 23 55 i)

H#HEENA24 HAEFCKD & T RE T
M) 2 # Bk £z 100, 3K, ## Bk £z X, (venous blood gas,
VBG) ¥ HCO, K i 45 2 & 4 7E cMA,

EHEERLA21 KMNEFLF AR ECKDE
ZREAABRBISN, 2 BT FHRT R KE
S A, R B AR A,

H#HEERA22 EMNEHFCKDEF A F.8
B E T, IR G TT AP IR FE AT

X T CKD i oMA F 9t & , ANHERE B IICR I, P
92 il By Rk L i R X R 5 R RS e, HL 30 ik A
4% J5 1T e 22 S R R BN EIK N R L. HERE
CKD R 38 T8 e >R A A0 Ja i Ik I (e ik 2 o 3R 45) B
HUOER K AE (NG ik S8 3R AR) 34T cMA T2
A W AT 7 iR I R K O R A Ak Bk (total
carbon dioxide content,tC0,) B¢z} ik ML < 43 #
5E HOO, VA FEE 35 W] FH 2R VAl MHD 5825 BR IR 2 , P
HAEBGR—8HER . 10, XFR ~E ML 71,
Fak A M H HCO, iR A (1 CO. = (R K o &2
12 45 B RS 1) COL ) KA BRIE MR 1) CO B =38 2
o

R #EHCO, (standard bicarbonate, SB) $8 i) /&
) ik IfiL PaCo, 9 40 mmHg (1 mmHg=0. 133 kPa) .37°C .
IML41 5 1 100% %80 & (bR 1 25440 T, BTl 75 119 1f 3
HCO, ¥ & , SB AN 52 WP R 25 (1 52 1), By DL 2 4 B
AU DR 3R (1) 48 bR — . SE B HCO, (actual
bicarbonate,AB) & $i 75 52 i PaCO, A1 1L 42, v A1 B 2%
T A5 I3 HCO, VA< B , AB 32 AT K W95 1 7 T
RIZE 52 . VBG ] & i ik 1f 45020 7R (PvO,) < i ik
I = AR 3 TR (PvCO,) « B K I 2 Bk 25 (pH) « i Fik
I A ANE (Sv0,) Bl 4« FLER #h S HCO, ¥R . AT
DA 38 3ok 7 ik oL 00 5 £k B0 AF 2 1 20 ok i 54, Ao
bk IfiL pH {EL 38 5 EE 3l ik If pH {i IS 0. 03~0. 05,
PvCO, 38 5 % 5 ik 1ML /&5 4~5 mmHg , {2 HCO, 7K ~F 1 F
— 5. 4ME K I pH AE L 3h Bk A% 0. 02~0. 04,
HCO, 94 FiF Eb 3 ik I 755 1~2 mmo1 /L, PvCO, b 5 Jik Ifi.
5 3~8 mmHg.

IS AT 75 R )0 2 R G S 1T
ik 1375 £CO, 7 AR 25 5 5 LT R 25 H A o 25—
[FAE A A o A G AT I B . 7R B RS, VG
£CO, B35 HCO, AN R 1) CO,, 7E K ZHUE WL R, 7] —
I RE A Hh il B 1) £CO, B HCOs 78129 1 mmol /L, 5 3
(1) 2% 25 0] LLAT 2 s 7R ™ £ £C0,=HCO0, +0. 03 X PCO. 5
Ak 32 Bt CKD F8 38 w] LASR A T 41 28 304 55 HCO, 1k
JEB HCO, (mmol /L) =tC0,-0. 05 X H & H (g/L)
-0. 1 X &AL (mmol /L) -0. 01 X [eGFR+ Il ## (mg /
d1) J+15,

RHEENAL23 EAMEFLEFARRER
BLRETEZRTY , MRETRAEY>EHHRTHA
B, AR AR

HHEZENA2.5 HKAVEBIFCKD G1~3a &F
¥ R M) 2 R H fo i HCOSK B, VA 5% & cMA, Al 3R
EHO6~12NARE Y HIT1R,

H#HEENA26 HAMENTCKD GIb~5(kK
BLERBRETT) QO EE W2 X+ H A F HCOs IR
BEHI~6NAREY#IT1 AR, L 20HHFI1~3AA
1Ko

MV A R SR AR < 3 38 RS ) 7 35 12 T e B i
ZER . MUBREAR SR 5 DR AT REJR DR 23T P B e
FRIIRF E] , K IR AT AR PR, SE AR B8 0 7] e 5 B 40 7L

—RRAEOLN N H AR R R AN
1 mmol/kg, PRVBUIE I HEM H (LA AT € B A1 NH, ) 72
) FIVEBRHUARR fifr o B DhRe IEH B, B ™
A B N, AL AAS A T 4 45 T W~ e I
W% CKD B 1) Th RE P B 8067 B0 AN W ok, A4
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B A7 ) NH,HE v A A2 R 3G 0, 4 eGFR<<40 ml/
(mine 1. 73m") I, & NH, M & IR 46 R B, MR & 4R
PR WA EA Y o SR, B ASE B Uk Rkt B 77 BH 2 T B W1
W, I HCO, ¥4 B A AT DA IE 8, 1% 2 R A 52 i) Il
1 HCO, KPR R IR 2 , 48 & AR 9 R PE B
Tl P2 0 o PRI B N o I I T X e 4 o P R A L A
A /)N A TR R WAL P E 7 A PCOL R 7K B
I PR 7 B A8 R 6 45 5 70 S 25 D K ) GR 28 245 ) AR
By 2 A BRI SF-457) o CKD B oMA [ R Ak R %
eGFR Ff) FEAR M 34 n . NHANES  TITR 2 SR, 5. 7% )
CKD G3 #& 7% I HCO, % T~ 23 mmol /L, 1fi 7£ CKD G4
~5 BFE R IX— AR 32. 7%, A —TH R R
75,CKD G1~5EIEAT 3 MA KA F 5514 10. 3%
5. 6% 16. 2%38. 9% F156. 0%, A1, CKD H i 1] i
5 CMA (1) M ) A1 26 55 AH LB v FRATTER W CKD G1~
3a BHERF6~124 H M AW 1%, CKD G3b~5
BHA3~6 N AR EDWEI 1R, 5T A2 S
WEBARIETT AR IS i B, SRR A7 AE cMA 11
AR P Y I I AR, A 1~ 3N R 1 IR
BHEERLL2T HAVERICKD 65D & &

F1~3A P #4711k fiF HCO, 3K & W &2 Rt A,
MHD &2 B A& Rfe, A TFHARLBSHR
3B NPT R PR R TR F A ERN & #
PO F AT AT f2 i pH AR

MHD £ 35 cMA [ & A R 5 i, {H cMA 75 MHD &

A I R S AR S A ) B, R 22 Ht T O
HITRAT IR Z IR . FIENT TS 5 SEBast Uit 5t
(Dialysis Outcomes and Practice Patterns
Study,DOPPS) & , 5% M7 i G cMA B R & cMA 8%
FHEE, JEAT AT cMA LT 5 58 4 178 FR R LA B
I B B0 T B BE AU A G itk Ak, 75 MHD 8 35
& 75 AT LR FH 3% AT 11T HCO, 7K 1 S5 i L TR itk
A, HATAEAE — €4+l PDEE MAIRAER N
10. 00%~16. 25%"***, B AKX T CKD Je MHD A #£™,
X W] REAE BT PD iR IT NS BGE M A [\, PD 2
JYBELEAEFE T, AR B A 78 22 R, IHIE BRER MR
J5 » DRI G oMA ) 50 R SR 0T

VFZ W AR, JE3FE AT CKD & 2 1fiLiE HCO, /K ~F
YEFRTE IR YO B A Bh T A B O B R R A B
R, o E FRARE 2 FFRENTIRT e, B
) cMA B H Al A B IE . — s ol R, I HCO, 78
— R FLBGE T VR T A BT 5~7 mmol /L, BEIK
T 45 AR IfLYE HCO, 7K V38 5 ] P & 28 1E Y L
I 3% pH B8 75 1E 5 B PEE RN . 2N —IRIE
T HT B TR]HA A 5 DK 22 208 19 T3 HCO, 7K P& 2

PR 22 mmol /L AR, R AR B HGERT R MR
(142 BGE 2 A TG RRE S8R 25 . SR, A & A i I
15 HCO, MR FEAFAEAR R /M 22 S, BRI AT 45 SR B
3% HCOs H /K~ 5 B B S G 30 JE T b 7 oK .
o, an SR S W 3 J1 F AR e , FLER I = AR m]
e 2 THFE G 20 BRAHOE AT B HCO,, 3 A J4 A] af
THHCO 7K EEZR 2 N (HfE@EE BT, BITRYT
Sl AT A LT 0, (17K 32 Bt g Atk HCO, IR
HRIE . BEAh PR AE SR T m ET B E (EE R
HHENY) R E AR S A RREEAEALE cMA, Soudan K &F
R E AR BRI 0. 2 g/ (kged) , ML7E HCO, 7K
PR 1 mmol /L. # CKD G5D H# 4 1~3 /4 H
HBEAT 1 VR ML £CO. M 52 B HCO, ¥R 15, MHD £ 3%
N SR B 32 AT AT IR » DA SE fE f b Sz e £ 25 4 Ay TR ok

Ao 7 5 3y RO 1 L 25 A i 975 55 & I A 7E MHD
AR R R H A , FL T R 2 5 B R TR A R
P72 DRI A 45 28 MHD BB 1) BR B 1P fiti 58 Ry
H 4. — TR E e 53 451 MHD 2 1 BF 5T
TR AE 41% B HR G TR R I T Bl R R R T
17 2% L BIR A 28 R T A7 2R L, IX B FR S LY £CO.
(1) e B A B TAR AL T 8. — A 25 431
MHD 535 SRR 710 AR IR A 72 27 7, 40% F
9 - 467 25 L AN B 38 e 3 A /T L3 ¢ COL 2E AT Tt
o 36% i s T LI 00, /K AR B A E A AR
2 MA , 17 SEBR b I % pH AR IE 5 8 i . 6 T3 0T
A tCO. T FEARAE A (1) B2, I AT 5 pH AR T35
9751, PR AN A 4R 375 AT i £ CO, PR ARG T 164 n iz A1 i
HCO, ¥ % ] R 8B B M Ja L . RS A 14
T F57 g A8 MHD 2 B J e I3 A AiF fL 37 £C0, 7K
S AERE A7 18 WP W 1 R - 7 5 AL 1) AR A, T
£C0, B HCO, FEAS 2 VPN BRBCIR 25 1 fe (b B 5 1
T2 AT A LV pHAE T DB 4 Hb e SRR B BRBCIR
B, NIEBENT R IR TT R G R . B
RS IR, 75 1 335 b i HCO, ¥R B B T B 11 BRBs 751)
2 NS £ 23 AT AU I pH AR, IS X AR
76 ML o 77 35 Sy | 2 A il s BT A AL S A
FRE Y B

#HEERLA28 HZMAXEBHETE kid-

ney transplant recipient, KIR) ZFKE15 K
B 3~6 A #4711 Kk fn i HOOs 3% B M) 2 &3 5 o
BHEERLA29 HMEBXKIREFRK1FE
AR 3% eGFR K -F £ P& CKD & 3 # 52 cMA &9 I ) 37 & |
— BT HFE6~12 A 1K,
P 45 38 , KTR 1 cMA (19 B8 95 2 A\ 12% 31| 58% AN
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SIS R T e O WA H L WA NHL R EE R L
HCO, SRAEFFAR N BRI 45 ThEE e R Ik AT [F)
Tl e AR B RS 5 S A AR ML, RS AR B I R B
AL NH P2 A s3I0, X 2 5 805 SUMGEPEMA®Y . KTR
A eMA AL 5 AE R M CKD B AR AL, Bt 22 A,
A — LR TR R R SRR A O 52 A
K AEN TR Z A B M 25 5. gz 4]
259, JU L VR B RR I A 1 77 (calcineurin in—
hibitor,CNI) , 75 #) ¥ 455 4L b Bl IF SE AT 375 5 vy S0 1
MA, ML CLFE HATK (1 70 W24 R A B P fris
MRS HER AT 5]k B /N s i Al
B /INE 9, s H-ATP B S PE AN B 25 720 4, 5305
INERR D, SR S R LA i E GE R
5259 Rt B Th R iR R R VNI 2 5 0)
W SHER PRI R AN, —TRF ML T 90 4
KTR #H8 J5 55 1 4F M35 HCO, /K T 5 7 # 15 Th BE 1 26
RO GEREREEBIEIGE L MA BN 63%, 1
A J R A 28%, A HELIG 56 1 RIS IR LT HCO, 7K T 5
LTI eGFR AHSE (P=0. 029) "7, 4t%F 7N JLKTR I HF
FUR I MATER AR 5 28 1 ARk i , F B2 R U7 3
] 5 B 1) eGFR AH 21, Al , AL KTR 2 F A S5
F1FERE3~6 HZDIEHEAT IR MAR IR, 14 )5
cMA FR R A2 R B IS, AT AR 4 eGFR 7K ~F- 25 i CKD 28
HHE cMA R AT, (H — A AR TR 6~12 A
IR/

H#HEZENLA2.10 KAVEBCKD & H A5 cMA

SR BT o I, PR R SR JR R ANARE ) JR 5]
Al BB TF R L3 HCO: R EE™ . A9t R I ER IR — R
U 26 8 i EL % T i 4 905 T 47 A PR T SR U
DAFR) A 1) 7 35 BRI ¢ COL AR A 9 25 1+ ]
B3 ", (R k, CKD B 2 & cMA B, REHEEE 2454
[R5 o
4.3  CKD A I cMAIIRTT

HHFEENLA 3 KMEBAECKD G3~5 FH 4%

BHEFF, RRERBERRR, LARAUE OE
A3t cMA B9 %5
1o R BN HR A RE fif 7 72 1 A I o0 g AX

i SRR SR A
CKD S 1 FH AU LL 25 th ] BE- B cMA, JX 224

P ELAE LA 5 K 3 P Bl 71 (angiotensin con-
verting enzyme inhibitor,ACEI). Ml & &k = 11
ZARBAAFF (angiotensin receptor blocker,ARB)
N - 7 & fE B [F) #%5 32 55 (-2 (sodium—glucose
transporters 2,SGLT2) fi#l 7). ACEI 1 ARB A &
b 8GR R T B A B H W AT T EOER
B o SGLT2 HMHH 7RI 1 4l 3w sty ' /0N o 1 M — i
%) BE WAL, 38 AT H R - S A e 3, AT R
W T vt N H st P E B LR, SGLT2 4
AT 5| S fE S A= A B BRRE R R 85, 170 IR K P IR

W, S BUR B R R 3R B AR R EERE B R B
W6 CKD 1)k Jig , IX S BE R e 2 B I Re . ik
HERN 2 S 3SR T = Nk s e, v]
20 S ECE NERREL AN B N R R ARG, B
A 22 5046 B A1 FE CKD N B3 AR (1 RN 4 RF
1E2)0.8 g/ (kged) , b BN E L [>1.3
g/ (kged) ], i BN E 5 T RE 2 0 E T Ag
l}%[lm,llllo

“HRE R RIE B RS MUK R B R, W R
CKD #3% cMAH 25 . Scialla JJZ N KL, £ AR
CKD 73 HA M S 25 vh & 2 R B 1 IR A £ 2 388
TR HCO, (I FEM . Goraya NZ&5EAE—I54 K 71 51
7o 1ML S "B 9% [eGFR>90 m1/ (mine 1. 73m?) 1 F1 (4 25
PREEFE R TR ORI, 5 RS2 6 YT I B AR T,
TR K RN S & E N B B A R
fb . 7 CKD G3 &3 v, M iF tCO, ¥k [ 7F 22~24
mmo1 /L, $% 5% NaHCO, V&3 J7 BB A 7K S A1 i =5 & = 1
IR 1 B3, eGFRAE 3 4E 4 T PRI BEAIR T R 8252
NaHCO, 8 _F IR iR & g s & & K R AR
SR BT B2 T BRI IAE , IRk , B R R BA
FR A A [H) £ ) 1) PRAL A o &Il . PSS (1) PRAL
SBAPE , B2 EK SL 0 PRAL AR . AE . E
Fr 2 RN UR AL 2 S 0T R 571 A 1) 520 L 3119, o
TR R A AT A, A K SRR S 1R Bk ]
DLd I HAth 7 AR B RES s KRB SR B
K, A TEHIME. E0AEDT R HES =
WARAE , BT LU 5 FGF-23 [k 2 Sk I 4 I A 45 4k,

R3 AFEYE IR FAE AR R LD B R

i fron R B2 51 Ay
L A%
X7 [ESES NESE RN P = NEES
By SN NN
(/81 Sav Pu AT s IR AL 54/ A DASH/ H hf U2 s AL/ S0 fr /3R fr BT AR R A AR £

oL IR AT K

ARG W

V< DASH,, 28 11 i ML JR 0777 (FHEFAICRD) o
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MO Em RN FERE R £ 2R 4E o] DL B
[y TE R B, R AR i AR A D R B
E i aae v L T G

W OE R 1 A5 % & (net endogenous acid
production,NEAP) A2 P4k 44 P 7= AR P 14 R = 1Y 4
Fro FR4E AR5 NEAP (mEq/d) =10. 2+[54. 5 X &
HRRA R (g/d) 1/ [FHEA TR (mEq/d) 1. B E
AN B R Maroni A € : HERA R (g/d) =
6. 35X (R IR 2= A [g/d]+0. 031 A i &) "*

H#HEENA3.2 KAVECKD G3~5 &9 s A

W, % CKD & & o 7F tC0, K-F <18 mmo| /L B, Fr 44 4%
%73 (8 <15mmol /L Bt iF A& Bt iR 6 77 , L &
B fe R EATEIT) I E D BN, TER Y A

CKD £ 35 M3 HCO, 7K~ 7] fE AR & R &= & =tk

€ H AR, 2024 4 205 A 2R B IR S (Kidney
Disease Improving Global Outcomes,KDIGO) J5 74
SRR MILIE HCO, 7K B3kt 5 <<18 mmo1 /L, {HFHFE K
T B AL XS BB 36 (randomized controlled trial,
RCT) KA 5 ¥ 97K L3 HCO, 7K ~F AT 24 3 Il PR &5 )
— R BRAE . BT H AT UE R MR R B R
HCO, 482 1F %2 15 3 [ W] PR A1 B e o (1) IR, ] ke =%
FER I AR R T 1) BB PG 22 18 mmol /Lo AR¥E XS 3L
R B VEA , FRATT R BORs L3 HCO, W B 4 = B IR 2
26 30 [, AT ) L3 HCO, YR FE AE 24~26 mmol /L i
BBl Y H AR 108 A2 A R

#FHFNA 3.3 KAVE B CKD G3~5 ty A

S EREEREm R, Kk, FELEN A EE
I J 2 ] R 46 ¥ 97 R I3 HCO, R % 14 H A A i)
F. UBT BIF 78 28 W 1ML ¥ HCO, (1) H kR AH N A 24~28
mmol /L, /& T3 38 5 5 A 11 H AR 1E 22 mmo1 /L™,
7E CRICHF 52 o & B LI HCO, 155 T 24 mmol /L, &E4 1N
1 mmol /L 7 ifiL P4 0o 77 3 5 (1) AR 386 0 14% HE4h, 1T
T8 HCO, ¥R i 15 T 26 mmo 1 /L ) 5 3 AR o0 9 3 3 A
FE TR ARG 48 im0, — T gl N 1240 1] JE 335 #t
CKD 3B 1 2 N/ fF 78 & B0, 5 1f i HCOs A 26~29
mmol /L ZHAH b, If3E HCO, <22 mmol /L H I FE T A
xS 35 1 v (RS IE HR=1. 43,95%C1: 1. 10~1. 87) 24,
Navaneethan SD & W2 VEAT 7T 27 , 5 HCO, A 23
~32 mmol /L #H kb , HCOs >32 mmol /L f 554 75 I %
> ) 3% vy FAAS P BH ZE P Jili 22 905 585 AL (49 3310 D 22%
E 9% A1 20% £ 9%) "', 7E AASK #fF 7T ) 1094 {51 CKD
B, 5 HC0, >25 mmol /L 41 #H E , HCO, <20
mmol /L 28 1) 5 AT S 11 R A T s 3 A5 (B 4
Sy e A 44 OR Y B0 B eGFR AH N JE R AE T [
50% 8% N FF 25 m1/min) o AL IEHAN E G, A I ILIE
HCO, 28~30 mmol /L 1) i 35 H B Ik 5 440 XU e 11
Kovesdy CP%& A\ & ¥, 5 IfijE HCO, £ 26~29 mmol/
L 0 5 5 AR B, 137 HCO, 3% B <22 mmol /L ] 3BT
11 43%, HCO, <22 mmol /L F1HCO, >28 mmol /L
BI5 AN R KB A e

NKF-KDOQT 7 13 £F I35 HCO, W& & 9 <<22 mmol/L
i ¢f T 2 AE IR IT . LUK 7% HCO, IR & 4 5 7 >22
mmol /L, A $E AL HARI H A" e E G Rt &
(UK Kidney Association,UKKA) Az is a5 24 LA
2R I35 HCO, MR =22 mmol /L™, 8K ) V. & Th g
A4y (Caring for Australians with Renal
Impairment,CART) [RFE7 A AL IILTE HCO, W< B O 45

EBH P, mF A, TS A NaHCO, & & )
NEAP; B B st 4T B M4 X B AT A .
BHEENLALI 4 ED T LAkt Bk
F (m KEMIB) R EKXKER AT (ERER T F)
B CKD cMA B, % & & BRAREYARIETT o
NaHCO; Ay i FH B 2454 » vT 2535 CKDeMA i 3%

()AL PN B2 ThEg , 3890 CKD & I cMA 22 3 (K JUL A o i
HAREE e, Dubey AKZ53EAT T — T FE A0
W B XS AT B PR AE 5T, DAVPAl NaHCO, %+ L A i = 1)
SUNE , 2545 CKD G3~4 H.HCO, <22 mmol /L ] 188 4
BF Y RE AL 4 FL %52 IR NaHCO, 6 97, 4 HCO, 7K
YEFFTE 24~26 mmo /L, 383k HH R JUL DA ] AR 44
BTG BR &, 45 505 % B ZLA B, NaHCO, vA )T 41
rRE LA R K (22,9 em L 22. 6 cm, P=0. 001) FilJEE {4
Ji B (36.8 kg Eb 36.0 kg, P=0.002) 5 ="*', de
Brito-Ashurst IZ5#F—T0 A 2 4F I Wi e,
PEAE T NaHCO, 36 I %F CKD 3k & i 520, iZ WF 78 40N
T eGFR J9 15~30 m1/ (min« 1. 73m®) £) 134 {5 L 375
HCO, 9 16 ~20 mmol/L fI & A\ CKD i35« 7697 H A%
& A8 113 HCO, ¥ B =23 mmo1 /L , NaHCO, 1] ~F- 34 771 &
N 1.8 g, W4 RN, 55X R AH L, 32 52 NaH-
CO, 46 JT M BB 3 eGFR P& Ik 72 B & 4 [1.9 ml/
(mine 1. 73m’«4F) ], 7F 4252 NaHCO, ¥ 97 41 h , 75 Ei%
BT i BB T D (A5 Lk 22 1) ' UBT W 9078 75 KA
10 /N5 U 95 BHE 32 7 795 4 CKD G3~5 cMA # 3%,
FEBENL (1:1) 32252 NaHCO, B AR #E VG TT , NI 36 4N A .
NaHCO, 2H 5 K 25 2 2 ¥, B J 5 A 38 Jn 25% 1) H 71
2, MR 75 LR NalCo, R 77 & , H. 218 21 17 HCO,
W N 24~28 mmol /L ) HAR{E . ArdEIRIT AT,
NaHCO, 77l & i = VR BRI T 22 4% J5 R AT TR e 2 1
. FEEHERR AR AL DI ST~ IVt 5
T AL > 150/90 mmHg F % . WFITEE SRR,
Hob T Jo 18 P 0 7 235 ) CKD G3~5 1ML i HCO, <24
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mmol/L () &3, NaHCO. % Ifil s S A% J5t 5 AT Be v o7
WA R, F NaHCO: Y897 cMA S 2 4211, il $2 &
B AR S A A

ELSR NaHCO, /2 VA TT CKD cMA 1) — P 48 5% i 2% H.
5y TARAF I 48, AH 50 AR | 22 rho KA I BE L
X R IE ST , BT VA XS CKD A 26 45 =4 2 2 8k
BAME . — T2 1R NaHCO, ¥ 97 % 4F CKD & 42
PR BRI O, AN T R B e 27 ANl g
60 % , eGFR<<30 ml/(min* 1. 73m%) , Il 3§ HCO, <22
mmol/L ARFESZE T, LA 1: 1 Ee Aol B AL 43 i 31
2 IR NaHCO, (B 2 3 g/d) AN BRI AL, vPA
JIk NaHCO5 Y6 97 #2& 75 fie o0 35 22 4 CKD M1 1R v 75 £
10 B AR HLRE S PEAL A1 78 NaHCO, o {8 R AH 5C A2 ¥ Ji
52 CKD A= AR W) B B R A A B AN R AR
ST ORI . BEVT 2 E AR R, X T 60 %
J P B[ CKD G4~5 ¥, B KRR 1.5~3.0 g
NaHCOs I A7 A A AT B 2 Ak

F R R A LE I A HH AQ 381 9 HCO,, AT FH TR 9T
CKD & # H AR MR h 88 . Phisitkul SZ5M—IR
PN T eGFR 20~60 m1/ (mine1. 73m*) ] 59 {3 & 1L
JE B FI e MA ZR 5 HOAHE 7T, 45 T MO IR BN -5 2 B
FEPEAL eGFR AL, BF FUHFEE 30 N H , 1 AR R Bh
24 FVRYT 45 R I e I B e B 1T IR R A R BN
W67 K eGPR R &R M 3. 8 m1/ (mine 1. 73m’« 4F) [4
B 1.9 ml/ (mine1. 73m*4F) " T HIB IR BN 2
4N B B E xR . DRk, T T B Th R
AR o MeAh, RO MR IR B AR ST I A%
1 2 HCOs ™, JHF 40 15 58 38 AN B A FH g TR A 4 1R
cMAM™

Veverimer /& —Ff i & AE ik () &)
G259, ] Lhmig et a5 & i B i 3R
FEAEFEAE e, TR /D B RN IR B . —
L g N 548 4] i 2 1) Meta 73 MR B Veverimer ¥6
JT cMA L 3. W R Veverimer A A 2 HLIE
IR R FITCKD FE 38 oMA , I I 35 o8 J8 3 1) | R UK
AN G ARHLEE . SR, 75 CKD cMA F8 3 i 2% CKD it
Ji& T3 T ) — S0 R RS A 22 v, BEATLGE RE 3 31l PR
% (veverimer assessment of long—term outcomes
in renal disease—chronic kidney disease,VALOR—
CKD) &5 B W7~ , Veverimer 3 A 1A B H F HA&A & L
26. TN H W ALIG 7 B ] N, Veverimer 2H A 22 it
FILH 53 5l 149 451 F0 148 451 52 1K &< 4 1 DD40 (GFR
B AR =>40%) H 2 22 g i, XU EE 24 0. 99 (95%CT:
0.78~1.24; P=0.898) , 2 41 2 [ LB % A 4 it 2 %=

E (130, 131]
AN °

H#HEZENA 3.5 /5 CKD A 3 cMA FF 48 458 77 8

BB R 2 AS TR AFIAARNE , A8 5 & R o 532 )
M,
R YT U5 tH B HCO, Fi K&, A0y (e M

1 HCO, ¥ 5 — S B ML 375 HCO, & ) X 50% 14 it &
(kg) » NaHCO, M HF RIRFH 2~3 k. — Ay NalCo,
FIRTUE H IR A 1~2 g/d. ARIEIEYT I vl hn 2 2
~3g/d. & HAE (2~3 g/d) KINaHCO, 16 I7
cMA AR/ S BURBHERR 85 . (HIZ /R 7] Re e HE AR
R P B (3] QP e ARG B L) BRSO, R
JE BT B 45 FH NaHCO, o i FH /1 771 5 NaHCO; (>6 g/d) AT
e S ECE A BN GBI R COL) , ™ H 3 (T/b) 2
SECEBERZ . N T BRI AN I R T, B R
Z I fE A, I B ik ek (R ) f75). NBh kiR
I A B AR AL, , B 1 U I 3 H HCOs I FE . 24t
O HCO, F SR &), AT 7E 3~4 d W4h T, M Ik
HCO, ¥ 55 125 3 B AR /K P B, 7328 3 1 8 e H il 7
PAZEREZ HFRE™

ST v 51 AR 1 . e T v A A U B 1R T R
P, Wt 7 22 W NalCO, Lt &AL 4 (NaCl) 3125 5 FlF it .
FH T HCO, 3= 2 LA NaHCO, , 1 A A2 ik R &80 1) 72 20k
T, 22 £ AN PR N B BRI 7E 200~700 mg/d ), BT
% (NaHCO, 4% H 71 & 16. 8 g) oK 5 2/ 4 CKD 35 11
I B4 5 T . SR, NaHCO, Al NaCl [ $8 &t
100 mmol/d (#H248. 4 g/d,5. 85 g/d) Yy ] it <= 5| 2
ML T i AR o 1

JUILI PR 56 41 18 NaHCO, Y6 47 % CKD 53 (1 1fiL
JERAT RS . NaHCO, B 77 Xof L s A1 7% 58 S i 7 Il
PRARES H o] BE AR 2 R I B 7[R CKD 43 111
S P N E 98 7 2 Hh St Na #% i IR& B
ML EIE YT 75 Z8 B e AR K i = B 25 1 W &, 1% 264
FAAG 7 A0 21 NaHCO, ¥6 7 5 B0 e T (AT g
SR, 28 00 E L, BT 2 I s B RN AR At T e
B INX — O &b T fa R I ANBEA R0 I8 45
J5 A1 CKD 3k & f XS« NaHCO, 45 24 £ %2 eGFR (the
Bicarbonate Administration to Stabilize eGFR,
BASE) Jy— T U « 2 L7510 RS , LAE 9¢ 2
Tt 751 B NaHCO, (4K 0. 5 #1 0. 8 mmol /kg) 5 7 7£ 28
JE A1 22 A T B2 AR PR R 2 R RN A
FLHIN 194 %1 5535, B AL 43 TiC 21 55 1 771 B NaHCo, 41
(7=90) « ¥ i 7 & NaHCO, 4 (7=52) « % Bt 7 4 (=
52) , i 77 & 20 °F % 4 H NaHCO, 71 £ 4 0. 8 mmol/
(kged) , M 77520 NaHCO, 9 0. 5 mmol/ (kged) » {E%
AR THT , 2 Fh 5 B 19 NaHCO, o 1L 445 55 &  ifiL 37t
TR B A B e E AT B S RS, 7 B N R JR 5 5k
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Pt vy I V6 T B i T R R B b A R e L
Fto FELIRCEETTI, SAGHEHA L , 57 & NatCo,
ZH 1 135 HCO, 7K~ &7 1. 3 mmol /L, JiR NH, HE it 5 f#
ik 25%. #RT,Elinor CMZ%{E NaCl Al NaHCO, 17 fuf Xif
2/3F15/6 B YIFR AN R A=W MR AT S 3345 5%
Wi (R AT 5 o % B0, NaHCO, AT NaCl #3423 7% 4% B K
) v ML R 25 B R SR AU B A A T = O
AT N, 32 7% CKD 2 35 Hh NaHCO, 84 47 far XUBS: 11K T
NaC1 M7
FHEENA3.6 LCKD cMAEE A B4kt

B, 478 77 I T e A 3R AR BR 4544 (sodium zir-
conium cyclosilicate,SZ0) .

TE CKD 5 35 iy A HILAE A eMA %5 R R A, BN

IR . WO R BV TT A L 2549) SZC vl g
e MLV HCO, HR BE , AL 2 — T g FLAE I 1E
R T 5 K EAR R/ B B 1, b Ak o] e i
2 TF v B0 L 5 5 ) A b S T I
PR IILSRE BT, AT 2% R ) R U e a2k FH 12 245 40 e B[] I 2
# cMA VR T,
4.4 CKD G5D Iy HT 3 cMA VAT
BEELA AN KAV E BT EAH AT £ HCO,

FEHEZRBRBELSTHOT &, OHTHhIH R
Jl NaHCO, 25 4 | 3% A 3§ A7 ) & AR EAT IR o
o

HEHEZENA A2 £AEF T CKD G5D MHD &
#, I CMAB B 42 AR B SRR A, 4n R NEAP = 4
&, B % &Y EH R P HCO, K&, 4 T AR TT,
B R EAT G B JE

H#HENA4.3 3+FCOKD G5D # MHD & & , &
A7 18] 3 °T 18 38 5 ) Adobk 25 4 R 4 H 3 AT AT . £00, 3R,
HCO, &% B A7 K -F.

A A UEHE A 2 DA S mo@E Al g ik

Bl AR DS AR ML VG TT cMA B RS AT B Ab D A
U, XoF 3 AT RIT I3 HCO, 78 HE T3 31 ] A5 3 A 1P At 1
) 2 F B2 5238 A7 (1) 2 2 P AR Bl HCO. 7K - T vy ik %
AT SR R 2R o 5 T 32 AT T 0L 37 HCO, 7K ~F- () A
REFEARBENE (WIERERE, TEARESE
RN E) R T Thag BT IR SR
BT 7840 1 1 IR NaHCO, A1 e Al B 4 265 9 (hn ok 12
B 37 BT IR) B4 SR B 0 b B AT I AR ] R b
A7 B AE BT G I3 HCO, /K P25 . 3& #T i I
T HCO, 7K P 1 5 2 e TR 3R B M Rl
Ml s AR HCO, B B8 FIR FE VBT 7R 40 1 B IE K i
Hr 39 1) 45 BLBA B 7 10 7 AR ORI BT BT UM 3 HCO, ik
fEts e TR g N 1271 45 MHD £ B 50 2w,

444 ) B AFAEDR B, FRERAFAEH T34 . S X HE
B AR, RES0 P B R A AR R UK, (EHE ) L ol
AR A PEABET R E 5 BRI RS
0 7%, B 540 fdA R R RIS 1%, 37 A (8] S 44 o
B INFEAIK 29% (33 P<<0.001) . RR&f8 b 3 8351
O R ARG N 1A% (P=0. 07) , 32 By Hh I 1 %
i 20% (P<<0. 001) o %M 7% 3 BBk H 25 7E M UE AT
BEPRE I, H B TR RS . BN
TR B R 17 1B — YR HD YR 9T TR I 1 R vh 7, [A]
IF i GBS IR R B . RS AT VR R A AE (S R £
R G , L8R ER 2 BA 5Tk 2~8 mmol /L [ HCO, , FF
AIREBNKOEMT IS F R R Y . H AT R AR K
(>50 000 il F.35) (1) 5% & I ArvHOGS HCO, >
24 mmol /L £ & B %6 T2 KU SR B8 i, HCO, >27
mmol /L F) A8 35 BE T XURS: 39 I il 50%. AR 4 & IF
i BN A AT R AR S, LS H
Ak . SR, 7EXT7E 752 A 9T R R AT HIMA S
35 BT HIF AL HCO, =y 0 AURS 3 v 2 - . DOPPS fiff
F 2R B T2 T Y 2% 1 VR 5 32 AT I I TS HCO, 7K P
Z I IR SRR 55 . ERARIE TR R R B X E
Ji I3/ HCO, A4 8 K 52 M) , 5 0 328 A7 Hif L3 HCO, 7K
ST (1) DT R T e 2 i HL A IR SRR R £ B 1 RN
&R ES) IR D RE AR AR T DhRe . fEIE AT R
PSRN S B BN B MR A LS F
BRI LI HCO, ™, T 7E 2 BT 8 N\ BRI ) A 4 0
SRR = I LI HCO, B

Xof T MHD £ 25 75 3% A7 (8] 8 11l NaHCO, ik A5 4
WM. NKF KDOQT 45 R & 13 i 35 76 32 B [a) 91 0 Al
NaHCO,, i) A5 &4 34 0 ML 3% HCO, ¥R & , w] LA rh F0 3 43 4
R A7t , AT TR S 325 T 1T (9% R ITLRE ™ FHIZE AT f )t
JE B IMAE” 1 il NaHCO, B 57 B il 3 N 2~4 g/d.
ETHR AR B Dhae ) B, IR AR E T
TR 0T ToHk AR B ThBE ¥ MHD B8 38 P4 I8 1 7~ 1 i
(endogenous acid production,EAP) A] XA 2.
EAP=0. 385 X nPCR X 1A i & (kg) 115",

XF T e HCOy 7K1 1 A, B PPA ) IR 0 A 5
FARE KPR . W HE HCO, K P FE 2L 51 (>28 mmol /
L), WP B M 22 v iR P % 22 30~32 mmo /L, R
S ) W0 S i 14 L3R HCO, 7K o 6 HCO, 7K PR ) HR
FVPAL LN B T TR 78 4332 A R PR a2 A ) 39 4 5
. AMEYEARESMEO T ReA I,
K BRI B TR R T X T
Tt it AH HCO, ZK~FATS RIS T 19 mmol /L 845, AT LA
10 I 2 v BT VR R R AL T B FRR K m i s
1019 19O L P D
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EHEENAL 4 4 HA123FCKD G5D MHD &%

5400,

<18 mmol/L 18~26 mmol/L >26 mmol /L
T FATAT A
& 1fi pH A A1 PCO,,
F R R AL A
AU B rp RAH AT A 2
WA CO, PEAlE IR A
RTINS
VAT WA 3l <5 mmo/L
PRA ML S 75
VAR AR A 1. YN AR
WAL, B 2. DUIRBRERZN
i IR REE AT AL T 3. $REHCO, kb7
4. b e B I
VE : Oy, S ALHH s pH, BRFKE ; PCO., — AR 43 I s HCO,™, B
FR AR .

K2 Mg &4 BT Al I 2 CO, PP Hr

BEVEGSEMNIAARRZRGEHLTENREF R
8K o

HHEERLAALS HTREHEH, KMNF NG
$<37 mmo | /L &9 F AT 58 & , KA AR EAL AR
Wik, B W E AR R K, DU R
#142 2~3 mmol /L VAW, VA% ¥ F A7 AT o7& £C0, 4 19
~24 mmol /L.

HHENA 4 6 MHD & ¥ 4o & 7 37 o 7 £C0,>
24mmol /L, M| R BUEA RS &K E>30mmol /L,
#6100, B #7 4 <29 mmol /L.

EHEZERLA AT MHD & 58 % EATTAE P R
WHRTHFOIRISELE, LRXAEFFENTN
BB AN iR AT

MHD & BRI & — MR R d 2, 2 2

ANAZ R R, A X e AT E S B R E
HI M7 HCOs ) 2 2 A8k . fEHEZ HD HRH 48— 3%
T VR JBE AL D5 1) 6 o A T ML HCO, i
(EAFAE 22 57 » T T veh B B AIR UL HCO, 1) i 5E AN L
S HLRIN E AR I RAKEE A Se i = i i ok
T2 » W 22 /0 75 S 3 U R A RE T SR A A5 R

R 2 B ARIY B 8 B 4 32 3 UL BLE A
9T 3 5 HCOs HEMT IR Z2 rF R AP 8 148 N )
Bl fi 24 o AR MHD £ 25 P 3¢ 28 PR BOIR 25 473 A7 7 5
W HTXS T IMBGEST V6T IR Bldar i 1) € 5
BN L 10 A B S B S PR AN SE Al 2 IXRD AN
P 5 W AE 325 A1 L HCO, YR JBE Vi B AR 98 o 35 A i 2% o
VBOAR P2 2% [ AN TR, AN H AR 2 25. 5 mmo /L 356 [

— b A B A 40 mmol /L. BB MR SN 25
~40 mmol /Lo AT Z% R AE AR KA B b2 R4
SR U0 e B 1Y), LUIA B35 by 5T A1E Bt J5 (L HCO, 7K T
A pHAE 1) T H2 52 AH 0 A 2 TR B A B 5
HZ B, 375 BT BT L3 HCO, ¥4 B A AR AR my # =
SEIRFE T RS o FE AT TS 5 S B A A (Dialy-
sis Outcomes and Practice Patterns Studies,
DOPPS) X} 5k E 11 /> DOPPS [H 5% (2002—2011 4E) ]
17 031 434 JE 492 52 3 i A1 (@) MHD J8 35 R 1 & #r
T HCO, WP 50T 3 1) ORI, 45 SR 7 3913 9 i
(23%) fERE DT AR ZE T . W 7R BB My BB AT R
FE Bt 26 55 45 w8 3 A iR HCO, 7K P AH 5%, Ji (R AT g
553 #r Ja AR B 2 AH O™ DOPPS 55 — T %)
7140 151 £ (1) 73 A1 Sl s A i LI TCO, F A% DY 43 fr
(<19 mmol /L) A B XU 3G I 1 10% AIBE T2 RUK:
BN 50% , 12 A B BB T UG 5 I 1 SR 3 )2 3 T AT
137 €0, 19~24 mmol /L™, % F & #r J5 IfiL i HCO,
KPS M B L, 2 32 m B AT T G MR
I7 0 B3 T 5 R AR E T IS B B, 5 IR D RE AR
BRCIR AT 5%, I H. AT REAE B M &5 3R )5 1 — B 1l
B TOLA BB, 7R B S B TR P
YRIT I R B B BET R ] R A HHaE AT TR R/
BUENT Z E R A S, SEARE RN
B AT BE 2 7635 M 3 1a] , 137 HCO, Ffy P38 A5 11 K 4
N 40X 250 20 200 L P, 5 50037 8 B R b g b,
M FECVR T IR E . BTG BORIE )5 I
HCO, 7K 53 My i 0o L I _E QTc [A) I RE KA 5%, IX AT
RE ST LTS AR B A st T B i s @b
AL B 250 25 5 B0 22 UL PR D% A PR 39 0 i 1f
M= R S LY e TR 3 = s s = Ol
KW R RBUMIRS) 1 FARE . EMERh E ]
AT BURZH 21 (G0 F5 I8 BE) B IR A5 Uive , L2
FE LT 8% 7K T v R 100 DA o i v 5 2 2 v
1,25 (OH) D697 1, H H 1T B2 5 2500 MU 50 1) K
JEHLEU® . 2000 4E NKF-KDOQT 18 & 3530 B R 46 1
HR A B I RZE AT H AR R R B HCO, (>38 mmol /L) &
B UF B O] DL 22 A 386 s A /1 10975 HCO, IR, iIX 5
DOPPS Fiff Fu. 45 HEA—2. 5fr |, NKF-KDOQT )75 B
Fe 3T R HE AT, X LR A B A R I ¢ T
HCO, &2 4, T /& EA 1 4 I cMA XHE AT 8 578 7%
BRI . AT TENTHTE tC0.20 HIfE 19
~25mmol /L A1<29 mmol /L Y [ N A 5B 3 IS 3B TR
35 mmol /L ) HCO, 3% £ ik b 3 mmol /L, ¥4l 1 1%
BN LER LB L BE AN PTH 98 1k . T 90 R IR 3 BT VR
HCO, R B B A% 3 mmo 1 /L AT {35 H 22 4 Hh FRAIIE AT A
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J& tCO,, ¥ G R o 70 B A IF I e 4k Ok PE IR 5%
JR T e TOBERE 2% Amber OMZE7E MHD 5435 #1 i
7 PP 5537 T T LY HCO, R 3 S BB 1 [ Jsi 44 A 51 A
FUHR K 54145 R AR I M 2 v o34 SR A
CRR4R 32 A AT L7 HCO, ¥R BE 1R 47 1A 8% sl 4k (>
90% ) £ e 2 AR BTGRP IR ) o ArdEAL
MBI MO 2 43 ]2 24 35 mmol /L 36~37
mmol /L F1=38 mmol /L 3 2H, 45 R W T AN [E AT
TG R A ) ST 380 35 T T LR HCO, ¥R B 34 7E I 8
JLFE . FEANRAL AL, 91% f B 35 3 H A i 3
HCO,>22 mmol /L, MiAR{EALLL A 87%. $E7R o fdi
AR I 2 B HE A0 BT IR 2% v, BB B AT AT LTS
HCO, VA< P TG ¥ 35 22 5%, 35 W VR 4% P AR P55 =38 mmo 1/
L 5 35 mmol /L AH L , AN A3 325 A7 i L7 HCO, ¥4 B2 38 i
0.9 mmol/L. MR¥EXLLsE R, H i A 2 &Ml
S PRI A R A 2 P AXZE T BT HCO, A FH SR
AN 43X b R B 2 75 % 3 AT AT HCO, KSE AR K
SO o SR 45 8 N 9 R R T e AR A
FHT AN AE KPR (R, T RE e BT SR
WRRE IR . A, EFELEAE LT, & AT %
PR AT RE R fa S, i dn SARBRE MR EC & . 8
i 6 G FH 38 mmo /L 5 LA b (B TR ZZ i, K
2 HUE A I A TR 2 PP TT BB AE 32~35 mmol/
Lo,

3% A 3k R Hp R R v HCO, B A P L R v A
B BTV, TS UL 2 HOO, 7K P78 /N ik P
BTV, B RENT R o« HE AR 3 XS A
5 OB 745 PR A 5 0o 0L S IRV« I3 pH A PR ik
FHEARE AR O 5458 745540, S 807 S5k
£ R B, W] R 15 R AR A 4 L QT [A] A e S O 2R
iy O AT ()35 BT R AT 0 B 5 e K < TR R R R
2 TE I, 10 9 pH B AR Ak A X ¥ IS T IR (O, 5 3%
Tob ofi o B B, HCOs AN 535 3% 3L) 7= A= 11 o PR 4 i Y
T2 B M35 08 TR R T 0T 0 8 i K B 5 4 4 R GUIE
RO @)l ) 5 2 3 S AR+ Bk I RE o R R e
A= A A S 5 SR PR Al R — S A B o
B, AT fE i R ol AR SCIRE . WE VR T I R
Hh LA T I 270 B 5 U 3 G i PR sl i 2 TE A
4.5 CKD GbD g 3 cMA IR ST

#HEENLAS 1 EMBFREENALLSH,

7o PRI, cMA FZE At 78 43 M 2 8] W] REAF AE AH %
PES Kt/ V5 i HCO, /K 2 IEAH S, 1X 3% B i
3% T 78 40 PR £ 3 v PD R 3 I 7 HOO, W JE T,
Mujais S %65 % i 7E CAPD B APD H 2 v, 2 4H ] ifL
i HCO, <22 mmol /L ) & 35 LU F AH kT , i HCO, 5
FEHTRIE R IEA G, 5 B E E 7K JRRE U 5 67 AH
K, X LN PD R E R E 5 PD IR T BT BETE o6,
T2 53 AT 78 0 A 5%

HBEENAS2 HMNEHEPDEFTEL IR

NaHCO, £ iE cMA,
PD B EHEEN R IETHE T, W RAKIRAELE

cMA, A4 1 iR NaHCO, & 22 4= R (H Ry AN
i 2 S EUG R AR G K0 J1 3R, Szeto
CCEENTAE A I cMA [ PD 5535 I J B L FEATF 72
I 1Az NaHCO, 7] DA 35 $i2 =y PD A8 5 IfiL 375 HCO, 7K
- BB IRV AR BRI, [FRELE 5 — T
PRI 5% 1, 3252 11 IR NaHCO, ¥4 77 {8 HCO, i %1 26 ~28
mmol/L [ PD B35 , BAT B 4f 1S FRARAS FIEE A (%
Beiayr ™,

H#HEENASL 3 BEMNEBRRELSHEHREAY

PD &% RRF, X 7 fb.5F R BBk s -F %7 A 35 8) o
B AR PD B I R TR T Al R AR B AT AR A

3 oL 22 ) SR S L, {H & RRF 763X — i 72 vp e 31 8
T AR BE ™. RRF 76 48 R T . oy 7 75
FIE R S F AR o R BRCY- 48 T T R HE R AR
I, R4 RRF 7] A7 Bl T 25035 PD & 3% cMA. PD i3
PR RRE i il £ 35 00 A0 37 A 77 58 2 7 388 1 2 s o
AT 428 il 1 IR A BRAR B T R N A B AR
254 (40 ACET/ARB) 384 5 55 1 254 (k&5
PRI 9 25 ) R4

BHEENLALS 4 RMNBXKREARTHAER

7% £ cMA.
B IR PR O MA R I AN AT 20 . 38 2411

A BT 4 EPD &% cMA.
{K/KFHCO, B&EH, Z B IR M AE A I

PR FABEIR KT o 1o 8 BN S8 A P R 170
Air 1 PR 2R RN IR h T i 4R o AT e & A AN TE

B IR AT LAY/ D B 15— 5V R 1R XGRS, 32 17 ik
/PRI MA B ) fH AN . A PD B b, 3 B A
Jo R R BB\ T DA B S FRRAS D LA T
FEo 2020 4F KDOQ 184 "B 3 7 % I PR 2 B 6 7 Hh 4
WPD B EA RN EL0~1.2 g/(kged) ",
2021 iz A S 1 B A3 8 TR0 97 I PR 52 R 48 me
FELRRF BEEARBAE L. 0~1.2 ¢/ (kg*d) ,
RRF H% 0.8~1.0 g/ (kg+d) "™, HhnE S HIERN
VIR B ER N (K RANERZE) , v] DL Bh e & i
P IRIBRLPE ZKF , SR M I R B IR R T
H#HEENASL S5 BAVEBEETT & B gz B
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REBRVERIEEBE R, AFHKRI)ELBE
H B F #) E cMA,
it 70 & B CaCO, « &) 4 7 4 X PD i & I i

HCOs 7K ~F-AEFE R WA o iRk F CaCo, 1 8 R 25 45 &
7 ) PD & 35 1ML F HCO, 7K~V 8 iy » 1 Ak H 31 18 7]
Y A ) HR I3 HCO, K P K, B 5 R R A
Y O 7R B OE EEAE O . AT L, CaCos TT
AE A2 T N B T AR R RN . B IR W) 4E 4 A
HmEh RGPS F e, 5 R & 4
A I B TBCER TR, A TR 98 2D I 3R H HCO, VR FE . Bk
Fi% w1 4 B 4% SR FH ik B AR B A& TR N
TSR NA B EE

H#HEZENAS 6 KMEN, X THRENR

W A%, Ak RATAY 48 7 0 A9 SE AT IR, 3 T AR &K
WA ECMA, RS A RERENR, ENF R
BRABAABINK, FE2E L LN MAK I,

BB FINE 9 R I BT i I B 5y, A5 AL IR

£h JHCO, HCO, /LR £h o« FLIR ERhAE 4% 171 11 B 5
FEATIOEAE R RIG T CKD/ 2k B 4% (acute kid-
ney injury,AKT) BAE A BIbRAEZEATIR . FLER R
L3 o U UL AT B IR IR R A A R
HCO, 24 PD M. AKT B, [R A — 2% AKT /) f&s 5 5
] BEATAEAR T A SR R 22 T 3 0, 4 1T 2 RS T
FLIR h 56 A0 W HCO, , 1T HE- T35 oMA I R A2 Bl =

FH T~ 1% & LR 6 7 460 03 I8 67 A i (LR Rk
J& 35~40 mmol/L,pH 5. 2 &£ 4) fFELYINF M,
K B AN R 5 B8 K2 RRF (A4, BLHCO, B LR
8 /HCO, VR A A G 7 B 32 A A S 144k (pH 6. 5
~8. 0) & % #E B i =) (glucose degradation
products,GDPs) AT , A& A W0AH 25 M 50 A (1)
T, 6 B 1 M (R 3 B RN RRF , 3% AT B -5 34K 110 748
R B2 f = 0 A ™, BT A T CKD/AKT [ I PR YR T
ANIE] ™ A 7 ) v B A A, e o HCO, (R B
AR, FEAMEAEFE

B FER 7 T VR A5 FH AT Folt 2 o 7510 P IS RS2 AT VR
AT DA 204 1E MA™ 1 {ELFE 4 B HCO, 2% 1 771 1)
PD B, A AT RE R AT B W SR IR A B 2
FHE TR N T2 A 0, R G AT DL 5] S MA, 75 2 5 7 M il
g B SO0 o AR — I 3 AR 1 B AT B A 9T
U R ZHURE R TR H IRV A IR IE T
BT I A IR NaHCO, YA 97 MA, Je L AE A3 H A FH 4%
Ho I LRI DL , 75 22 AN RN~ 28 L, U2k
A AT . P I AT R i — T A 1 O
BEDT 6 N H , KIUEER 1 ISR TRIENT A B T oG

AR I BB E AT B K H TR A DT
MA PRI AR AR o BRI FRATTSER 50 T R A s P I FH 2 2k
PR RE B AT, FHE R H LIk, BRIk 2 L, IR 75 B
AT BV, UK tH 58 97 AR ART R h 25 0 SR B9
JEPR I E
5 REERE

cMA 7£ CKD H i 95 22 45 /5y , W] 3 B CKD it e Al i
Z RSN, AL FE NSV R B R R A
RS AP D REFE RS S0 LA R4 )R,
TG B PIAH < R IR RIZTT AN 240, I #
W K0 H AT, XT38 Z M7 (1) CKD i # 32 2
. FH NaHCO: ¥& 97 cMA. X T CKD G5D [ MHD f35, B
AV E TRIRES A T IMENGENTIRAL T 5 8 5%
M E AR M 5 . XF T CKD GBD [ PD & 3%, i
FAETR AR T D REM R 8 F7 T TUA [F) P 28 B 5
TN cMA FIS2I .

CrerE"s e B R e rh EEX
IR E R R LT RALH

B Pk b R ANRERT) »

FERELTK:KIN AL RKFEANRERL) s 2
Je (e K NRERD) s BB 4 (b K ANRE
Bt) s X (b R N REERL) 5 2 & (bRt R
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