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[ Abstract ]

which disturbances of serum ions may play an important role and are closely related to the prognosis of

The development of heart failure (HF) is a complex pathophysiological process in

patients with HF. Thus, maintenance of serum ion homestasis is of great importancein the holistic
managementin of patients with HF. Thisexpert consensus is developed in combination with the updated
research results home and abroad as well as the practical experience of our country, from the aspects of
serum potassium disorder (hypokalemia, hyperkalemia), serum sodium disorder (hyponatremia,
hypernatremia), serum magnesium disorder (hypomagnesemia, hypermagnesemia) and iron ion disorder (iron
deficiency, iron overload), with the aim to guide and standardize the management of serum ionhomeostasis in
HF, so as to improve the prognosis of patients with HF in China.
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PR ERENEICHIE LR (=19 549) « 181
O B AT 5 90 RIET- M OC R 2 U AL
A O BB A KA 4.0~5.0 mmol /L,
AR 4.2 mmol /LB B Uy 38 R BO.O W SET- 55
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O AR LT 1 S A2 RAEA R AR A7
TE 25, SCHRIRE  19%~54% %, RIFIHF 5% b
sl PR E ARG IAE 25 1 B4R, 1 ey B8 E AL,
At FH A BRI A P O SR BT 429% AR AR IS
(UL #<3.6 mmol/L) , [F] I 47 529% 775 2 1l A 4 e
Z" RALESHFFE o , fdf i A5 ok R A 4 i 1
iiil # (angiotensin converting enzyme inhibitors,
ACED)/1L % %5k & 1T 32 7701 il 57 (angiotension 11
receptor blocker, ARB) [0 % L 8 TP AT 16.2% K47
IMAE , ACEL/ARB HK FH 1 [ i 32 1445 7057 (mineral
corticoid receptor antagonists, MRAs) fJ (& & 1 45
6.5% A AARBRMLAE o ARHP MAE 23 O R
BT JE , Framingham A58 46 7% | L4 BEAIG 1A Br e
22(0.48 mmol/L) , W52 ZR O & 1Y) 28 PR O HESR X
B0 27% " . Dig-tri 58 7R (n=6 845) : 24 Ifil
B <4.0 mmol/L I, 18 1.0 38 F8 2 A A= DA FE T2 XU
4N 25% , Lo ML AE PR FE T KU S A 27 % , L HEBE
TN 36%

e B ILRE 7 BT A B R8P 1 2 28N 1%~
10%. 14 18 ¥ 5 BE 55 (chronic kidney disease,

CKD) (/0% AR LA R A 2 - 1 A R o 3R -1
& R 2 48 40 il 5 (Renin-angiotensin-aldosterone
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Pies Kzl

IR i <3.5 mmol/L.
BRPEARER 1 AE 3.0~3.5 mmol/L
e EEARA 1l AE 2.5~3.0 mmol/L
AR L <2.5 mmol/L

TE AR M 3.5~4.0 mmol/L

4.0~5.0 mmol/L 2Z [i1] , BVfefi &b F 1F AR AEL L 4 3.5~
4.0 mmol / L, L I i& 24 % #1 , [ B F = #b
el o2l () ff P PRI BB, L P b
AT ARG A R T AU: , /N 2 i P (<390
mg/d) AT BESERIE 7 522 (3) RMIRER AR EE , HL
B & FECE N E S AMEA AT LA
() F 2K FF T  B 1) 20 e N A A1 S 1 5 A5
A o TR RMER | RMEE T ARG O AR AR R 1 e A XL
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C1)BAH 1 RE CIMLAH <3.5 mmol/L) 367 R ] - 7
Bl IRYT G B I RAE , WL R PRI LR
PR s A T EARAR IMAE , BF 1P 24 1F £>3.5 mmol/L; 12
Wr R IE K . O B ARAR i SE (I8P 3.0~3.5
mmol /L) HE7E B 8 1 ARAMER, v 25 AR B I AE (o
#1<3.0 mmol/L) N % JEF# K AMER 5 AT [FIBFHE A 1] 4
SRR EE LU HE B B 110 i i FnEs Tl . @ 1
JR AN 40 4 77 42 R 60~80 mmol/d, 43V IR A , 3
— W IR 3.0~4.5 o, AT 40 - TF1.0~1.5
mmol /L™, Q)— B kMR
20~40 mmol/L, 14 T 1.5~3.0 g/L.
U 6 B3 R R AN B P VAR
MEANELZ, 1] % EHEKEA

M 523~3 138 mg, FHZ$E 7 : SR80 IR
FFY Sl 1) B RSN, SRR G R ) R
S AR R T v L B R N A
ik, AN AT HERRAE , (2) Ahpas i ks . PRI ot 1~242, 3
W/d, HAMIH 1 674~3 348 mg, JHZ5 4275 IR AT
A SR S R RO R o (3) 11 A Rt
F A s 2~3 B, 3 Wk/d, HAMHE : 218~326 mg,
R < [ 1A R R mT [ Rb e B Ve 1, 1)
SR U WL B A 50 ) 5 R0 T VR VBE Y
AR 2 BRI 8 A £ At P 17 A55CHE v 20 B A 1)
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TIRIT ISR KAk DB

4. 03 B AR IUE 27 e (B 1)
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1. 207 - 1f49>5.5 mmol/L. BEHERR F S22 16
1R 2 DU I 7 A S P e R LA DR LR
P g I PR P

2. PRI : (1) X BB LS < 14T Sk 5.5~
7.0 mmol/L [F, ATt BLILPA 4% BE A2 B T+ 2 vt
W MLBRA 7~9 mmol/L I, AT H B A 455 6 1,
e S SIS B %, B 28 IR PR R A L (2) Xt
ORI FEA » 2RO H IR IR Ry 45 Fh 22
P OHERE , W A% SR SOl 845
SN I BN AS T G Y o R O (1o ) U T 18
(R PETRTCSE = D s AL B B, Ak
F R e A IE R 5 AR R T R R 2
i, I B e B IAURE FF 252 0 [R] A2 1 87 >6.5 mmol /L
BT VR I OV XRS5 T, e A L s F [
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2. H SRS « T TR X BT I A A v Kol 20 i
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(2) BHES T340 g < R 20 1T LA T AR 5%
VERBERAR , Re A 3 B i h A Es . ERDr
s TR 15~30 g/tk, 1~2 Y/d, GnASRE 1 AR T 5
¥, 5005 A 30 g, 1~2 UR/de BRI 205 BT S NS 1
5 IMAT S T A5 i AR DY O R AT R K s
AR R, A P R R

()BT REREE A ) ] FHF AR CKD 0
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ARG, BIGELAS ¢, 1 00d, TR &

(4) ML AL - 6 F M8 >7.0 mmol /LY, 254
TRYT TR, JUIAE B T v ok il A R 4G
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JIT A R P s I D o A Y
1W/3~4 F1 A0 A A DR Zh BEAS 42 114 S5 1o B
ORI BT B TR ~2DH

T RAASI MR As 18] )3 3 77 93 1 00 1 47
PAE S e 81 ALAE , LIEF>2.5 mg/dl BGF/NERGE 1 5
(eGFR)<30 ml-min™"+1.73 m2. Il.47>5.0 mmol/L {H
A MRAs, LT >3 mg/dl, Ifil. £ >5.0 mmol /L f FH
RAASIHT20, R EGYIATT e 1~2 J IO e 0 i 440
B IIRE, ZJE M 1A o

FEM OREBENETEE

— it

L B TR A AN P iR 2 B P T, e
R B AR — o RPN A
RO S IE W B B R AERr A AR BE S REA
A 200 M B B R 7 A A T B RS S e R

Z- WL R TE 3 I IPE o 20 B AN B i B8 ) i s v
H K A — S AR g i . K- S8 E w A
ST R AR AR NI RR E R R

2 1L 375 A0 B TR R (Il A ) T 40 i P e s 1
W B, 763533 W VE F R 40 i 17K 4 i A 4
DA 50 P B T L P 200 PN K 0 3
AL, 5 R AR K , —F o SR 2 RS
RERENG o 144 15 {5 2 % 5 H 2 135~145 mmol/
L, 4N 1f0E (I E8 <135 mmol/L) f& a1 (8 k0 H i
UL AR I 2R L — O A ILRE (I >
145 mmol/L) FHXF /DL 0 A FRENES 5 Al ] LA
g1 Z il ACRER , WA 2 8, 5L 0TS | fiE
R A

AT

FREA AR A O 3 BB TP O H L, P RE AR
A58 AT I A B AN ILE 12 Wb TEAN ], SC
R 2 18 1 & A BRI A R 7R 7.2%~27% Z
[ 35300, IR RE 500 3 S B B AS B T Al 57 A
K, A BE T O IS SR AR
DL R PR B 2 A o B I e 7 i 4
T, AS B S BG n s  4A af E 2 B EE ncs
TR AR BEIH RIBE T BT, 0 3 RS L

]
v

{3 R T L REZG I i B
<5 24500 A
- R B T A7) 3 A L —
< FIpR 3 & =R AEAR S >6.5 mmol/L v _
AR i ) IR L | Bl LA
NI L L T 1Y o o A L -
- IfL8#>7 mmol/L: HEWLST B 7> AE AT HHE AT A R A 6.0~6.5 mmol/L, =
ik
- [ AIG BE 45 F ACET/ ARB/
Y - DR F45 651 R e I MY ARNI, MRAs
G .0 mmol/L ’—V < >
’ LA =60 el - FKH 5.5~6.0 mmol/L _ - M4k ACEI/ARB/ARNI 3£l
8 IR AR S A 5
=
§ "W 1 2% % J1] ACEL/ ARB/
FEOWEANSE | Y] | IEH L :z: Y | ARNLMRAs
MR E R " 15.0~5.5 mmol/L S| 7| - ACEI/ARB/ARNI B ]
i;; MRAs
-4k ACEI/ARB/ARNI L it
] R R R

TE A LA OGO L IS R (OBl 9% AESEVE OB 3 S PR O ) (QT 4 QRS B LRI R I T 2R (P IR
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BE 140~145 mmol/L A, 5 4EFET- KU B AR
=D TR T IR

(— )95 R B K ALl

1Pt Al JR ¥ £ (I % i & &K, arginine
vasopressin, AVP) JH 17 % : AVPAEHTE B IEE &
B V22K I e KR, 5800 B
MRANINLAE o AVP I 530 02O 5 TN 1l 9 A
LR

2. P AR AL - o0 T N A R 22 R G
RAAS R GUHITE S BUK AU R, 7Kk B B Ak BA 1
) LI R Wi = AR A [

3. BEIRPE R « RS AR BRI A
PEF PRI MR As 25 34 I M i iE 9 KU , LA E
RS PR ARy i 2

4. AR Z 0 B KRNI E OB LR
BAET FER K B AZ 01 A L 52 R0 S R kb
WK SRS WA ER A KGR YS A AT S SR
IMLAE o

(Z)I2W IR R S 2

1. 20 : 1144 <135 mmol/L.

2. I PREB - LB B AN T B B D T IR
ILAE PRI R B AL 53 A5 R B i ZE 5 I
B1>125 mmol/LARDATHEAR ; 1AM <125 mmol/L A fE
S G R G, B O 2 ERBL; <
120 mmol/L H BLEARANR MKt SkJf 2 &% 1l 4
BRERS: R R TR R R O BT DA
AR BB UL PR R AR A AR IR N A AR
P E9 RUR 5 L8R <110 mmol/L M 30 58 35 9% 55 | WE e |
TR RIS ABCPE BRBRIEE 0 I T ekt
TP 5 11

30028 (1) MR Y ™ B B 4 - 2 3 (ULl 130~
134 mmol /L) . 1 & (IfiL 4} 125~129 mmol /1) | 5 J&
(I E<125 mmol/L) , (2) MR 445 il 3¢ 15 135 = A 4t g 2 b
Zii gy - (ORI M 2235 1ok ARS8 5
JE<280 mmol/L) SFBPE(IIHE2i%£280~295 mmol/L) |
EEE (M35 >295 mmol/L) . QB TEREN
M EARYE A AP A RSl RS M A =
PERIm A it . B A R B PR RN IAE (R B
BN IIAE ) S U 308 S8 e Hy UL I 2 A 5 288 PRI AN 1.
i (AR IR ) 225 e IO L &5 HF vl =B = 2R
4 L3 AR K B8 A O s miB YRR AN e 2
H T IS B A S B AR Can H 8 ) S 3k (3R
3) o GRS TR 53« RS R . BN
TR Gy I8 A U AR 5 b BESE R - SR

AR RO Sk 5 E AR R
BRI IR A RERE U | B (4)ARTE A
JREHEE 73« MR UAE (<48 h) , 18 PEARAN ILAE (>
48 h) o S MEARBA AR 7O T SR TP AT W

R3ARHNMAEARE 32 A /A 726
UES MBI T

oS
K& PE <280mmol/L R EhEseR (K JETsE) |
FIPRFA) AR R i e = 45
1 STADH .NSIAD B 57 Ji 4
FiZ HI B s A%
PR SRRV e
PR LR B R
o T o 7 = E
= 4K 1 IUAE

ooy

48
e

Z3
=ik

|

fem

J

L1 280~295mmol/LL

5
EEE >295mmol/L TR IS EIBK
HER S S B R

T 373535 TE (mmol/L) = 2(Na+K) (mmol/L) + BUN(mmol/L) +
ML (mmol/L.) , STADH AT PR 3 53 R PRI LA AiE , NSIAD R
HRBTR 25

(=R97

FBRVEI, SR R, AN S SORE 1S & i AR A
WME—IRTT , 5 [ I A AR IR AT B8 LA 7 A Fof
AIE,

L CEES I 2R R AR AN ILE TR YT« 1A
PRHET e FEI 2 RGUAER . 32 P oK Il
WL B A, 5 DR . SRR AT T
AN K sk S 4Bt T AL DS R, A E0™ Y
P2 R GUREREL 2 i Mo A i, HEREIRYT R e Dk
TR B AACEN , 41 3% FAL A ZE08 T TE SR TR A
(R G B SRR AN KD, 4~6 W E A, Bin A
1Mi4H Tt 4~6 mmol/L, 2 J5 H3 45 Ifs PR A 52 56 25 K6 A
S5 RE SR, AN/ NS A 1~2 mmol/L
BERVEARGE M . 24 h N IRLEN B AN I i 8~10
mmol/L, 48 h I N AR it 12~14 mmol/L, 72 h P
AR 14~16 mmol/L'*I (8] 3)

ALY TE PR, i 3% 95 75 He b s T, 36 ik
LH AR Ab T EBE Y , B0 3 TR R 2R A AE
(osmotic demyelination syndrome, ODS) , 7] i 81 &
TSR AT P BE BRI | U SR 2 A WA PRI X )
B WMESESER P H SO T, EREIRZ AR
THREAMAR 48~72 h 5 o FRIKEE B ERK AT
O AGEHTA I EA RGO A, H
I 32 5 A R [ R T, B8 kb 3 S e 2 s D
MR FAE 0 AR AN A A 3L

2. DA IS AR INRE IR YT MR TR Y T 2L
T S PPAR L3R5 3% H R DX A3 FLIE IR I RN
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.22.
| LA RER A L
PHEBIE R
v v v
mBtE] |t [t i
— BEIAYT
v v
e riAht
v
v v
1f1.4% 130~134 mmol/L 11 £4<130 mmol/L
/g B RE R A /s R IR
v
J —— R FE Sy
- < i ‘
- FUIRAN SR ALY e -
2k P
A
- AVP Z 5B 24 h M IMAN < 8 ~ 10 mmol/L || 554 ~ 6 h & 25 il 4
iR R 48 h PYIM4A FFF < 12 ~ 14 mmol/L || £ %>130 mmol/L
-HEwRYT 72 h IS ETF < 14 ~ 16 mmol/L,

!

[

l

e SR AR VA TR IR, DR 0 R
THALIE IR I, 2874 Ak 1 W i 25 A2 5
i L5 3501V, K B K 22 0
5 I AT AE 5 R RER

(3)FIIRFN AR PR IETT 5
ZARAKB AR AN I B — 26 25
PR R0 6 e P i 1 v 15 S A
REAE 14 it #h 7K S, I ] 58 4 e 4
B B [H), W 2D B AR BE R R A
TR

(4)AVP SZARFEHLH] : AVP 324K
FEPURA e 2 Rk v
HRARAE . HFG R H 261
I, % 24 0 i B0 AVP 55 R4
B V2 Z RS A IS
A5 X K R W, 348 AN B e A R
(14 L H 7K B HE R T AP R AR AN 1

TE AR TEPR B DIREA A s TR AL E B I AT, AVP I IR
3 LI I A MR R S 1 TR YT

A AR LR , A AR M ot 7 4 1 s I v
T = | R A IR L AN IRE A 23
ZAIE, BUG S o B AR AE 20— 2 PPl
BE AR ORI WLIh = 2 = IR
BINIE , YR 97 B FE FR R b 78 S Ak AR A
AVP SZARSEGH S i R b 45

P PR AT AN IALIRE B A 0 R B T IRBIRESS | I
T2 2B ODS, JEHUE I 44<120 mmol/L ik
FIREFRFEERT ] >48 h A I FHER S 259 IR
MAE JERS HE CE RN BRI AT e s 1%
P AP JATLARE 0 4 T 8 g SR 10 <8~10 mmol/LL, LA
4~8 mmol/L NH 7,

(1) BR & - B2l B v T e AR A B, FL ™A%
B RR 2 101 7 P S e LA e, 30 A LA T 2 R A
7E<1 000 ml/d FFPRAF I A B 1 B

(2) #b 7 S AR - T i 1 15 18 AL B BORT
TN I , 45 S0 X e AP A LA 55 A 1 ik 7K
MERL . — M s A ANk e s R A
gy E o R 4~6 h WU I B R B B 2 R F 130
mmol/L, BEGL AN P, .U A B
SALEN A AT ST, AT BE SN E O R
10 5 E AN BT R B0 1550 LS A R SR B
B, I WD S E AR G R R DS
FEAREA I AE 1 3k S Uk e At e e kg

F, FHFAS 6] J5 R 5 9 1E 5 51
ZE PERAN INUAE 36T, RE T+
LA DR G2 A P 1 PRI L 22
SPER AT, EVERESTWFSY & B0 3 A AN L AE
HE (AN <130 mmol/L) K3 13 FHFEAR -1 A ek
FET R

AVP ZRFEGUH AT 800 L 2K A =
i, i FH ) SR T 4R T A, FE AR 3H 7.5~
60 mg/d , {5 FFT I M) N2 7 B 9k, ] st A 0 ot 9 7K
S R 2 1E LN <120 mmol/L B FHE&
30 Sy A AR LT R, RN,
FrTEE 1 40 <120 mmol/L, i FHFEA 3 30 J5 1 40 3k
F| 125 mmol/L B o7 B 455 1~2 d DLV 2% ifiL 4 b T
o AVP SZARFEHLFIE 22 I PR S B0 AR A 1l
A B ARANTE TR AN ILE S 3™ FEAE
ARAEARERIRAE , B FR O AR AN,

(5) M A A IR TERR VB DIREAR 4
VLR, 2 IE P FARAN IfILIRE 7T R FF 322 P B O
RIBIT S

(6) HAhiRY7 2 IERG A, 157 FH 5 B A ILIEE 1)
254, B P b S AL A & BRI A
I RAE . TR PR 2 0l 3@ 3 98 8 MR PR B4 0 A i
IRHEME , WA S50 IR Y7 IR B IAE ik i 28 2R G bt
f30, B L RR B U R RS N eGFR S HLHTLF
PREAE IVER, AT T 5 R R e IsGR & 1%
BAIAE , R 25 o oy ok T R g L RS, 0 o R
BB
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VU 0 g v A - R

(— )R B L

1. B R R 2R AR PR R 5 AVP 2Z AR FE B
T S 800 A KW BRI e,

2. IR Y A Bl P AR DI REIRGR (AR
MASEHRESREE AEA FIHEEK R TEE
KSR 2 S AR AR A e

()2 IR S 432

1. 12087 : IM14H4>145 mmol/L40-5%0)

2. IR : EE R R pER . I R
R RS L BHCGE T B R AR T
1R AR JRK B A A0 2 K A i R R 3
NI | 5 A ORGSR T WG I il SO B A
VEEL 2 Bk ARAEA LK ) 3 = R S ek, ™
HIHEMmAET

AR INLGE A I 2R E kA R R (1)
IV AL IS FE 4T « 1L 40>145 mmol/L, 2 1A 1 S i
iE , B L TR B — i — 20 1 2R AR5 3
FEH THRE o (2) IRIE ALK G b - R 22 B 8 T
TR, AELAE I 3 0T R P 0 0 35 L A T R
PR IR B 155 RN bR AR X 25 B 5 DRAM IR 32 1) A8 4k
—3,

3. 502 ARYEAN AN A BT o (DR b
o B I 9 PR A - (DB AR R Bl K T
MRt REYE . QB MR 2 - A G 220 DR 5 25 S AR
SRR, (2) S 25 1 e A s PR 4 - D' A1 A
o A UG A B0 T 28 B okl eI S A K
AN SRR . QB IE R Z oK R A PR
A VB B K (3) 25 M S B ILAE < TR 2R
(2 Y5 i T 8 ] W S R A A A R s R
IKE YT E 5 R AN R P I K T 20 e A 2
B itesel

(=)3R97

DR DR =S anE Y v &R .
AR B | 760 BEIRYT i A P AR ), O I
B AR B R I 2K AR B 3 R AR A
697 JEL N R ] TE 955 1A, 32 o1 A

P AR, SR A T T O S TR TR
AT BEFH 0.45% E8 7K 5% 5% T RA T -

2. MR AR : (1) RIS FE  FRE B 42 1R
A ABEA FRAE TR EBETA, iR E4S
AR ()RR SRR E R R A e 2 R
Gl KRR B L kR

3. VERR I AN AN B PR, I 1) W
ML, LRSS I 0.5~1.0 mmol/L, 24 h AR
3L 10~12 mmol/L A FL, {H 24 h A EL <6 mmol/L,
IR A e b2 S 006 200 75 378 T AN Sl i 15
i AT E N o R A T W1 RGN ARIL DS UIEZE W
A AR AN

EZEWy DHIRBEEGEETERE

— . HEA

TE 5 IMAEHRBE 4 0.75~1.25 mmol/L® -
BT Z2 b R 2R 0 S [V ], G4 g 1 8 A Ha B
S TR K A U A A, LA RO IR B Y HE
o R LA 0 5 A F R TR R L R B ML
2 R'& DfekE g R HR D BT, 7.0 5 AR
L

= AT

O3 SR AR IRE 7 1 RO Dy e Ak T in
T REE IAE & A R MO T REAR AT ) 7% B4R
IR 5395 A IHIREE AR 5 2 ey = 1k
OER R RFET I MA L0 R ERIE
e B I RE LA R R B AT PR, AR R
29.1%, H 5K Rl HE . EIReIER & 1R
DR AR IAE S E I REA 2B E A RALZ
HYEE , AT A R B ILAE

=D TR I M hE

(— )9 R & AL - 1 T AT PR i« S 300K
BB AR BT . 2.RAAS RGNS - 45
S A e T 31 i 7K, 5 50 A B R HE TS n o 3.

e

AL O A S . AR g i !

241 9 25 LIRS TE R AT IR I it B Fi i

SR> (B4, o

AR MBGSHEIRTY - . @ﬁﬁ%l‘fﬁ%%iﬁ%bk(OS% & A 337;2 ﬂz%ﬂﬁ%'é;ﬂﬁﬁﬂ
1AM FEWAR I AP sk EhaK | e R R A T 2 R 22

5 5% EAMARFE1:380 101 He [ RS UIRK A AT PRI T R R R

PR BCH] o A a R A AP SR

4 LIS RAIIAE ISR AR
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PR < A PR U AL | P IR PR X 2 7 A I R e ek
B, R0 I BE A A 1) A N RS o IR .
i 55 AR R B B o R S BOE I HE
Tne 4 25 2R <R BRI HE e ) HE T, B s B
T /INERHEE A EE R, S AR, 5. LS ek
T AR A N RS

(PR IURE XL I A RE MR < 1. GOV 2R
B RURR ) 2. BRAKG B 2 465 1 8 % 45 1 30 skl
3. P EENBI G (Na+-K+-ATP il ) SHREW 55 , 51 5E .0
JULZM B B S AN o 4. S B0WT [ PEAR AR, 5. 4
PJ[IRE 21N e = N S A e G G AN = PN

(=)W KRR S 2

1. 2 18 <0.75 mmol/L.,

2. ARCEE MUAE B 7™ 2 1 R R AE A0 I BE
IAURE YRR FNMBE AR A . 2418 <0.5 mmol/L
IF FEAE 23 H BRI RAEAR o PR IS A PR B PT
BRI O VERE B ARG E S ()0
M8 RGPk Ol 3 i % EPR O
L OAR R AR R O Bl TV M

Sy SN, (2) PR LR RS - Bl L LR
28 R TE IR o (3) FR A R 45 - R E
AB 9 T

3. 4125 (3R5)

RS G IMUAE R 418 LBV P FLE IR R B 42
B s Tk AR
TR 1M 0.5~0.75 mmol/L.  FEMRFRIHEEICHEIR
AR E oY <0.5mmol/L.  FEARHA o™ &

(W)GRY7

AAETE AT SRR MUAE A I A B, an O A
H AR UAE ARES INEE S TS SRR T R
R FE AR 300 J55 25 0 0 350 45 245 0 ol i R T
FUVEAS 2 A5 A7 AR IE o IR IUAE £ N A
N At I L IR LB T RE AL LI

A IE O BB IR BE INLAE , N B 56 -4 0T Ab B
o PRl o AR AR I 15 PR IR ™ SRR LA
B ) At R 5 25 L A5 DR 3 IR R b R B TR 1 2K
R AR 2 IEARAEE INUE BE 75 Rk R 1T
TG , 2518 AN AR, 0 2 S AE R IR R
FERFEA R B . O B BB R A AR AL A Y
MO S F KON B RREE A A e 1k Dy
B HEIUM B AEHE7E >2.0 mmol/L, I 57 4EH57E 4.5~
5.0 mmol/L "% 5 v A 1 % 40 By ik 3 6 ¢
(IXETA PR O 2 BN, #E kA PR R o s Ak o

L. KR FEAE R < X i R AT ol i s bR
MRS I 2EATRE JY RO AR AR, d NGk
FNFEBREREE 08 H BT 7R 4 24 B AL 37 B0 g2
WO 5k BREREE 2 ¢ A 5% 2 WHE ST, 5~
10 min N5V , BT AR PF B TE S 20 mlimA
5% F R MEVE S, SRS, L k/d . T DR IE
HBE T ABRIREE 4~6 o/d, 15223~5 d.

2. FUIRBEF - 2 B sl TORE IR A0 3 A IR EE I
iE AR B L IREER . ik AR HETREE , 500 my/
U, 2~3 Yd B AR IEE L 2~3 /IR, 3,
B SAALEE , 400 me/R, 2~3 YR/, HETRERR BE AR W
I EE v, AT B8 A 0 1) AR T Ak T 32 1
HAE

3.0 R IV BE ILAE (R PEAS ARy T (5)

= DTS IR LA

(—)EWi B llf R BE

1. 20 : 1f14%>1.25 mmol/L.,

2. Il PRSI« 1185 <2.0 mmol/L st il PR AE AR I
IRAE AN B B, 145 >3.0 mmol/L I 43 3 B 5 &2
BRI (K 6).

(TO)IRIT OB B — B B B ILIE | W ST
R4S S B 25, B v B I L D B I AR
H B NERR DS BREE , TR RRRIRIT . AL
I 7B AR B8 ™ F e ILE A A 1 5 00 LA e
BEES T WA AL S VR, BT 2 - ik
e 1 A % B R 45 100~200 mg, 5~10 min P 4
SET AR 10% FALES 5~10 ml A8 # k5, 7]
;R R A, 450 D RE RN B D RE AT, 3 2
P45 R R R DR TR . D BLRT 45T
W SRR RIS IR YT o

FENMI CNRBEEHRETEE

— it

(—) A H IR Pt MR AL F R
RZ—, e MaiiER (L& s JLaEs)
TIZHRERE (N2 5 ATk AR AL . — PR E
R Z I R 80, 25 2R A B HLAE,
U ELT A A 1, SR FR T 2O LA
WA 2 R SE 8, 25 AR LA QAN D R A

(AU = fit B 53 PR P ) 8k 55 O 35~45
mg/kg, (AR LA LIRS IR T S H .
BRI A IR DX 30 3 g DTRE DX R i X, i
FFE LA IX (Rt 1.5~2 o) FIEAEZL 40 L X ($
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e

| DL % P Lo 3hit i |
v

JE AR N B R G, o S i iE
BRI SR T FUE 552 AR P B2 28 S8 )
BT 5 Jim 25 2 A8 B0 07 o 44 2
TR 7= A e 2 B ik e is a1
e At 4 o) LSk, DT 410 )+ 48
W MK AR TR PR Sz 200 i A

v

v v

| AN
= AT
0P AR 5 OB

AN HRITA
RPN

TR Wk BZ R 5 1
BRIZ 5 YR — 3K, 55 4 W £ B 5T

’ A 1M1 < 0.5 mmol/L ‘ 1% B2 1l BE 0.5~
0.7 mmol/L
v
R RN
VIR BRI BE TSR 2 o AR S TSR I EIRER
L, 5~10min(A[TE5T) ARES ANl S
- Ak 2 KO TR AR B L I T -G bR
KRR 4
EIRCSsE|

BS 0 ) E IRERUAE A FINA T
F6  ELIMAEAYIR R

Ak IR

>3.0 mmol/L WLRJE T EERE R R RS0 (2
AR AEFR PRI A

>3.5 mmol/L Jid Sz PR | WL A AR 2 P IRk g

>5.0 mmol/L W ATLBRIE W B ek o Fl ] LY 3L 8
s AL SR OBt g%

7.5~10 mmol/L A

WLLLEE 1 A5 R S A 20, B 2904 400 mg) 5
JE B AR AT (A R 1) FIRUIR N B R 58 (B
0.6 g) SEFAL AN BREE B BRI BT R

1 R IR« 358 B 2140 0 28 IR A B 3R e
Ja BRI 25 mg Bk, = N AER Y 2RI
LM TE W B R AL 1~2 mg, ATHRTH 2238 |
B PR 2 G A2 MR R R 7
EYITC R FEARIE BRI, s PR 4 6L 35 1Y
TR AR 5 2% Wl RS AN 28R i) 22 B 2R W o,
A& A BRI 7

2. Feis EFAR LT ek tis i LT
P AT B PR 2 3 mg, BB 5 e Bk 2 11 32 1A-1 45
A WA BB T B T 7

3. BB« R 1 20 S PN A Bk Y R
F1, By 1307 B B A A0 Ry SR, IR 4 240
R

4. AR IR s A AR R 2 SR
AR BT RE T+ A AR 4

BRI = e 2 1B MO R R
K 50% ZE AT TR A IR B AT
BRERZ R R N 57%~T3% , AN E 5
L H 329%~56%"77) 0 T fiE
M-IV 2% 2t R AEAR IS (n C
IV AR DY S =R )X N Sy
T IE BRE E 2 0 T
WO 2RI 0 S SRt i RNz 32
BRANAIT B E O TR FEL
= IR A IR =
(— )9 A K KR HLA - 1. B AR 2 - RS
BRAE AT D, 18 K I S 2R SOk i
55 2. Bk B R0t 22 B/ IR AT B 245 ) s P e
PR AT T80 M i ; 3. 2R R B RS O g i
BRI R RGE TR =L
BREE AN R/ R 2 28 e 5 Sk G &
FERABAT B A, PR 4 X gk = 77 B ki
IEE ST R R R IR AR XN RE R #51Y
BR LI B 2T R B D e vk e = 7 Ak
Bk i 2 RN T Be M Ak s =2 0T DL & A de] DA
AE,
()RR S 2 W
1. G PRI SO0 I, i = 3= B 52 i B 1 A
2 PR T ZE A R DI RE , S B P % PR B AL RN 2o
R RERR AT o #8 B KT BBk Z AT 200
WLBE S=ACH 58, O WU A D) RE R A%, i85 350R
WL AL B RE R 0, s R IE T
K IAFIFIAT BRI 3200 A0 e T g BET %A
BT = 7
2. Wi (D)2 Wik - R K27
i, PR =2 8 S5 —RAREAN TR . HEE <
100 g/ L B FR A 28500 Bk ik =, 8k 4 A T 100~
300 wg/L HL IR 8k 2 11 R0 % % 28 AR RN B (A
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TSAT, TSAT= 171 4Bk (19 e Bk B F/E R Bk H ) <
20% B, FR A DI REPEER B 2 7750 (2) 12 W7 5 ik
TSAT Zi2 Wik = ) HEZ S8 b5, e X ghik =
AT REME R B = 43 2 1Y 2RI . R 1 S L
PRI BRAAE 1, BRI 2 S8 w] T T M e 48
TSAT S W 8 1 BR AR T AR 5 i VA Bk
L % 2 A Bk — A RE B e gk AR
B B RERR S XS Wk = R e, 2
R Z 1 b, (B PRI TP AT B, AN LA
177 AR AR 2 AT TSAT il S e B i ik
S, ()it OFr A FgWi.Ca B, e
BT, BN AR . @i B
HhBE A RE R AR R = | TR T A R RO S R
WS ILEL AR K- fnef, #0005 30 ) gk A PR 2
Z /D —ETPAL 1~2 K. @18 PO 2 B il 3 5L
(EF)<45% ¥ , 2 e £ 25 W00 )7 s A AR )7
(tn CRT) Z/0 340 H S A5A 16 shie 1) T BRI =
SEREAR , I AT RACHPIRES

(=97

L Ah TR

(DIRITHESRR X TAR PRI I 7500 B 9.0 5
(HFrEF) & gk = B, oIt e 3 42 1L, # kb
BRI AT 3 5 i e I K ERER T  TSAT A £ 85
K-, Bl DI RE 390 AR I BT RLIE 43, 3 5 15 Sl it
71, AT REREARC LA FE T38RI AT BE 3, O i
B A AE TS 2 L B2 A AR
BRI — TGRS | T DKM n] REE A A 1
WLRE S AT e 18 e O B Ik = B3 3
B I3

(2)3B97 NAE : B HTA 8 UE B b3 i AR
I7 A ARGV HIEF B Th it 70 FE At O
AR i 73 B0k B B0 3 SR TP i e Z IR, PRk
HFrEF & IF 8k = B 2 AMRIRY 7 I i AR

(2) BRI e 45 - MR PN FE IR Bk i SR
BR IR AR A AR R , 3 WU N K LR I, i
JEERMER XUBSHAER , (B R TJ8 28 T 2 mi) O e, Horp
H HBEHRR YIRS 7L B AR 8 4558 i
BB EY A WA = BT AR 1A
PEMZSALHR L 11 M W3 S A R 2k 19 34, %
AN R] B B FRRR AN S R A A SN, AN 2x i
JE RS o DK R AR A A A Ik A b
FRAER AR Bl R 27 ZE B (Ferric Carboxymaltose,
FCM) 5 22 ZEWEIFER (AR S A gk, HORMER T R,
NS BRA ZR S0 AR AR I BE AR XU, 3 805 1

SR T ORGSR, FCM AN 5 5| i 480 Ak 1 08 s
NI, 532 BT FCMANZS 5 5 | I ILAEE .

(3)FMZ T  RMIRTR Y7 SEAR SR A « 1 5 Mk
i R 2507 28 « 455 B 00 () B i T TR
RS P 2 A7 R 5 BRI T e B — R B IR A T
(ZWRGTRIFRED1E), ORI EF 259
1) 2 BRI I o T 257 5 MRS i kA sy
RAS B IAMR S E ARG YY . OB £
s AR B AR A | SR AT AR R R
B A] SR FH AP EAT Al 1T Ganzoni 24 2
P00 Bk 2 B (mg) =R (kg) x (15— 1L 41 26
F 2 BRHe ) (g/dL)x2.4+500, fH3EES DA
FPEk = B35 1R SR & P A K S 1000 mg, 7]
VERAMERI R E H AR . WER Hb>15 o/dL, WIATE 4
THMIRITY . OfilE 2 7 T A IR
AIAMK T S AN ) SR AS B R o, BT TCS—
WeAF 257 % . a.FCM: FCM & 2k 4 50 mg £/
mL. i FCM % 55 K5 5 2k 1 000 mg/J , Bl 20
ml FCM, 4 19 BCRRS2 i ik S o K e 3 ek a4
TF AR, 5 S5 2 MR M SRR N8 T
B AN B, 35 4 100 mg/min, B 1 000 mg H#EVE 15
min, KGRI R FH 22 UG Tk B R R vk
A, 24 55 v 2 /0 W< 30 min DA & IR B SR .
b. FEMEEE . T KSR T 200 me/JR 1 B Bk B = 20 1F , —
A FE kR 1.000~2 000 mg. c. 1 ARBRR 42k 1)
AW H FH B K 5%~10% , L4 100 mg B 2 3 42k A 4],
SEFRIE R A 5~10 me, 7 F1 AR H 5= A
100~200 mg %k, H Ik #0268 1 8, — e >6 A4~
HPY, GFMKIARYT Ja Wi # MR YT 4 B EE
K2 B THE BB M 5 S R AR IEPIR S
G 4 JE NI HEREAMERIRYT 3 H SR TP kR
FIFTSAT 7KV 697 H AR 8 LRI TSAT YR
TEH, Y48 N TSAT A —E), DL TSAT i,
Hafigksh = B WRMRIAYT 34 A R AR kR
F/EE TSAT B RATIAE AR =, ) 4k 22 %0k (B
500 mg FCM) o BRERPEFT I, #MKIGTT 1~2
A G BN LT8R KT, An R AN A 3
B, ol B R R TR, DR E AR AL
PR R o b= U IE S5 , i 0 F BLRE T PR
— B AR IR TSAT 1~2 WR/AE, Byt f
0 FR S AE RS O 2R YT SR b O R
B IMLLEE (R R, I B REPAG 2R A PIR S

(4) FNEK R 7 T 00 30 P e RNk 2 2 4
(), (EL B = K 2 v A SO RO B i
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MR B AR A KU ™ B KRR A B L R A
A (1% H<10%) 3k % S9f AR T @ i AE |
TS A R (AR B e 2 5 | ke Bz R €)% 0
S, DU BRIV R R (20.1% H<1%)",

2. DA IREZ BUTRYT RN« (1) Al ki
ZIAEEE AN G I I Y AR = 0 R R
TRURAMERIARYT , #MER L I BE AN N 7 v TR R
(2) [R5 Ik e = RN A7 1L () b B - o0 3 [ st 5 5
BREZ RN RO BRERE ST 1) 2, 78 N i 25 HAth 5 |
ML AT AR T B4 SRR il ik 3 i 2 o7 A
LI R 25 S5 A RLIR Y IR AN, 1R Y7 R A
e

3.0 R E B Z PR TR T R R —
A RIBFIEAG ERACRIR S AR . 56 4 R IE Rk
it = R IMAFAE S A5, 2 R ORGP 0 - (1) ki
Z A I (BEPELT ) 5 (2) BBz AR A IFAML
(3)ARgkEk = RBUWITIN ; (4) TCRRER = FIFTIM . 2
5 AR PEAR AR SRR A N AL PR (11 6) o

VU O s G AR

BRAB ERIHA MY ARk R 125 G4k, BIIEES
BRI = AR 7 A B R SR,
INGRLAR G2 B ORIAZ R 45 5 2. 4l %5 PN 9
LML LS AT - W AR (R, 5 1RO LR O3 P B
DI RE A A5 5 3. M TRT IfE JXURG:

SRR 28T R e K, T e B AR
B IR A MR S 2 3 Mk i ) T AR AR S R 1)

M0, k6 R PR BB A

PELF VIS (BT RS 7 BEBE ), R 5L (ZR K [ o i
EREEIE) , A CE RSB IR A 4R B ) , Bake (o [ R
SFBERANERE) , P R 2R B BAMERE ) , Tin 2L (P B
SFERLEBE R AME L )

B EFEM R (RERHIEHRF ) (1 (V54508 R — M
EEBE) , PRk (b HOACRFERRE ) , RIBE (I PH R R 55 — R B )
A (AR ER S E MR AL 22 TR BE) , % K (BRAME Ll L
MAEIRBERE) , SR (VLI NREERE) , S IRE2L (rh [ P22 b B B
SNEERE ), ZEET- (LU AR R T BERE ), < B (b9 Sl R~ PR 27 B
B s B R ), FLUE (DU N R BERE ) , Dh 2R (DU 42 5T 5
—RmEERE) , AR L (R B R BE B ), 200 GBS A
REERE) , RIAIE (B = A ICF YR BEBE ) , I HAT: (RO AR
BEBE ), AL (REAZZE B s Bir R e ) , AR AR (IR DX B
BE) , e MO  FIBE BB ) , WhE N (22 55— BB,
AR CEMRAEEE BT ) , sfil (b [ B Bl Be RANEE BE ) , 5K 5%
(hE B AR EBRAMERE) , 3T (PR R 2R A B BAMERE)
S| A (R R 2 E R B ) L 4 238 (B B =B Pl B B )
ERAM R : GRERPFEHF) T 3CRALRORA BB, 3
e RS G ERC = IR 28— BEBe) , PRE (_RIER + AR
BEBE ), #d (AL E R 25 R e e ) , Ji i (it 7y =
Be) , 77 BN (Lt PR AR B8 ) , A% 38 2 A1 (PE IR (136 XN R EBE ) , 58
JERA (A L BERE ) , 8 75 T (VL P I S BR B ), kAR Ll (el =
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