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REEHE S| KB EHAR , W ENLIRBLK , R4 S0 R At
B BT RLAT o

=L REfE R M2 T

(=) e BRER RS eE

1 B HZE 2 RUBEIR AR A DKA ¥ 2 2#: k8. 1 HHS
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16.7 mmol/L Bt , 54} 5% HABEH B LR B RIBT , HEM
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AER[Na"] =B [Na® ] (mmol/L) +1.6x
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HRGEY T E MSME B FIKE B IR SRS, AT R A
WAL N R BARNE ., RIMEEMR RN, E DKA &
3 1 B R L B R 5 I I , PRI B RS TLBE K
F Rk E S RGP, Hb b RBIR S A/ R BIER RIRIT
WAL, —IMATREHETI R R B, LRSS R R E R
fhnt ™8 DKA BEFITHNBIRIT R ZR HARE ., I
Ah ARB B LSRMER, Bt BBk RE, FRASE
WG AN FE 3R R A RSP A R

Drsr RN THR1E ™ B A B, B R 6y 3t
TRACFERLEELR, BT —EFSRY, 5 RK
WA, HE IR B R AR R A A 2 SR T K
R, HAh, AR AR AR B, B T R A, HTBE PR AL
SHHEBFZT 20, DKA B 3% D) 500 ml/h i B b ik ol A ok 3
I HR. BRI T 5% 1 10% 3 %8 e it
S ML VR, 45 R B R 10% B AR R M T B
B AV WL 3 4 7 A, (B ) I Y pHL L K HCO, BB B3
BLo BEAIEAFNR R 55 1 /N 11000 ~ 1500 ml (R /B 7K
T2 A TTHOIE BE 0 ZE 2000 ml) ;55 2 /AT : 1000 ml; 58 3 ~5 /)
i ;500 ~ 1000 ml/h; % 6 ~ 12 /T :250 ~ 500 ml/h,
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WHREW:

1. ESBKEERSEO0TU kg™’ - h™ ,EE DKA
EEMLLO. 1 Uskg BIKEIEIFLL0.1 U - kg™ - h 4T,
245 1 /NP F R 2 10% , W EL 0. 14 U/kg FefkiiiE
JEAREE LIS R B R R

2. PRI £ I A R MR , 24 DKA 8 3% i AR A IR
B <0.5 mmol « L™ « h™'  MIFH MBS RIFHE 1 Uh,
IR ZE R B B 5 vk SR 2 B (DKA W7 IR A B &
BTRGEREH) BIKBERET.

3. % DKA B3#M¥HA% 11. 1 mmol/L B HHS ## ik
F16.7 mmol/L, Al /D BESG EMAERE0.02~0.05U -

kg™ < b7l pREERBRENE R RO A B, e TR
BRESAREREGRHBERE AR OHELT 8.3 ~
11. 1 mmol/L{ DKA) 5 13.9 ~16.7 mmol/L( HHS) ,DKA &
Z 1 Ed <0. 3 mmol/L,

4. JRyTEe b DKA B, AR TESEER

5. X DKA B, BEA RN, MITHENE TEH
BEENR, EEIEBKRARSER 1 ~2 h #ITHRER
BT ES . HBELEHE, TSR R R 5 b

PARTHIEIT B Nk E SRS £ 0.1 Uke, Fi/5
PIO.1U - kg™ - h™ ' BERERSE, MELREHL BB
BRVAAR BRI ES B S R, WA F0.14 U - kg™ - h™'
RIS (YT 70 kg H8 3 10 U/h) BBk TEIR AT, XA/
FEESEFERE ML 2.8 ~4.2 mmol/L M E |
B, BETRAS 5 KM B BRS RIAT MRIRRCR . 1677 L0620
PR 2 W) R 25 A R M R G 7 1 T ot 7 o DO ) PR )
W DKA HE 5 1 /had imbE T AR 10.0% 848 2 2.8 ~
4.2 mmol/L SLIMAR K FREEE AR 0.5 mmol - L™ - h™",
MFIENER S EFE 1 U/h, FNGERKES REHRE
B B IEEIET, X DKA B¥ MRS 11. 1 mmol/L,
HHS B E 1 kE%E) 16. 7 mmol/L BT, B A7 118 B 5 K 09I
HHERE0.02~0.05U - kg™' - h™' FBS I AKAEES
R RS, D M4 R 7E_EAKE, EE DKA
5}, HHS A/ MBS fa R RIS BMER .

DKA £ b7 fE B 3 I B8 < 1.1 mmol/L, Il R
<0.3 mmol/L, il 7§ HCO; =15 mmol/L, ¥ fk il pH 18 >
7.3, HEFMAME <12 mmol/L, FFEMTHESEREES
DKA 2B , AT 52 40 4 5 Wa 00 SR R (B K B8 58 DKA (1) 247,
R FRERTE DKA ety al #4847 76 . HHS S pbniEit
s SO M 2R SRR IE% . DKA & HHS i H B
FOTHEN, TTMCONBES B TS, CHRERRRNEE
A #4F DKA Il HHS A2 i e & RiRyr fl &, R RS
£ BHETAT0.5~0.8U kg™« dBBEITE,

(=) #MRYT

HEE:

1. By ik & A A e , 7E ML ST < 5.2 mmol/L B, HA
RUBIRE( >40 ml/h) B, R PG4, —RTEBTHE AR
WPINEfE 1.5 ~3.0 g, URIE MM EH KT

2. BRI <3.3 mmol/L, BARFEHATHMIIGIT o

RGPAHLUEERAL BENEERREERERE
R AT . BEE B S B A R E 4 IE ANEYT
AENGIT YIS MY T %, —TATIBHERT A T 29 B
DKA #4558 BIR 82. 0% i 52 M4 1E % 2w 6, T B
EIGIT T ,63.0% K BE KA TR, wAHERT,
DKA B#FFHA st B0 P AR A0 i, e, #MBORL AR P
ST RIS BEAT , AR 1k % A O 0 B 0 AR TR 458 2 I 8% B AR
B, BIEER R NIMITERE 4,
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FA UGS BRI T FUURE RO R P A R AR S AAEH, T
1757 (mmol/ L) T pH <6.9 [y DKA 83, i Tt fdi FH 0 2 10 B WL AT B v T
>5.2 ATHSAE 1 h W E SRR . PRI, G R L B 2 T A 7 B RO PR AR A 3R
Ta zgiiﬁﬁjﬁggﬁz i Lo S, A R T L R A AT B A
<3.3 RS 3 TR L P T G R PR AR SR RV AL, YA AR
W, A
(PO sy () BT
?E*ﬁ‘aﬂl: ?ﬁfﬁ%ﬁm‘

L ST PERAEE T SRR RUR R I pH <
6.9 (AR A AT HBRIAST , 7 H4 NaHCO, 8.4 g J KCI
0.8 ¢ FE T 400 ml EHHA (459K T, B1 200 ml/h 1
BEWEYEE D 2 b, L pH > 7.0, LIRS 2 NIAIE 1 K
FOBkIL pHL {1, AT 0 WL b I LRI, Y677
R 2 N ST 1 %K

2. pH 6.9 WRH KA IATHM AT, DKA
FAETERHBE BT IR 2RI SR 2 T2 T
TSIt L P P il £ i
— FIITI S, WO HUE B B 3K 5 B A
BRI KA. % pH (7 6.9 ~7.1 ) DKA B i
PEBRLRFIC R RS AR S 49T KRR AL
S, R SR A T O MR £ 550 B W
R MR T 2 A S 2 2 0 0 ML

1. KZ% DKA BE LB IR MIRIE. Ay
R X0 L B 8 JLIBR B B N I 41 1), X0 ) 3 LB
L PP ) B i 3% BEBR R v B < 0.3 mmol/L ) £ %% 7] b
FWIREL . FE BRI 4.2 ~6.4 g IMABET

2. BT KCHE S B SRR m AR b, il
#4F KCU( 5 2/3) IOBERR S (5 1/3) MIBLLL F RIRTT o

3. FERERRER AT 1 AR v UM 1 45

7E DKA Fl HHS 88 , U HLIRBERR EL 1 S B P sk /D
1 mmol/kg /KT {8 M FEBEEREE U IR B IEH . RTBEYE
AL 2T AR BB B+ SE B B £h %1 DKA MG R4S /A s &b,
Bt B4 sem e h o] 5| A2 /™ & MRES MAE . X+ HHS £ 7 A
BERRERIRYT , M A R

DKA 1 HHS 38y AR WL 2.,

B ADKA B HHS 1817 #iFE

| o= B I1VP4S, FFHEAN: 0. 9%NaCl 1.0 L/h (15~20 ml. kg™ h) |

BRES

B

WA HEE pH=6.9 pH<6. 9 BHERE B WEF M (RE>50 nl/h)
! l (EXEDKAR#) (DRAFTHHS)
ig 5 ﬂ%i ;‘ét{ ZRA | [NaliCO8. 2 gl ) | |
Y BRA| KC1 0.8 g, ®T 0.1 U/kgfsk (a3 moi/l || 555.2 mmol/t |
# # ] 1400 mlEEAK SRBKEE : I“'° : ¢“""°
M FEh S #, L1200 ml/h T
. B Bawnrh | o |kexean | [ Exbw | | (ERE w2
. B . 1A Wl — K*
b g | (B »
Rk
PP 0 Na* B L !
v ? ¥ MANER-% H K*=3.3~5. 2 mEq/L
N gsE, + - EE: Y
} = N@K MR ERAREFTN
1.5~3.0 g KCl
0. 45%NaCl
250~500 ml/h, O 9%NaCl DII(A H};S ﬁ':ﬁlglﬁ’i&ll%‘é%'v
R0, 9%NaCl 250~500 ml/h | mmo
RuFRARE BATRAEE T RS et | [ERESGT e
| | oo ol Tk A 0RES | [pEesmaez
LMHESL 1 mol/L (DKA) 2| |WEBMBSEN || mpe =0, 02~ ?ﬁ g{;‘% gES U-kg* b,
lﬂfg#l?;i)m Gus) 1, Bohove | RO/ 0.05 U kg™ b7, {2 L5k 13.9~16. 7 mmol/L
{R#e7E8. 3~11. 1 mmol/L, ; ’ . s
HEDKABE HEZREWEN & L AT MR,

W RHCO, R,
| A3 mmol. L. hBBE B

|

FHd, HARBULER

F2~4/ R AR . BUN, #ikpH. Cr. MUERIMEE. DKAZKHHSEIIF)S, iR & & et
, EATFETHSESERBHRAAESEL~2 SR ELHOEESEKT. TREHHE
SENEEY, RELTFESHETHAES~0.8 U, RAEEESEREHEE. IRFEH

Fr, WM & E R
1 U/h.

7 :BUN: i JR & ; Cr: JLEF
B PR IR B AE B2 - 2 ( DKA) IS Db = B YRR B 1E (HHS ) 1657 2

B2
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T MR G5 BR T M 557 3P Ad

(—) BT RIITAE

IRITATIAG A8 s RARAE R 2, AL DLIR R WOIR S
HUHTLERERE(R2.3), ELREREREZAT
ENAI A MBL R R & 1597 . DKA K HHS AT E %
T, A B L R ) B R O PR 2 AL LB B
(] B

DKA J HHS &7 3 i M E AR

1 HEFEE ={Na"] -[Cl" +HCO; ],

2. ARKBEE(P,,) =2x ([Na" ] +[K"]) + 1L
5 (mg/dl) /18,

3. 1 Na* 21 2 1ERY [Na® ] = JI#8EI[Na” ] (mmol/L)

M %E{E (mg/dl) - 100
+1.6 x 100

()97 M By BOF A

BB RRE 2% DKA ## e B W 55 (ICU ) 89
RITAR 57 ICU T M. T HHS 7E24F 2 AUBEIRR
BEPREER, A¥ 'R R, B, 2R ER
e ICU ™45 W i1

HUGHTELN TR Z WM 574 ~ 6 h B/ BTA 8
K IER BEJS 55 2 ~ 4 /ANetAG I 1 Yk e A B A S o A, B 4
ANEHRGT | YRR E R AWLER K, A ERIETRE . [ R
CRBABARE N E. TARFH DKA BERTH—BA
FEE KA B K i S4B, TR Bk L pH (BT L B Bk pH
{E 1 0. 02 ~0. 03, ] FI & Bk i pH {E IPAG 16 77 5OR , T 38 4
B sh Bk R R i R RAE

HEFEAR S i B-2 T BR , o4 A4 ad A IR BRI U 5 7 ¥ o
e 2K, i PS5 P 5 M 0 ot A 4 BRLSE, & DKA JRYT SR B
M—AEAHS, ERAEZREFANET LM ER
W Z. B 7. K IR, 2D RERG ) DKA s Iy B2 TR,
X— A RRYE . HBPESR, B TRBEKEER,
W ATRARSER BB AR, BRh B SAEAE HIRT BT
BE S WUIAY & AE B S BRI A 5, B JTE A
BTG , ST

B T RERE T DKA RIS, E b, el o 9 {5 7T 3 AG
TAYTRUEE , 25 To vk W I i R B O AR R M 0, 54 1 R <
0.3 mmol/L, ¥kt pH >7. 3, FInS B F Wb &, W TTHe Ay
TEERERIEIT.

1697 WIS bR BORTT A A TRAS

1. ZMAR =3 mmol/L, ML >27 mmol/L H FHE#E <
3 mmol » L' » h™" WZF4s /N WA 1 YK i A A i o

2. E/NEF IS 1 Yk A, G i R T BEE BE =0. 5 mmol -
L7 b MR P R EME 2 d, AR T EER
<0.5 mmol - L'« h™' iR EMFE (1 Uh) EE
AR E

3. FETouk W I o R, S0 0 e M B R AR R, It
HCO; bFh#ifER k% =3 mmol - L™ « h™' 35 E FHE B/
FERBRE SEMBESENFEQ Uh)  EEHKE

ARSI HIRE.

4. % DKA &M% <11. 1 mmol/L,HHS B& ) Il b5
<16.7 mmol/L &, % 4h 5 5% WE B R ER KA 2
PR, A4S B E 7 8.3 ~ 11. 1 mmol/L( DKA) 5 13.9 ~
16. 7 mmol/L(HHS) ,,

5. DKA £ & [flff <0.3 mmol/L,

6. Na* & 135 ~ 145 mmol/L,,

7. BAEFEBT ~9,

8. 4§ 3.5 ~4.5 mmol/L,

9. M¥BBEETHEREEN <3 mmol - L' -h™' H
BRER 285 ~ 295 mmol/L,

10. 44 /NEFIET 1 RBERREL SR, IR EIER
IKFo

11. ‘B rhEe HbrfH : MALEF:55 ~ 120 pmol/L,

7S B fE 53 ZAE IR YT

1 fRIE TR S BB WA IF R R, A
WERRERANMEBBRES E@E, HASE 10.0% ~
25.0% i) DKA & &R AR MM, FEERNEREFIE
HUBL S S R Tk 57 DU B 2018 8 S AR AR, B R
HEEEEAR M, 13 £ 1 50 I f 5 R A W PR T B A
HZx, HHS B K EMMES L, AiREERS RaEL
B <5.0% &) HHS B3 AR <3. 3 mmol/L,

2. fRIm4H % M 47 & DKA 3677 ¥ WA B R ERL,
SR DKA & HHS B¥ AR I4P8 % RIGHY, BERS
BT R ERPEG, M S 28 TR E AR MAE
W REA AR A () DR E BT T,
B - ARAR MLAE 6 5 , i $PRE ZE 5. 2 mmol/L J& B 2
IR E ( >40 ml/h) BIRTHR T , N T B M

3. AR P E . 7E DKA RS BT B &
oiE, RN 5 Al S AL A 3%, 3% 2608 1B B A A4l SR8
R X B IR Y, BRI RIA & A4 2t B T RE s
WEmEAR. DKA TR B A B FHEMRERR
B G SRR AN ED, AR FAREaRE, S
A EHIERERAAMR,

4. WK R FRiZK AR DKA B dE 0 B T B A A
IHE, LB DKA BE WK R RHRER 0.3% ~1.0% . i
4 DKA S8 /K Bk 80755 A 20.0% ~40.0% , 7 JLEH]
Biik 57.0% ~87.0% . HHS JRW] & A4 iKMo B 7K i 9 e
REIA L8 RS S B ERE MA LY
A LB IR RS, X e bR A AL TR B T3, 4
g RN, A MM ZIL oKk, — BN SR
7 Jo B0 LA A1 i A Il PR AE AR, R FERAR 5 (> 70% ) , X
7.0% ~14.0% M B EREBRER TR B GBI, B X
FLEI MR 22, T A2 i T DKA #1 HHS W7, il
G I, SR R4 25 48 MR A A 7 A 8 I 1L 2388 1 , BB 1 R M
JEE FREE TS T KR B ENBUE, K 21t
AHEMZRSE, T Bl S & E T RS iy g2
BREZ—, XTHEBKMYEEEEEBHITERER
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itk KoK (B EE T REE A >3 mmol - L' -hm"),
2 DKA £ M= 11. 1 mmol/L K HHS Bk E
16.7 mmol/L At , RGN B MM 1. ¥ HHS B, MK
SERARFELE 13.9 ~16. 7 mmol/L, H B BIRE M EALRE
Bk BEIERRSESRE.

5. MBI AL : & I BE 1 5 5 B0 A Ko BER A, 2
DKA J¢ HHS % A= /0o igi 085 A2 8 iR 2 TR . R
B PR 1L 255 T AR TS ML AR S S A fE R U R R A

FIRHZ—, K5 T &R 7 B MY AL, 2R, v o4k

PEUE A o2 etk AR

HHEL:

1. A DKA BRIt B E B A LRI B INT R
T U Bt s i s SRR R B, A 1 ~ 2 /1N
5 LABH (AW L% 9 2

2. b I ARAT AR BY 2 4, 24 A MR 2R 5.2 mmol/L
ZJa S AR E (> 40 ml/h) (HITER T, R TFIA M .

3. LUF MBI AT A SRR S 2R 3 R A K e 4 1
B < Xt 5 % BB K FPh A 70 98 B B R AR FEFT B R R Bk o
(BBEWTHE >3 mmol - L' - h™"), 24 DKA B3 R
Z 11. 1 mmol/L K& HHS & # 135 F| 16. 7 mmol/L i}, Bt
PN ARSI . HHS 5835 MBS 5 {fR4F7E 13.9 ~ 16.7 mmol/L,
HERBRESMMASERS R S E . BHGRRERE
Hik.

4. {84y F B 20T 1905 I A T8 AL, % T AR TR JRL I i
fE B ] BB

£ R MR AR AR 120 51877

(=) LESH P EEMBEELNEE 56T

REGHRZ 2E%NIILESE S ER IEERKRT
R BE, U X HRE S 20.0% ~ 21.0%, #i VLN
43.0% . L JLEBERE 6 424 97 FiI4E B 2 BUBE R L
HERIZEOEIR R DKA B REZER 7. 4% . i 15 F3f
FHW LS R W6 B E HHS (1 & 4 % DKA K, DKA 5
HHS &R &I 777, DKA HHS £ £ 1 10 5 L E &L,
DKA 43 HHS £ L4 5ol DKA BJLmsEE e, U EALE
FPE,BHRTELFEREEREL, HFIEMRSSHE, A
DKA &3+ HHS MR BREI . H B RIFIRIS TS E SR
FEFEHEEE 1 BBERR HHS e RE X,

R BRR N LR R

(1) EEWREM: JLESRE M DKA J HHS IRz A
ALY B DA E I T R TH AL TE S R | S E S R B
2, MM TFAHERENRSYS SREENEETHAETL
WEPRIR BORR 5L , FF 17 FRME L MR R SR 2, BB O 38 A T
DKA,

(2)iWbrdi: JLE K F 45 5 6 518 Wbn it 1
%5,

G IRT LERF AR B ERBEMRT RS
BANBEE,

ARIBITE M EEERY A RIKE B IENE SOEE,

®5 LEXRHOERLBEREESHE

- BRWIERT & LB mﬁu
’ BE  hE R SPHEERAE
pH {E <7.3 <7.2 <7.1 >7.3
HCO; (mmol/L) <15 <10 <5 >15
1t i ( mmol/ L) > 3.0 (i)
i %% ( mmol/L) >11. 1 >33.3

51 /NI AE B K BRI 10 ~20 ml - kg™t - Tl
Ho BT 4 h WAMNE S B AR 50 ml/kg, 484 ABEL
48 h SR E B R E N B, 24 h B AR FEER K (AR
e EBITE A 0. 45% FAEH) MARLA 7.5 ml - kg™ -
h™" [ R 15 5 s R s 3 mmol - L™ - b7

STFHEEREAEUMAENARERS R, TR
0.1 U - kg™« h™" {2 B H5 42 # Bk TR B8R S R EI AT,
M DKA BEMAEE S 11.1 mmol/L, HHS % I 4 ik 3
16. 7 mmol/L it , FFERHC R4 F 5% HEERK, IR R
B meE g 7E 8.3 ~ 11.1 mmol/L(DKA) & 13.9 ~
16. 7 mmol/L( HHS) . 7 4 I ' v Fi£ vy 3 28 35 A0 A1 5
e, BB E — R AN 12.5% . FEEu ki T
HEALJHE KKK, YEEME <1.0 mmol/L &, A
BN FRSEIRIT.

7E DKA By g R vE B S B o B b W I 2
TGP , 7856 A & #1281 A 5 F 0o e M, 5 T e
TE g , )RR VRO, i I B R R A IR TR, ek
MRS SO AR ~3 o/d R 1L

P H GRS 1L E T 51 A 40 M R ) RE R AR, 0 BEE AR AR
B, BRI A TEYE 2 W B i #h FE A AR AT 25 AL, 1H A 78 if 4
L FTFENE B ok A U DL R (e PR ER R AR .

HIFERARBREHNFEA AT MER R ERER T
T A U, A 2R AR I RE N Bl AR B R T R A
FER BTN K B EE, LR . RA Y3 ki<
pH < 6.9 IRFTRFEE AU O AEWEE J1 T Mt il 5 BRI .
HH 5% WL AN ~2 ml/kg FBESETE 1 h LI EBFRI
ZEmA NENTTUEER,

— B PR B, 57 B SR B A F 14 . (1) HERR 2 i A
MAET % 5 (2) — BRI S bk 28 08 6 hE AR S B 457
H&ERFE0.5~1.0 g¢/kg(20% HEEEE 2.5 ~5.0 ml/kg,20 min
D (3) ARG RN E Z S ER 173,72 h W2
WAL E; (4) BILEBE LR ICU; (5) —BEILFER
SE, AT CT LAHERR H b2 W7 (i i A2 J A i it ok A
) (O)FRIT2h EAREFREEFRNEHEBE, (7)1
Y1 T o

JLE DKA AR 3,

(=) B M RR KW RIET

I EFEEMBERIERERN. RLEEEERMBLEL
FHBARMEN EEIFEE, B 0GR FR B
R, KA BE RIREE &R 2 B, BT A &
PRI AN B B /KA AE B, Ry % g A 1 o 4 0 i, e
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RAE
WA ISR AR AE B BEHRE
ZR, 2%, HE 7K A B JREA A
B, 205, Wt RKPFR (Kussmaul FEIR) BT
BERER PR TR ms, R¥E, B
B / TEEE / A ALK L RESERR S
J 5 a
> mam?n¢a =
v v v
m;(i;rég/%isa) g’ég%@ﬁﬂ‘lﬁ% BB
Al D
BRE GBS B Rl
Rtk
l &mﬁﬁuaﬁ
S FERAR AT it
A SRS/ AR N E R, MW 48 hol b Bl
B BE EHHEEEHK
C f&%: H£EHK ECCHH THRE Tk
10~20 ml/kg, 0.5~1.0 h BAEMASMEYE: 40 mol/L

URMA, TEEEZR
HER. BEE—RFE

L
1230 ml/kg [H&%0. 1 U ke e EMA)
TERR AR
REMELE 1K/h
REGIHIHAR
BHH MK RRS
FHRBHRT BB RN AR,
BhELRE TRE17 mmal/LuT:nim"Fﬁﬁms mmol/1h ‘_WJ%_—% FE
T N BRRLB REkR
A waT A
Ll S L B 0. 45% k7K +5% A AT ﬁ—’rL__
gggggggggi WA PR LR IR Sk ¥
4 ?
il £ [ moremmermmrmn: |
KRERIFE, WO ERH ]
) Yrr
B YR TS ESE kA FHIRRE0. 5~1.0 g/ke,
BSEE THEN— BN, R B AN R 1/3
& ) B S R FEBEEFTRSRLARAERE
E:ECC:‘D%E

B3 JLEBRREERDE(DKA) LR HER

W, UM TR, B 40.0% KHEEHRREENE
SRR R MR ER

B MR S R K F LR e B FE R T, B Rk R
WA SRR EE, (HREEFBE N RIS
e LAVERS | ELA 0 25 7 A5 B 0 I 75 R OB/ B R B
# . DKA &£ 1A Kussmaul (g, RIS OO KKk 88
HHS BEF AE W, BEFEREESREBBRE,

2. BEBIEAELRTEEEI. EFROEERN
WIS R KB R, I R B, FLJE LA BA 9 g el <
1R BRI e AR Rt B B 4E B TR R BB WA
PR BRI 1 e R, ZERRBRIS W2 BT, RRERIE R
B AR R 8 PR R R, LR BRI, IERIATT

YITF Bk 24 $ DKA & HHS MEBEERME, BEAE
AR TR AMNER B KB 5 3 TR A 4 e S it
AZIHEP, WY ERARILIE AR TR E R TR, AN

it 2t BRI AT 3 R i O ShREAR 2 A Bk A B IES
I, FMNEARS B B W, RIS WA i A R P T
AR REANTE L PO AN AR MU SN , T PR 1l 3 95 135 R T ok ik S %
KBk, EAEBCRER, BBMNARESIH.

B £4E DKA B L 0 2 BB RA, RS RN HER
A O T R b, 75 U AT RS LR AR R ik e 2
fa et , BT K SR> T v R 4 PR 2R T 3 L i 489 G 0
(AR TSEBR Py e i . 24 T 25 8 8 o, o 0 70 R L 0
I D % B TF R R 75 S 1 A T 2 G A MRS M HE AL
B BRI, A & OB RE R ELIRER BN,
B BURAME I R E A,

7 R 5 9 0 1 B8 KR AR TE S D AR
W% | BRI A S0t iR 5 AU T R R BUR 2
RS FE) IR R, KRR, BEBRERES
BE NEBERS, B EIF LIRS, TR TR
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R R DKA B BIER ., [Hilk, 10307 B R |
i B T SR SO A, B 1k O R IRE R, R
SRR AR R BT,

A\ M O T SR AT

LR LIS S T DKA B HHS B A 8 b
V&, WA LS MR < 101 mmol/L, ifl B
<0.3 mmol/L, fl HCO; > 15 mmol/L, & ik ifl pH >7.3,H
B TR < 12 mmol/L, HHS 128 % 75 6L H 15 % I AR 4t
RIS . % DKA T HHS Z6f i B AT 3 28 % LB
TS %, e 0 RER R R R T
T SRR A B R S % 1 ~2 b, ARE R
1, SR R E S B BONRIAST . BEAECL W R OF
PR FIAYT 4, e 4 DKA RIRIBES 2R B 16
RSB E RS FHEE0.5~0.8 U kg ' -
A" A B P g K 1 P R () IE
WS EK 2 ~3 . EIAT, MR | BRGNS 8 2R ALl
B HS EHE,

PN e Tk

R I 2 T L B 0, BB PR 95 A L I S S I
i, T R BURIAN I X4 AT S B T S I R
BRI T Ht

I BES, R R,

2. WIANES R EE N, K 5B 45 A B E T 4
RE B E.

3. VPRI ] FT AR, & B GE FUAR R 2

4. R FIZEHIIATT R

5. FWLIKREH , 7 AT R G PR 5 5 40 2 Bk Ak
SRR,

6. FEERLAHY B % ISR JOE 5%, AR VAN KD
VIR B SRR AR B R, DR R AR, R
B AT A MK, A LR B R L3 HES,

BGH T AP B B A R I 8 R (AT R
T PR AT B R . N T A B Bk
BENZELRS S, MM > 16.7 mmol/L B, & F1K
TR R R 5 A R L PRI B ASEAL . ROEBR T
SRR I B (R A i e
SR BRI . HHS % e B KRB, 7E 248 At T8
R AR AR R BE 755 , 4 R AR RIAIALSE () © Bk
BTG, R R % A 5 T, BB /b HEHIS
W% — B A RBHATT . MU H S R HE
T ARG 0 AR 5 PRAE | T 4R 2 B0ME SR T AL 0
EER T L R o 150 L R T R0 5
Wi 4 B T S BEH I B AT A FIBT DKA, IR
A E1 & DKA 9 JLEE | SUBEERART , TE5 0 20 W2 L
TG A UL 5 BUBRAE 1 b 35 O RO, 25k
0 A SR PR R0

R R T R B T VBT 45 M 1 T B AL
G ANV A T A, RS A A I

3

RN E AT R B XTSRS A
P Eet, B R B A 5 BUR S, R EE RN
FE 45 00 B B e K U R R AN AT sh TR B RIAYT . A
BEILIE AT AR R EURES, o 7 40 B & O AR
ARG B B A BEZ MK HE . SIMEER TS
JRE R PR YA Ko X 7w BT 577 RS A
SYTHEMEE , A B T8/ DKA R4, XEHF N2
FE R BEIT 46 1T o

FRt s X RS RARMINARTHEER,
DKA A BH M ERARG RS REMNA Y, E
MRS BN & TESROR LU w9 5 8T B ST Y
B PRI EE KA Bh T 1T =5 M FE R A B K o

L BEAhsE mwk | i R ol B30 % B &, A B T A
B BRI RIGTT I BT DKA,

2. WPHEFR A R MR\ S AT BB P R AR A 2
A, LATEs A B R B9 A

3. Al A F Rk S RIATT .

4. MR LB S S 0 DR I 7 00 B o R, s R
DKA i i S it 4b 58

5. BIEIR R AT A EEAR B A I PR K 0 o 9 I i R,
LA R Bk 2 0 i B v LA A 52

@ d

FESOEEREHSATEEHITERS
BELTEER K
FEER LUK
BIEERR AU GRF HT A AR
ZR(AERBFZTAHF) PR BB 3 0] 1E
PR ZOAL R BB B & X M (35 B SR
MW ST B s R BEE TER BERLE
B ORI AR K
FERNEER M SAITEE2AZERS (UBRHE
AR B BRI AR D S B B R
VIR SN R T R Y R SN NG L I (2 S A
KB ERT R FLA(SF) L) 28
BN AR S X E I S A B E
BB HE BT NI OB R RO RAF FMIL.
IR B BRI E ST ET RO
e R AR E PSR R i I M B
WE % R BEZ FL FER KRS B
W HE KA SRR GRER AT R ARk
EEHEER Y 2k

2 £ X &
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