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(PR BE 22 JURLE 40 4 R AN IS A AR 2 L
ST R 127 5 7 ) (2000 4F ) i 52

LT, Ak £

hESHE S R72 X#ktRERS: B

1 EERESES

Wl PR 955 B RE R P 25 (diabetic ketoacidosis, DKA)7E 1
BE PRI (T1IDM) K 2 RO PR (T2DM) fE & R 33 m) kA 2
JLEEWE PR R HE LFR RAE T A1 SR . DKA % A R A7
FEMBIRZE 52, SR PRI & A T I E AT o BROE [ 5T R bl
PRI DKA & HE#0 15% ~ 70% Y, Horpr, L35 T2DM %14
IBF I DKA & 28 38 5% ~ 25%" . DKA % AE R 54 % A1
K, <54 L DKA BRI 35% , Z R/ INVERY JLEDH
PRIRHTIN = Z—/D RN, W AE SRS W 8., L
Wi DR R 8 L DKA R , & i iR 12, Bl & il J
M, ALK 0.15% ~ 0.30%. FEH TG T )L % DKA
AR R 7 58, DRI, vh AR B 24 25 LRLA 43 23 N 4 st AR AR
R 2 B AR A [ P 1 JLEEAE PR DKA 6 UE 2= 24215 F
gt fE, S I EA E RS E m 5I0N, &ul 784y
T, 7RIS TR A FE A -, T 2009 4F 76 [ Y 1 A T
(B 2f s JURRE oy 2 N A i ast AR AR 2= 2 L BB R
il R P BRI T 6T ) L A — 25 Y5 [ 9 L DKA 192
Wi 53697 ANERE 1RSI &z, DRI F 3w R
JUBE RN A i BB A X DKA FUIAIR BRI DKA ST XUBS: &
B P B R AR A AR B R . B AR RS 1R R 5 LA
AR E A L DKATRYT 7 2200 DR I R R T R A S ) 2
HEA TR

2 52001 iz ARMEX R

2009 4E RS G 5 AR L # DKA 2 sy r £ H,
AR T AN S IR T RS T %8 T FLTE
I EEA B, XS HrE 2001 4ERRULE R TIDM 295 5 28 Hh itk
o DKA (3843 647 T AN FERUETT o BARR B AT L
17 (OB DKA B9 S RA a2 I RS BLEE , LU (8
I AR I A B A7 A IR L2 DKA 5 35 B IE I 2 IF 4R 51 26 T
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JLE DKA /& f 5 3 R A5 N 2%, S B PR SR L 2L
B M AR UL s BTN T DKA Rl b s s R A I
FEITSWT | AR 5 I DA IS A b i W A 2 0 1R e ) S 45
P 5 & MK b & DKA A F2 20T J5 [, 5156 ] phy b ofe e
222 X HL RS ML AN AR By 2 R 51 , 2009 4 AR I 5%
T NSO , 55— K R G DKA I & i K i i)
BT T LA , HE SURIE , (2) 3% DKA (2 Wibr i i T T
Bl OKs MUAFE K EHE 9 > 11.1 mmol/L, #2417 M IE
£ DKA; QM & T RHE FIRIBR JRAEE 2 Wi 52— 3
FNFE T DKA AR 432k . (3) 7 DKA (3697 B4 T
RYT AR R R L3 7 A0 PR 2% 23 (ISPAD) J5 48,
SR TSR AR L KPR 3 ELVE R IG T ( wh B
[ HEAT TR B, OHERE 48 hAMRIRA L SN
DAE R B RN 7 s Qs AV B, Ik R KT
FRAMA s IEIN T & (R LAE (14 L3 FRE Bl
PRSI FHFERAE , A LR IGTT B Sh KIS pH AR IE R < 6.9;
OHEFE R 5 ) ik i 4 3 2 4 0.05 ~ 0.10 U/ (kg -h) ; @
FEI0 Sl SRR B B B E A 12 ~ 17 mmol/L, ZE 5K MK -
HEFFAE 8 ~ 12 mmol/Le WAL, %GR AN TS T 3677 HPIEAG
PR, ARl 1 ) A 4T P i 7 5 ) ) B S

3 iEENAHRAXEE

3.1 DKARWZWbRIE  ASURIEFTH DKA W A s
IKERE R > 11.1 mmol/L, 55 2 1if [ N BB KM R 12
IT LA 0 92 W DKA 8 IR FR v > 16.8 mmol/L”
AHECAT T T R, JEL i DR 81 S I DA & BRAT 2 )L 38
S R A DKA B, OB AT RE IR B S 7 i (2K ] D i b
AT I Y B s 5 (1.2 ~ 16.8 mmol /L) {EATSSR &
A TR RE TR R R A, BV OB IE W P DKA (euglycemic
ketoacidosis) ™, IUF 10 U0 4 B B 1) 44 | B /KR T E B
B/ NERUE R F AR, o HE R IR L. SIS iR
T HR ARG T X MR K- g 23R T B s R o R LA I SR 56
FAEBR SRR I L5 G 0T, B 7ESE % DKA (U1 &
FL R L RE
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B (5 B T A O, LS OB X R 22, %o v b
FEG VAR J5 | WA 8 ma I 25 RV > DKA 12 b,
e A 187 JFF B R LA R 0 i A2 2% . DKA B A A A7 A 7K
Fh A 0 25 L, ST 0P 9 28 11 B N R B 5 S R N TR B
B RS AT LT L pH < 7.3 8 HCOs™ < 15 mmol/LAE
WA 5 TR HS R A DAL pH R T FARE EE A A dis , 42 1
T DKA R 3B O S T R R e
BIRTT T AR AR A ) T4 = DKA VRYT AL
o R o R bR R AR AR O O pH < 7.3, B
HCO, < 15 mmol/L; @& . pH < 7.2, 8% HCOs < 10 mmol/L;
@ fF :pH < 7.1, 5 HCOs” < 5 mmol/L.

3.2 DKAWmfERE R SHpiH &2 &M DKA &A%
$70.01 ~0.1/(4E - A)'' | 5 DKA 4F S e A B 25% .
AP B BTG R 2R 51125 T DKA ARG R fa i 2, 1
W E IS AR R I LA AR DKA, KR4 (75% ) S 1A
i 5 3t T S BURIT AN YT EC Y, A4 (25% ) T &
A I S B I I S A s S 40 A Lok UL
T FEGFE AL, Ellis 25 Y7 3 2 42 R AT RE
I R S 36 28 SRR B, R 7R A W s 00 BRA T R 20 1 FE L
52 M DKA I % A4 R B B R R, B /b T B 7R A
Vanelli 257 1991—1998 415 2 KA 5 #6 Parma FEHEFT T
KT L TIDM B RN B AL , Ak 8 AE AR
(BN 2448 2T 24 55 S5ty |12 TR IR By, e AR AR 5
PR ZE S : 21 Hh DKA KA 1H 78% T [ % 12.5%, LRI
E A Parma AL . FLT I, 2000 4E [ 45 FE B 1B
PR L nas A TR A HREE ) i B

3.3 DKAGIF @Bt MERA  T2DM BJLAT 3
Bk MR S (hyperosmolar hyperglycemic state, HHS) ,
T1DM & 4= HHS 4 28 I, , HHS 28 25 YRR K i s s vk
P AE Bk , ™ B g MW I JC A & DKA | 12 38 58 R T v
JKFIATRIRR B (R AR B i W RRIE . HHS RS & T
DKA , Hi bR A 5151E 1A 56 ME B3 < 350 mmol/L
B K 7% 5 > 375 ~ 400 mmol/L B 45 %€ % T} £ 37% %,
DKA 5 HHS7E T1DM K T2DM 4% [ L 3] & 94778
I, 45 LR > 33.3 mmol/L SRR BE M | L35 18 38 1T
> 320 mmol/L, 5% % f& DKA 4 3 HHS, IR 7S # LR 56
RARE o 2003 45 3 [EFH PR % 2 B K FERR RIS 1297 48 7
HORE B R DKA K& HHS 15 R & i gk 47 T3k 6
DKA 5 3 HHS #- by &1 MR f& 52, AR Y7 A DU R 4P B 45
T4 T IR Y )y 58 . ANTE I B UKAE [N 1) DKA 12
SPMTE AR T DKA X HHS A7 PRES , B mg i R B
Uik e W 1 2 R RO RE ) S L AT B R R 2 IE
3.4 FAMNETEE WERAG TR KRR B R R AN
04, R B AU MEIR IR 5 R s T4 B4 M
s TS OB B AR A G PR 2 S I R R, X e A
A5 3500 PRXT DKA iR B B A T3 2, 3 ol B b . BB
A RIFTE R IR, AN > 4 L/(m?- 24 h) (AT 4 h #ME=
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A IS A P 4 15 F DR 25 48 h AMBOE A < %) T LA
B BT R A R B 1) SR 3, A H R B i — A i 4 H 2
FEIRAY 1.5 ~ 248 AR TAL GEAMR I S5 A 2 5 3 4L
48 h #MRTE — AT AR5 R AR e T 0 bk WA J5 T b
T —IC T B R IR 5 T2, 1
i DKA VRO WA 22—, BT B F 25 A - R 400U
FH 3 W82 25 (LWPES) U /N JL N 43 Blp 23 (ESPE) |
ISPAD 4 Ul 2H 2L HE T R ] 48 h Y A #MBTE A DKA
PIANBOT 0 2009 45 WU FE AR 1 312 F i

3.5 FMBGE R R EPEAL 2009 4F RS R4 DKA
FEE AU el IS B R E S E N R LS L O R4
R Ko g WE . Sl R K BB R B NEEE
% > 3mmol/L /8 A ki K M G Fe s K1 K BB K
> 310 mmol/L I 7585 ms R . [l A7 8508 B X+
TR A S5 AE 0 T S AT AR e .
FE A5 T DKA I & kK i i) i FE TR P 9T 2 i
7t AR LA TS B SR R R R A K B B fE
K&K, P2 T LR, nRE el T BELE R 5 kK
] AH DG 1 S AN 22 1 S 86 2 4R bn 22— , DRI, 3246 g sk ]
O T A AR A A

3.6 VEMEAME  DKA LR P EE R T A X LR K
HEARFT B0 AE HCOs A 2, AN ECH RUAMIK , FAMBAS BE 2L
Z obe. PEE R PR AN AT HLERHEME S R A
HEERRTE B, B AR EAC ZE AL . AT 2 e, i pH
(EAR PR T A v pH AT IG, 2 I A il 28 R G R vh
B, RAE K 5 AT 22 2o RS I 1 406 L 21 2 R
U, B LU, DTN ] S JE 4 2R v B 5 5 T
B s fin O PR T L . AR AT — A
DKA B}, 1. pH B A IR A S SR LA A FE B 2R, r LA
560 00RO P 198 5 2R SR b b R R A R — T R
JPHEE > T YRRIAIT I pHAE A E , A 12 FE IR
ZAE pH < 6.9 B PR TR IR S R1A YT JLRHERH3 & 2001
HERR Y 22 M2 T 5 58 B HEFFAE ML pH < 7.1 B0 P B R
i, HRTM IS — bR, Green ZE2 43 H1 T 9 14 T i DKA
(pH 6.73 ~ 7.0) A FRR R S5 | AN 45 iR S e &2 2 g PR 1 5
B a5 R R, P B TR Hh BE I 21 TE I 8] O A e KAk
RGN 2 R ICG T E R X BRIR E IR T AR E B
R I S T A0 B G . AT 25 Ak, IR Sk A B
o7 P M 7K i 2 A 1 i s R 36 =2 — , L3 830 1t A 24 1F
FEIR G KA BN E] >, Narins 2200048 Yy, 5§ JG]
SE IR R B S50 24 T A A7 S Bt 8 1 1 R I FH A 11
(i) Hsf 4 1 7 L3 805 0 2 A0 P AR T, B VR AT SR —
FEEORT G ST ARFR RS HA 2 S ki < pH <
6.9, RIEFFLEANIT 4G TR P 85 51 2O WUCAR T R0 & FL
MG EF TR BERT I 0] B — AP0 35 4 S T i, w25 p il
RV, LA S RN . X R R I N AR A LA
& BR il o

3.7 EHN RS RE FOHE I, DKA JE i T R
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AR 4 %o i = 5 [ A ] Ao Jl 2 25wl 390 o i U 0 e L L
WF A A ol A AR A RIT , DRI, 1oy T 2% F DKA A
BITE L, IR RN, R TR A2 R K e
WK, S EKANEIT ARG 5 A AT LA, PAR 1A%
BRA . 2 88 W PR A R m e o L R %
(0.1 Ulkg) B0k Bk 1k, B A HC T REHE T i 74 B g JRL
Koo TRREHETEE S R s — AL T 0.05 Ul(kg-h),
PIRIE DKA WA 8 I, FLiZAE e X A2 ok 3%
IR A A5 2 AT 2 O, PSR T TR A TS S AR R A
IKF-PAE -

T 5 1 5 2R [ SV AT B IR B 2R AR 4 41
ol A3 2 B R PR AR PR S, TR D9 15 2 ek IR A PR R i B 4
ARG 0%, AN T R R0, T+ SAK K% 0 i) i o5 5
A, F0 0 AT 35 577 G W %) 2 A, 3 AT Ay i i 26
FRAE TR AR, AL SR AL R 5, SH I 44 2E 1k o
TR B S WE R A LA B {4 12 ~ 17 mmol/L, F25K 1L
BEAEREAE 8 ~ 12 mmol/L, & & T4 MASy 7 Iy SR A, A
T 5 AL 3 WA A A BE vh & H e AR VR -
3.8 MR/KAPAYIZIA  DKA Ff &K Bl Dillon 2£7E 1936
AEE WA IR AR IR R BOL R SR TR A Ho At R
(21% ~ 24%) , Al 5 UK AV 22 R G400, TR AR 16 o
N o RGBT S -S= P L i S S ol 1/
i % S AL K 15 £ TR 2% 0 AS B A, L e AR DG B /b
AFE P A EE A OGS 56 2 4R br SR YT O 58 S kK b & A
PEATITIE, G IR b o] T 57 i Kk A TG
o Claser 5 HAET 1548 E] 61 61 DKA L, I 51E% L
i DKA JCIH & MK b 78 LA 7% B 2347, 75 DKA I &
I 7K e g i 5y DR 2R 7 R v 3 SV R INLAE I3 PR 3
AT FARYT RS Y R A Eh 55 . Edge 57 AT
LG5 Z AR, (RIS A B BE DKA (™ S AR R IR L ™
FREE) JARYT AR P R T TS m B
FIIAE JHT 4 h MR R MR ES LN B
REWIRIELMAM AR ZE . Lawrence 53T 69
1l DKA F & Wi 7K i i T4 1903 2 3 B AR 1 L /INAR S BT R B
LGt K Wik B o BRI 1 A L oy R 00 %o I F S5 L R
FAREWI I HAEAMNE S R KA RIGYT , IR0
UK i 2 A AR 1), ik G PRI 7 AS 2 3 U 7K i
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