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FESEE R587.2 X EKARIRES D

BFEA,46 % MR 1), e f U
Wild F2015 41 H 21 HABE, & AR JETCHH
WAFEK A PURTIC Sy, BN, AREET 1 d YA
O, ELAE RSB, R VR , S BE LA [ 2 [ R, O
FBe 22 Ak (Glu)40. 69 mmol/L, ifil D-3 2T 2
(D-3HBA)5. 5mmol/L ( &2 {5 [0.03 ~ 0.3 mmol/L) ,
Ifit Na* 174. 4 mmol/L, Ifii. C1"127.1 mmol/L, Ifi. <. 73 ¥t
/8 pH 7. 21 (HCO,13.2 mmol/L, 3k fiii CT K WL 5
WL T 0.9% A FRER K 500 mL + S 2 30 U Jz b
WIRYT , LA™ o OB = 12 R3S G IE 0 DR s B i 1R v
BB, AT O 2 2R EIR, T
HEEAE, MEREE, RIE IR, BEAEsS . g
MNATTHEHSA L, T 24 1B BE 2 W75 PG R,
L 1R 1l 25 %) CEAARRTE) 1697 5 H i B o2
RGeS o AR 28 T IREIBE K o A5 AP iR
GRS AR T KRR T 57 81, A VRRR K
TR OCREM/NERF) o SNt s . KL
Bk BAWEIR . A Bt &K T 36. 7°C, ik #
100 Y&/ min , FEI24 Y%/ min, BP 110/70mmHg,, =i
RO, OB A2, AN RE IE B M1 [R) 3%, A (AN &, R
MR o 11 T M, MR 45 B, Sl B e ik T, o
25 o AL A KAE B, X6 RS A TE o DUl I
B, ARE T, 038 100 Y/ min, HESE, R
P B B A o B, JFIGUTD R R S XUT B2 ik
FHEL, RO T S L T4, BCT AL T
I 9. MELRF AT

ABHEE A 153 pH 7. 36,PCO,32.2 mmHg,
PO, 86. 0 mmHg, Sa0O, 96. 9%, Na™ 189 mmol/L, K"
2.7 mmol/L, CI" 150 mmol/L, HCO,™ 18. 2 mmol/L, BE
7.3mmol/ L, # iR (Lac)4.2 mmol/L, [l #E: WBC 19.2 x
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10°/1,N 87.0% ,Hb 162 ¢/L, PLT 240 x 10°/L, 1Ifi. Glu
38.69 mmol/L, D-3 HBA 0. 83 mmol/L, TCO, 21 mmol/L,
Ca** 1. 86 mmol/L, JK 2% (BUN)27.48 mmol/L, JJl fif
(Cr)195.0 pwmol/L, W2 i A i (LDH) 247.0 U/L,
WEMR WLRR VA (CK) 411. 0 U/L, B AL IR V3 it W) 1
fit(CK-MB) 38 U/L, @88 TNT, JiF U fie | il € o it
BB A& UL S8 . H Il = H89. 19 mmol/L, JIF [ i
4.2 mmol/L, MyEHMEH (Alb) 37.4 ¢/L, Bifkif 4T
HH(HbALC) 13.7% (B % {EH 4% ~6% ) . kit
B E R R BEPTAR (GADA) | JB 5 40 a4 44 (1CA) |
[ S 2R A BPUIR(TAA) | BR ZTR W IR B4 (TA2A)
Yo fHE . 35 % 400. 49 mmol/L,

ABEIZ Wi« 5 MU =538 RS G I8 PR s T A 2
HEE B DI REAN 4 RS ILE

BEARETUT & B8, K sk i S 5
T TR, A IEARES RS, i b, 24 1E 28+ 2L
N T EE A ERA) 6 h A/ N A= 3R 7K 500 mL, B A
HEAFFIK 150 mL/h SR SO A= $EER 7K 250 mI/h,
AR A FF7K 100 mL/h,24 h A & 7745 mlL L,
L PR 52520 mL, #h VR ARG BRI e IR 0B & T
16.7 mmol/ L% 5 0. 9% 1) A= B £h /K, 1 #E K T
16. Tmmol/ L% 5% i %M £h 7K A i #h 72, B 4 h
VI L FE AT, DK A S R MR ORI, T
JREZRLL0.1 U/ (kg « h) FirE, B 1 ~2 h Wi, &
Ao R e 5 28 A v, B Lkt B M S R 1B
R B R 3.5 ~ 5.1 mmol/ (L - h); 4 Ifil % Ik T
16.7 mmol/L I, 3 /b ik 2 £ &y A &= £ 0.02 ~
0.05 U/ (kg + h) , 4ERFIBEAE 13.9 ~ 16.7 mmol/L, $§
S 25 0E PR B AE R h 3 AN B RS A 1E , SR A R
T 2 BB ) 25 ) H AR 8 ~ 10 mmol/ L,

o PR 5 25 19 s d 29 80 U, W v i b 8 3 7
12.5 ~17.9 mmol/L, & & I <. 53 ¥ : pH 7. 40 . PO,
128 mmHg . Sa0, 98. 8% ,HCO, 21. 0 mmol/L, [fi. D-
3HBAIE % , 45 7 W5 I s i hE R v 28 2 1IE .36 h 55
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A0l Na* 146.7 mmol/L,K* 4. 11 mmol/L, }&/5 18
REBC LY IE, BEREMREZE, REAE, 2dk
fisi MRT 42755 il 7K i 38 Jok oz FH 1k ZE K 40 mg, 10%
HmAHE 250 mL, 1 ¥k/d, 1 d J5 B E R piR S BT
FE UL ATRERRAIR 25,3 d J5 Al IE A [P 245 a3, HR
ABEJE 24 h E #1113 CK 1 590. 0 U/L, CK-MB
47.0 U/L,LDH 311.0 U/L; 0> HL & 5 A BE i Fe 38 T6
AR . 45 3 RE A I CK 61 965.0 U/L, CK-
MB1015.0 U/L,LDH 2 753.0 U/L, Alb 27. 4 ¢/L,
WL B A5 PRS2 358 IR 7R, A I 3 LA 28 11 ( Myo)
>3 000 ng/mL, % JERESIE R . KB AR EENT
IRYT , TR IDKAMNB K AR I 176 T Al R S BN IR AL PR R
J7o B9 5 K, BETE SR, RGBT ARE, &
25 [1.5% Myo >3 000 ng/ml, CK 44 473.0 U/L CK-
MB 863.0 U/L.LDH 1 531.0.0 u/L, Alb 20. 4 ¢/L,
AR R AN AL PRI i R SRR R AT . AL
RS, W L LA RoR LA, WK 2, &
ANA FURGE DNA ik i 250 B0 R 3245
H B G ie s MU PE R S B IR o 55 13 K, B
K OIRAS  AT, R 18 B, AR B AE, DT o R
B WU TC TR b, 21 TR 0 1 i 2658 iy B 8 9, R e
WV, F RS, ATTER N4k T ubsr, 24 h JR
3400 mL, JR (3% H., & A& IMLTE CK 165.0 U/L;
CK-MB 31. 0 U/L; LDH 326. 0 U/L, Alb 31. 2 ¢/L;
Myo 121.9 ng/mL, & A ZhER B, e a1
FRUE R IR E , TER ARG T TR R B 1 IR —
SN 500 mg, 3 ¥/d BkG K TS H R RS &R
30 U, 1 k/d, #iifi e & 2% 120, 3 Yk/d 4541 Ik, 1
A H BB A2 VU VL YR 52 TR, 2 A 25 I I
NN TN N |B A  RE e  IN (1R [ RA R = B
FEIEE ISR, 3 AR, 1R ZH AU 500 mg,
3W/d BEA BEE B R AW A RS R
70/30 526U W 24U ,2 Y/d, [ Fo K00 23 5 b
ZNAE5.4 ~7.2 mmol/L & J5 2 h 1B sh7E 6.8 ~
10.4 mmol/L,HbAlc7.2% . Ki#r 2 P18 L&
(DA 2 W18 Sk A IR AH XS T 75 o i 4 0 T o 3k
B o ZRTET 75 g A w9 i R T K2
W R0 PR s BB I 12 A, 2 B SR I H T
WA O DR A8 B S TR T AR . 2 g Sk
WKL B VIR S 75 ¢ HIAGHAH 2, {H & ] LUk
A 2 AR T R T v X R B TR 105 ), PR R R
TN R, K2R 2 AUBE IR, IR 1,

Wik

EBPEE AR ¢ hyperosmolar hyperglycemic

MRS SE TR G

2019 4F 25 % HE3H

FoE RO BT A 2 LK A 4 4L, MCV AR E W
A1 AlwE

EMAER N RE R, MEAE AR R L, RHEHMERE,
AL %, R 0 ¥ B R

B2 ALAER
k1 2HELEAR
Omin  30min 60 min 120 min 180 min
A2 % ( mmol/L) 6.2 13.6 16.8 18.3 12.7
M B Z (plU/mL) 8.2 20.9 25.0 30.0 11.0

CAk(ng/ mL) 1.2 2.2 2.3 3.2 2.1

State , HHS) I ¥ bR ERAE R 3 ( diabetic ketoaci-
dosis , DKA ) J2: i i e ™ H Y I AC0E , BIEAT BRAE PR
B2 BOCA = B8 2 R RRAE, ™ e MR AR
firo HHS F1 DKA 5] & figi 7K [} | 48 20 AL ##: ( thab-
domyolysis, RM ) [F Py AME A Heas "~ i i i 22
[T

RM 7¢ HHS F1 DKA HG il ferh IR0 HZ2
FIEIREE I, 7245 5 20 2 W — B If k. b
HEREAED BB 52 R PR e e ], % 2k RM 6
B(11.54% ), RM FZRI N NN IR . = J7 . b
Ji LR fidf R R, CK S 212 W RM ) RE =1
f8br. A9 HHS 571 DKA B3, Ik RAEHR S i 22
AR5 SRR — 8 . ABEJR S 2 K CK &7
e 3R B U R, CK S A IE & L BRAY356
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i ,Myo >3000ng/dl, $75 % 4 RM, HJ5 A 7] fE &
PR ZEA K QRS R, A GER H, ATP A=
FEAE, T A BB LAY 20 R Na* /K 42 Zh e [
11 Qi MURH R 1B 45 TR 2R SR ™ B 2K, I 75 i
WD LR A SR, ML AL T i A RS, 3
TN 4EHE INEE T RE R L A, i R B L4
J Na* /K™ FEAYTED , fe X T 204N %47 ; @7 DKA
F1 HHS B, ML I K™ N FE, & Na ™I K™ 0] B2
i ATLEGH I P R RS2 B IR A A1 Na ™ /K™ ATP 28,
fifi Na* Ca”" FUKBAMENIFER 3L, 51K
Jib S B ) — 2R 50 i 18 0T, S ORI AN AR IR O
it
RM w] 3 A AUAE O A 2K | 7o PR R IfILJRE UL
ERAUR, M ER/IVE B2k, Wik,
RM — ELEHHI2 W, N S AN AR PR TR T, A it
JULET 25 PR QIR B PRI P i s, TR AR DG %
RERY & oo KRN VBB 3k 55 ok, B 4G T Ik
10 L/d, pR#g 4 35 7F 200 ~300 mL/h, K5 RM 3%
R PEA R R P UAE , T ARG A A K A
0, WAEERT AN 12 ) BR [ st foff PRk e S 4 4] 1A 3
PR B B AR IR W, 1 R pH (E4E R 7E 7.0 ~
8.0 —H RIS IE A S 5o, M AT I 05
Frvayrt" o A R BT, AR BUK AL MRS
ST HE G, Wa i % B AN ULET A CK 1B #if = EH . X
Al REE H T DM RS, REAE TCR i s, K
9580 R STRAT ; QB E AW B IR 42| B ar it , #b
WARYT o TG 1R # ; QHHS 4 9F DKA #RiU% T,
AT K e IR MR T AR I 2 PR i, 2452 5
@i = o 3R, 37 BRI K A AL PR A
I7 o

A7k i HHS AT DKA 3657 i feep B —Fh
LELA PRI K R AER >70% ™, DKA % A ikizk
i LT KRN 0.5% ~0.9% , i A ~0.03% ",
HHS {4 &AM BB SRE " o K i) 31
ST R & A AN R R RE Y T IR A B, H R
WAL RS T AESRAE LB R IR IR S, Arieff
T 5 BIAREAE 55 Bk B3 B A B, B
ROREERG AR AR [RIFLRE Y Bk, LA M (831 =
16.4) mmol/ L, [fil 3% 35 1% J (382 +29) mmol/ L, 7F & Jik
i R AR R 2 23697 s BRI R A N o,
B, CT HHE2 WM I AK B, Zead H 88 1 B B i
PR LEAIRYTY, 3 BIAET:, 2 Fldt A IR
ARG 5 RS U W VR JE | I3 9 18 T /K ST B I AR 4
SSMEARIEAR L, (R RE AN, X EIH T T4
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KA R

i 7K Jieb g ELARAIL ] 1 R 8 208 2, H R
— BB . OB EN SRV T DKA FI HHS 897
H 3K B 5 R T R BRER B 7K i3 15 A FP XA 2 £
ge 1O, @Nat/HT RS U O A0 B
Na™/H" z2 e 78 DKA B80T , M8 H fuif
B2 Na ' A, IR I SE 22 (0 K A A, 53K
KR AN BB- BT BRI Z B 2R AT AE R R I
B SE R R B, S EUK IR R M,
FEIRIT IR SR A B G T B 15 it ke Ho A K
RIS 535 R G DR e el 185 £ 3 i 7K i
(RS o b e bR e 22 Wi SR F /) 36 1,
HHS 1 DKA 4 RUa 7 ok f b, B 5 b 7 ir £ 1
KKy BB T R <3 mmol/ (L - h) , It
FREEE R 3.9 ~6.1 mmol/(L - h), DKA &Il
WERE ZE 11. 1 mmol/L K HHS £ % Ifl 4# & 3
16.7 mmol/ LI, ZLIG A A HHIE . A B 2K
B 1% K 5 15 400. 49 mmol/L, pH (XK 7. 21, i 8k
HHS %1 DKA =8, Kb, B 34138 . HHS
FEST IE) , BE4E R 7E 13.9 ~16. 7 mmol/L, & 75
BRI R FZ WA % 8 ~ 10 mmol/L 4
BB FIRYT P ILFE RS B T Bl I AP, B
BRBERT 1 d A RS, TR KA B- B2 TR A
L Z TR = 5 W LGS 1) 50 B PE Al vk, S 80K
R . 340 Z B E K RM, 78 K 4ok 1k
A PRI AR FEALAR AL 1% A & ILAE A BT,
AR IS E R T 51 & T AN, 7E3697 TP Ak
F Al 2 ML BRI | b SRR, i bk v SR
IR ZEKIARYT Ik 2 T ARG AR

B2, —Hifii2k HHS & 31 DKA, 5 | ™% W
DA AR, 37 BIVERE 37 25 | J5 3 2 FA 0 5 B bt W
R A H g S5 R 0L 2R 805 R T e TR
il , F 9 PR RS R A RS BRI RE . O HUR RML RN
Hi 7K I ) e A s A 4T S I 9B 38 TR Bk
P B GIRAR INUAE B9 & A o YR YT SRR R AR A 3
BRI B A TC 55 o FE R TR Y
A R B 48 RO it , BE 9% 117 HHS-DKA 2 25 1)
RM R K i 0 e Az FEAIG RS IO SR R BT -8

2 % x W

1 Singhal PC, Abramovici M, Venkatesan J. Rhabdomyolysis in the hy-
perosmolar state[ J]. Am J Med,1990,88(1) :9-12.

2 Arieff Al Cerebral edema complicating nonketotic hyperosmolar coma

[J]. Miner Electrolyte Metab,1986,12(5-6) :383-389.
3 EH, RAER,FHY BAAMRER T EL(R) HERSHK



264

SUILIE R 6 4] e R o AT [T ]
490491.

E DS
W m—HI[]]. “P+
215.

AR E NIRRT, 5. MR o I A AR BILIE A 4 A AR
FiAR XA R[)]. WAL R TR 4 E,2015,21(21) :132-134.
Ka T, Takahashi S, Tsutsumi Z, et al. Hyperosmolar non-ketotic dia-

& & 48 s 2 & ,2007,15(8) ;
5. F itk Ak R R BB SRR B A T AR AL
xléﬂ[ﬁvfﬁ%%@(%%}%&),2013,7(1):214-

betic syndrome associated with rhabdomyolysis and acute renal fail-
ure: a case report and review of literature[ J ] . Diabetes Nutr Metab,
2003,16(5-6) :317-322.

TR M. 3 Sk o i AL X B R B R BRI BR P A 6 &b B
ik N FeHem[J]. AL e T4 & ,2016,22(1) :58-59.
Francisco JP, Guillermo EU. Hyperosmolar hyperglycemic state: a his-
toric review of the clinical presentation diagnosis and treatment[ J].

Diabetes Care,2014,37(11) :3124-3131.
Siwakoti K,Giri S,Kadaria D. Cerebral edema among adults with diabetic
ketoacidosis and hyperglycemic hyperosmolar syndrome : Incidence , char-

acteristics and outcomes[ J ]. J Diabetes.2017,9(2) :208-209.

10

11

12

14

15

WRISEEAEAGE 2019 48 5525 % SH3 4

Haringhuizen A ,Tjan DH,Grool A, et al. Fatal cerebral oedema in a-
dult diabetic ketoacidosis[ J]. Neth J Med,2010,68(1) :35-37.

Hoorn EJ, Carlotti AP, Costa LA, etc. Preventing a drop in effective
plasma osmolality to minimize the likelihood of cerebral edema during
treatment of children with diabetic ketoacidosis[ J]. J Pediatr,2007,
150(5) :467473.

Smedman L, Escobar R, Hesser U, et al. Sub-clinical cerebral oedema
does not occur regularly during treatment for diabetic ketoacidosis
[J]. Acta Paediatr,1997 ,86(11) : 1172-1176.

Isales CM, Min L, Hoffman WH. Acetoacetate and beta-hydroxybu-
tyrate differentially regulate endothelin-1 and vascular endothelial
growth factor in mouse brain microvascular endothelial cells[ J]. J Di-
abetes Complications,1999,13 (2).91-97.

Edge JA. Cerebral oedema during treatment of diabetic ketoacidosis:
are we any nearer finding a cause[ J]? Diabetes Metab Res Rev,
2000 16(5 ) :316-324.

PREFLBERAS A OPESLBEER S WS ST RG]
L %/%Eq%%&,u ,2013,5(8) :450451.

(2018-01-29 ¥ A5  2019-04-20 1= )

FBIFPHCTRAGYE

1. =iz A A BRAFRER LT TER]

=

W

E I

N 438, R R — L £ 8 & —18 £ 3L,

2. KW RN AE, TR b EES ﬂ%%%%ﬁﬁﬁﬁ%ﬁﬁﬁ%?i%%i%ﬁﬁ

(CMeSH) ) (( & 5 £ 835 128
3. M RG—iF L0 4 EARE, TLA
4. B EHHLAZIR(OP LA
AR, RFAE AR oe b
5. PHHBAKFEEMELET L,

6. AVAIFEALUIRIE I B FA LG R K R “s”
, oA KA R K 4 & (Nissl’ s staining)

7. R ARFB MR AR, HAMREK BRI AL, T F 4 %5 X, 8 AR
B b fAR, B R RAR, Sl m%¢Xm%Tm%xﬁrmEKWMF

“« &” =

M, Fmie 5
ke

8. W EI L AR A GATEX R L AR A, SNE MG 6 F L L HT

o

LS IRE) B P EFE B (P EAPESF B
% 1 KB IR R R A RIER,
REREHE)RPEALLERLSHE

A48 k) F e £,

6 (¥ B 2% 38 R 4 AR

yIeta BRI E AR F L, NIRE

%1 REBINEE A
B AAR, JHiE

s Ak N AR A 83 2

et FFERERE, T Ll-EK- 5 Eigsh,

10. EXLLWHRER LFE(E L L K WFR N8 23

B, LA FERE,

) B FEREI, LA

ESIEE S



