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Research progress on inducement and pathogenesis of

euglycemic diabetic ketoacidosis"
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[Abstract] FEuglycemic diabetic ketoacidosis (euDKA) is a rare acute metabolic disorder syndrome, its
characteristics include metabolic acidosis with a high anion gap, positive ketones in blood or urine,and blood
glucose<C13. 9 mmol/L. Due to low blood sugar level, euDKA is easy to be missed or delayed treatment in
clinical work,resulting in serious consequences. In recent years, many cases of euDKA have been reported,but
its inducements and pathogenesis are not fully understood. This article reviews the common inducements and
pathogenesis of euDKA.
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A e 0B 1 W8 DR A B AE B2 H BE (euglycemic dia- IR EE S TAEE Xz AR,

betic ketoacidosis,euDKA) & iifi & 1 —Fh 45 5 F L 1Y 1 euDKA BiFE
SRR E BLE A R, B TR R A B AE R B (dia- AR 5 X euDKA WFE IR A . Z T HE 5% %
betic ketoacidosis, DKA) i 4555k S A, H & 55 KA BH 4h-4 A B R % 42 22 1 2 303 59) (sodium glucose
DKA 1 2.6%~7.0%"", 1973 4£,MUNRO % B ¥R cotransporter 2 inhibitors, SGLT2i) J& euDKA % 4=
RIAE 211 1) DKA B35 v A 37 5 58 25 1 10 AR X 1) Foe 325 DA, At o A0 9 Gk K Ak A 0 A R AR B
TE 5 G K B <<300 mg/dL) . (B Il 7 B R S A << 10 (low carbohydrate ketogenic diet, LCKD) 2% & | #F
mmol/L, X AR DKA #F8 A euDKA™ . W eu- IR AMEEY FAREHE",
DKA B MK A SE m R TAE PR % w2 1.1 SGLT2i
BSEIR IR T o R T A R 1% s D) OCTE . m DT R SGLT2i J2&— Fh A T 58 5 28 73 0 19 7 284 B A
1) B O 1 R P i (pH <T7. 30 BBk R A Eh <<18 iy, L EA I A0 B RS E T BRI R e
mmo1/1 ) JHAE K MK F<<13. 9 mmol/L & euD-  ZAEA]. {H 3 H M 259 % B R (food and drug

ke brES . BN, REE A 24 euDKA administration, FDA) F1 Bk W 245 & 45 B JR) (European
ﬁm?ﬁﬁ ABHFE I ML A e el R, Wi, A medicines agency, EMA) 8 & i 75 B, JC i & ] F
SCHE euDKA M &G HLHI AT 2838, BFE i — A48 % SGLT2i, #8 il fE 1% & euDKA™ . #fF 5% % W, 76 ff 1
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SGLT2i J& YT B R 283, B 4F 1 000 f1] 2 35
2 1.8 Bl k4T euDKAY,

F A% H G 2013 4F FDA B oIt i b i i
SGLT2i, 42 H i 51 2 euDKA fi % W SGLT2i,
— 5 Z P I R 2T X SGLT21 5 & euDKA i A B
HEAT N 2H 43 B7 - 25 S % B R A% 51 i B i L, LR 2 B
B 5 g Rk A% 51 L B Ah L X T — 18 SGLT2
il 700 AR A8 B e A OGS R BLE A 3 ] 2 B IR
5 E AR AR 5 G &L T euDKAMY
1.2 LCKD #w#4

LCKD B4 8 1A SRy J2& — Bl 3 47 14 98 AT 8% FR 955 1K
A T . R E A A BRI R R oK A S R
HOEFMT 50 ¢/d) i HLAAR 5 72 oo Ar , e &
DA A £ R 3 B2 B VR B HLAR R BEAEE A 2 0
WFFEUEN] LCKD 7] LA g 36 14 i i A 42 i R0 At AR 35
S0, BRI T BB DR s OB DR s 30 IE JHE L 22
2E 0P B 225 1F (polycystic ovary syndrome, PCOS) f
wIrt,

PAE K, K5 & B LCKD M2k & 2 if &
euDKA MW AE N 2 22—, J0 2 X7 A 0l PR s 3 il
i 0 AN BE, DORCELY 28 238 1 4] 2 #08 bR s
BETE LCKDIGYT 1 5 &£ T euDKA, Jf H 8L g
IR 2 L T R FH R B 2R RNV A O R T IR R AR
ZGEARSE T L . YARON 254658 1 ) 1 AUH IR
Wi A A7k A LCKD 7 X (kK A6 & 91 20 ~ 30
g/DIRITIE B euDKA, {H 1N & H ik K 1L A 9 &
A (120 9 5 R K4 euDKA, A HF5E &3 2 f)
1 AUBE PR B8 3 LR AR B R FERE 1 K euDKA R
A B 0 1) — T AR AR 3 AT R YR R A 8 P R S R
WAL, FHAd I 57 2 Y BP0 2 i e 1) TR AR M AR B S
WA T HE K 4 edDKAMY
1.3 24k

PRI AL AAR A 303 B 5 R 9 8 28 8 0 L U R 2 WA A
JEE K DKA WA fEf 2, a2 ia A Xut, i L
FET A E Ik 35 %1 M SE R oY R I L AF RO DR R
B DKA R 5% 0 8 T 3F 40 SR IR s fR

A 1993 4= MARTIN Z5 1 K & L 2 ) B IR o 2
A% A euDKA LUK, 2 BRE A BT BT IR I & 2 eu-
DKA 955 1 % il S 4l =", LA B Bl v 4
K2 B2 T B A #A W R  al A BR JR  ig B , L 22
AR A (28 ~37 JE) , H R R S R R G R
AR I I R S N RN AR P R R SR
XK, AR EAEE IR A D EE T eu-
DKA ., 1] fig 15 5L 300 4 4R 52 07 5 BB KA
1.4 R

A TEHE 5 W et & DKA i B % s I, 3
B LT R 3096, FEE R SR YL R 2. 22 i
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S 1 3 R TR B K Y R YL ¥ 453 & euD-
KA A 15 Bl DR e RIE R DR BB . LT 45 RS
S B AE B R R R B 5 T euDKA 1Y 5 ) A B
H, 3 Sk R R R R E . 2 B oA IR B R R R
PATLOLLA 2™ 1 ORIOT 4% 43 B4 38 1 ] 2
TN PR B3 T8 W6 PR TE SR IS AN 1 DR SR R B A
SR RN 5 I euDKA J5 # & 4R TR R )
il 5 0 780 e R 1 S e 3 A W 4 it Ot 15 < 2 TR AR
FHA 6. MeAh, 1 B 45 G o PR s B 3 76 4 Ui 3 )
PR PR e S e % A euDKA™
1.5 FAXK

WEA: i His 22 B L 1 BB DR B F AR5 & 2B DKA
AHE R R ik 20 %6 ~25 %67 R AR G BF 52 R W 1 AU
JRIG B EH AT I F A J5 7] BE 5 & euDKA, B #H R
JEIREEEH A MK S5 T euDKA 1 & 4P,
UT R PRI 58 4R 38 T 2 RURE DR B AE S i AT HL
NI IR B VIR ARG 2 REFEVIBRAGS 5
KK T euDKA, H N3 5 F R B A 5,
TR HGE T 1 B I R RS B i 1 B DR
BETE T B ARG BB ™ E A euDKA, X £ F
ARWREJE euDKA ) B 5 I L il SGLT21 43 i
— R euDKA B KA.
1.6 Hie

B LA bW UL AF DR A, 22 3R 9 4 I L B A T
P MARAE B R LA 2B G RE B R A L 2
A JB R R R I I 9 7 4 PR 3 2 T RE 45 R B euD-
KA %40,
2 euDKA BI& L&

AP S, DKA & 3 25 5 5 R B = R £
19 5 2245 U B R OK O T A G, P A AR A HE B D A3
fift » 335 T JEF I 4 4 A s AR AT A T 2 2% A A A
FH R0 Rg 17 53 At e ¢ 5 B8R LA RO 1R o

5 DKA ML, 45 Fhifs 5 80 5 RR P £ K
Sl I WE 2R /R B R T R euDKA KA E
SEHLHI Y, AR e IR TR A IR 5 R OR AS 8
LR GRS S N R =B (1R S 2 g
17 43 A 5 S0 RE B A R P . LCKDL A5 & % ik
£ 25 ) R R AR B 1 AR AR L AR S LURR D Ok e
TS0 5, DA o ) i 25 B 5 R (free fatty acid, FFA)
BEAFIE AL P R B A . SGLT2i 101 301 it 1 42 0 3
BT o 200 43 06 MR v L 3R R M) 42 A I R R I
3B(phosphodiesterase-3B,PDE3B) . Z Bt 4 g A &1k
i Cacetyl-CoA carboxylase, ACC) i ¥ , 4& #F 17 25 g
107 % A B 3% 22 E TR A% Ak R R RS, Bk A, SGLT2i
W BEAR HE B /NG5 X R A v F W, HAL IS SGLT2i
A Na ' e B 7E B /N VB T B o, 8 ] 44
Wi A P R A B R A
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5 DKA AN[RIB 2, euDKA % A I 1l 85 7K F 3 A~
B, FEGLUFALEI A &, —J5 1, euDKA B #H KK
9 5 R = AN B OB R A L K R 2 R A= R RE
FIREAR I & XoF 2 4 45 0 R R 38 . R R g
P RIE 2 06 W DA A 05 mT 5 | A JHE W D 4 A S50 A
25 W2 U L i UL PR 25 0 E TS BOVURE A £ o 2D
G B R P B o R e R N 10 N T
SRR . D3 — O T S LA PN 2 B T AR BCHE T 3
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A&, TR B IR &8 28| L LCKD F
Py RE 8 AL AR ) A R S RE . ORI, AR LR AG
Ak B T T SR 1S I A2 5 2 B T R R A B M I R R
'%‘/J\f*?féﬁ$ﬂ%ﬂlAE’P@*ILWI[II%WL?IE”“%
S SGLT2i i 1k 48 i e A HE S M T R A AL
W&%%ﬁ%ﬁ%

A, %ﬁ%ITLLULKEﬁmﬁM
KA &4, HABHE Z [ A 7E Pr IR /R T, U &

# euD-

BNE. ¥EIRGE SNEBRANTE CKD, %
wERE | RS { ERiad HHERIRRL J e S

AN

L
—» R | ] A

il — DKA
N4

1 euDKA B B R & iRl 6l T~ 2 E

3 REERE

H SGLT2i [alth DLk . HET A M HE h euDKA
KA W R s HALE R R LCKD. 25 & 4F
PR JEYE (TR, DL BRI e O R [ BIL A
e W5 o3 A FRA e & ik A BIE A= B B A& A2 #F euD-
KA %%,

T euDKA E (1 14 /K 1 5 s A8 X 31K
SEEIG R A 5 wie 2, R L, X T A IR
i v 75 0 R ORI R/ BR R S P W PR S R 3 A N 15
euDKA. euDKA M3/ J7 )5 W 5 DKA B A& A7 [F, &
RN R /N e B 3R M L RRURR TR B 75 I (R 4
15 SGLT2i Fs il e M IR B 450 %) IR i
figp S L 6 TRk R BUR A Y,

Zi LR, /B8 DKA ) — Ff AR 5K 28 L, euDKA
FE I R H R i DL, R U BRI R AR R
T KU B o B, o HXF TR R R R E . 7
SGLT2i ZHif , i 78 43 P4 (8 % 02 & 5 0F A HAh 5 &
euDKA W TEFH R BB euDKA %4
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