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Pharmaceutical care for a patient with empagliflozin-induced euglycemic diabetic ketoacidosis

YANG Lili"*, LI Qi’, WANG Hui*', GAO Ruilong’, MAO Min’ (1. Dept. of Clinical Pharmacy, Zibo Central
Hospital, Shandong Zibo 255036, China; 2. Dept. of Pharmacy, China-Japan Friendship Hospital, Beijing
100029, China; 3. Dept. of Nephrology, Zibo Central Hospital, Shandong Zibo 255036, China; 4. Dept. of
Pharmacy, Yutian County Hospital of Traditional Chinese Medicine of Hebei Province, Hebei Tangshan 064100,
China;5. Dept. of Cardiology, China-Japan Friendship Hospital, Beijing 100029, China)

ABSTRACT OBJECTIVE To provide a reference for the pharmaceutical care of a patient with type 2 diabetes mellitus (T2DM )
and limb-girdle muscular dystrophy (LGMD) who developed euglycemic diabetic ketoacidosis (euDKA) after taking empagliflozin.
METHODS Clinical pharmacists provided pharmaceutical care for a patient with T2DM and LGMD who developed euDKA after
taking empagliflozin. According to the patient’s recent use of medications and his conditions, clinical pharmacists assessed the
correlation between euDKA and empagliflozin as “very likely”. As to euDKA, clinical pharmacists suggested discontinuing
empagliflozin and metformin, and giving intravenous infusion of 10% Glucose injection instead of 5% Glucose injection for fluid
resuscitation. Clinical pharmacists monitored the patient’s laboratory indicators such as arterial blood gas analysis, blood/urine
ketones and electrolytes. They assisted physicians to decide when to stop intravenous supplements of liquid and insulin. Clinical
pharmacists also assisted physicians to adjust the antidiabetic drugs and educated the patient to avoid empagliflozin or other sodium-
glucose linked transporter 2 inhibitors (SGLT2i). RESULTS Physicians adopted the suggestions of clinical pharmacists. After
treatment, the patient’s condition improved, and he was allowed to be discharged with medication. CONCLUSIONS euDKA is a
relatively rare and serious adverse reaction associated with SGLT2i, and the patients with LGMD are susceptible to euDKA.
Clinical pharmacists assist physicians in developing personalized medication plans by evaluating the association between euDKA and
empagliflozin, adjusting medication regimens, conducting pharmaceutical monitoring, and other pharmaceutical services. Meanwhile,
they provide medication education to patients to ensure their medication safety.

KEYWORDS empagliflozin; euglycemic diabetic ketoacidosis; limb-girdle muscular dystrophy; type 2 diabetes mellitus; sodium-
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R BN - 2 0 R B #5428 1K 2 (sodium-glucose linked
transporter 2, SGLT2 ) Fe sl /b5 2 ¥ (1) T2 WL Wi, AT FAIR
5 T 2 (L, 348 00 8 A A O ) i BRI It
A", AT, SGLT2i &8I 12 F TR 77 2
HUBE PR (type 2 diabetes mellitus, T2DM ) , FEHHCE K
U, ELRE WIS A8 19O I AT IE TR 7, SR A BF
Y46 Y, SGLT2i 1] 3 353 iy MUBE M b DR s I 1R v 2
(euglycemic diabetic ketoacidosis, euDKA) Y % 4",
euDKA 2 ¥ JR 9% Wi %iE B2 | 7 (diabetic ketoacidosis,
DKA) i —FPREIRSE AL, B 0L, H SR a4 S B
5 (R B o 2 ) B R A D AN B 3 v
HUR% (<13.9 mmol/L)"™., i T euDKA f % 1Y I B 7K F-
# DKA BE, LA 2 8l R IR I2 80542 , AT 530
BER NG OE R, HE A S ST, Y e R B A
gt

B BLE FEAS B (limb-girdle muscular dystrophy,
LGMD ) j& —Ff 52 K B 8% WL 5t AL P s , LA WLET 4k
o9 P B s AT HELIC ) o R, T2DM & JF
LGMD & T B SRR A B85 U A5 1, H IR I
Pt A et OB S5 26 1 DUt it 470 | & euDKA 1Y &) £
NS IR HF X T2DM A3 LGMD S 251 FH IR 51)
5 2 euDKA FTA RIS A2, 51T 22400 3 10 6 5 i/
PRI, >4 BB Ly K | I8 PRI S B AR S A
IR, A HERE S B2 Wk euDK A, {f B & 15 A B HLETR
7, RO B AR AL, St — 28 th B
vy B RRAEAEAR  EE AT, AW RGE T IR IR I 2
5 14 T2DM £ Jf LGMD #& # i F A% 51 ¥ )5 &k A=
cuDKA 2 2P 8, BN IZR A 2y i irie
&%,
1 wResEE

B, B, 398 N W W J 4 d N 20 b T
20234E 11 7 16 H Th H AP EBE 2 2Ptz . DK
KA 7R VI~V2 3K ST Bt , TR midR, V3~ V6 Ik
ST B AR ; L% 26 11 TR 2 0.417 ng/mL (S5 <
0.014 ng/mL), 2 h J5 7+ % 1.050 ng/mL, % J&“ Z Pk ST
Bt E AL AURERE” . 202 BHE A r BV 25 TR 1R 57 1L 23S
P S BT w] DEARI i R (Fumer ) ) A B i e (7
far il &) AR SEHRYT R T HAT 202 T I 5 M2 i
FEAR B AATEST , T4 e R Bl O S 248 1A, T
SCORUE SR 28, TFATR SCE YR AL HE . B TR
O], A S e NZ B ek — 21236 o

ABE A AR PR3 36.3 °C, kI 117 Y /min, FEI 20
Y/min, Ifil ' 128/87 mmHg (1 mmHg=0.133 kPa) ; X iili
W2 5 T BT, A P S T AR M i 5 O IX TERE AR , oA 5
ALEEH ORI R 0% 117 W/ min, O &4 7 B
55 AT 2 X A ] S 2% o

B AR M LT 1 9.7% (S5 T [ 4.0%~
6.0%) , 75 I 1L 4 8.86 mmol/L ( £ % i [ 3.61~6.11
mmol/L) , MLALET 17.8 wmol/L(Z:7 4w [l 35~106 pmol/L),

TEZD; 2025455 36 4 2 )

AR 16.3 mmol/L(Z {1 H 21~35 mmol/L) , =%
BE i 25 (A IH [ 0.78 mmol/L ( 2% 3 [l 1.00~2.20
mmol/L) , {5 & g 75 11 A &1 5 3.65 mmol/L (¥ i /5 A
AL T 1.40 mmol/L) , FLER 2.39 mmol/L (2% i [l
0.50~2.96 mmol/L) . #8H 0> ol R K A 7 « A0 28 710 Bk
FREB TR, AR () 2 = AR DI REIEAR
M HY A2 28 5115380 51% , Simpson 22 5 1ML 4347 45%

WEAESp S0 4045 « BEAEAT LGMD i 5 20 434E , BEI A
W75 DYSF FE A B 278 , AL LT 290 3R i
LT3 0 9%, R4E3Z 2507 o L 5 2 48, il fe s
160/100 mmHg,, ¥ AR FH TG A1 182 96 FE 3% 2R B 25 mg,
T 2R {H S A M

ABEZW I« (1) 20tk ST Bedh s B0 WU AL,
Killip 732% T 9% ; (2) & 1% 2 2 (AR5 1E) 5 (3) LGMD;
(4) = A IAE o
2 FERFTES

20234F 11 H 15 H (ABE Y K AOHERHE ), B A=
YT H BRI VCAR Y 100 mg, AR, 45K 1 IR+EH%
i 1% A 90 mg, MR , 55K 2 IR0 A1 R e FCI% K A 25
mg, TR, 5K 2 IR+PEFCRIME A A 40 mg, TR, B8R
1R I EASCE ST 140 mg, B2 SRS, 42 )% 1R,

20234F 11 H 18 H (APBEE 4 K) , RAEBEIR YT W 1H)
FRE 2 A IN 25 1 i M A 0 7.00 mmol/L, HoBE Ak 1.
RN 9.7% , FiBG 2 W bR . AR TR —H
W RER 0.5 g, IR, B K 2 R+ A4S 5117 - 10 mg, 1
i, BER 1K

20234F 11 H 22 H (ABESES K) B 7:30 247, i
R M ] | RE I, PO X I 4 FR R
H 94%, 1Mk 115/79 mmHg. 0 FE E K2 78 V3~V6
SR ST B AR N e o PRIEM{A g 3+, M3 D-3 32T
fik h 8.55 mmol/L (% i fil 0.02~0.27 mmol/L) , %5 Ji§
1 ¥% >4 6.50 mmol/L, 2l ik ifi < pH K 6.93 (2 % {5 [l
7.356~7.45) , — S AL §% 43 JE (partial pressure of carbon
dioxide, PCO,) Akt (Z %3 [H 35~45 mmHg) ,HCO;~
et (S0 22~27 mmol/L) , LI 4 0.80 mmol/L
(2% 0.5~1.6 mmol/L) , [filL#F y 3.8 mmol/L (&%
JEH3.4~4.5 mmol/L) . 7 8:48, BafTitki s, &
DLRRIRAE AL . MRYE LR TR A 455, 2 Wi i euDKA.,
i A 245 1388 2 5] £ S0 10 ol FH ) 245 0 ) ) ok, 2%
JE euDKA 5 B 51 A7 G, 1452 FH A% 510 AR
1R — H WU R e (G R rh B2 25 T 2Y ), R 2E
Kz AW o [FIE RSN WA 2 B, AT
9:30 Z- 45 T e H VK 1 5% # WEE 5 W 500 mL+E
5% 22 T S 6 B TR B VA TR, DT KRG T 5% ki
TR . BT TSRS | A DA A s BB I B i i<
pH >4 7.10,PCO,>A 14.00 mmHg, HCO, >4 4.30 mmol/L,
REHLIMBE 47 9.20 mmol/L, FREFA A 3+, ik R 24 Jifi 25 5]
AH DG SCHR S, 8 TSCHE 70 26 W T S0 %) v B 4 = 31 10%
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VISR =5 E /KT, A Bl 11 i & 2 33 S i ok
il B 105 1 o e, D/ B AR A 1, AN 51 R AR . =
A RANZEEW . TAMNE TR S 2R AMAEIRYT )R,
F M L) | i SRR IR G, S KIS ATT R AR S R A
BEIRE .

2023411 H 23 H (ABESE 9 R) , [BE MRS A &
PrIA K A 45 5 A 2 TR IR B UA (glutamic acid decar-
boxylase antibody, GADA) . [ & Z R W R 1 15 EHpiiR
(insulinoma associated-2 autoantibodies, IA-2A) F1 JiE &
Z A B4k (insulin autoantibodies, IAA) ¥ M Y, #fii2
HT2DM, 47K 22:00, 75 H el | & i | T8 I I <55
PRI, PRI A 5 BAPE , 13 D-3 32 T 24 0.44 mmol/L,
Bk 1< pH M 7.40, PCO. & 36.50 mmHg, HCO,
22.40 mmol/L, euDKA ZE i . IIfii PR 24 i 2 18457 1+ MR %
R RN MO TSRS 2 . BRIz L,
FEBEBE T 200 = AT T VR T A TR R 4
AE-+HRTERT B2 TS ORI 5% 219 Sk 8 FRA

20234F 11 7 26 H (ABESE 12°K) , 8 H A JREAAR
S, Sk SAEAR I IE R TR SR, S R
J5 2 h C K43 514 0.89.2.15 ng/mL (& % i [l 1.1~4.4
ng/mL) , #7555 B A0 e D RE R |, (HAE e X PR fik =
= A= R PR 2500 3[R R BUR A, BB N 3 A P fil FH
SGLT2i, HCRF R 7 58 i K T G e R eloh #hie —H
WA R R 1 g, AR, R 2R+ LMK A2 mg, H
R, R L IR+FIAEFNTT 5 mg, HR, BER 1R,

20234F 11 H 30 H (ABESE 16 K) , BEA WAL,
IBERS I AT, K P& A2 euDKA, T LA B . Beats 2560
§ifi : BT R DCARNZ ¥ e 100 mg, FIR , 45K 1 IR+ 4% B %
90 mg, FUAR , 5K 2 IR+BEHATR SEHEIK IR Z B 47.5
mg, R, B R VIRPEFERIE N B 40 mg, F IR, &R
LIRS JE BT S 140 mg, J ST, B2 Jf 1ik+
R R RER 1 g, AR, R 2 IR+H& 5 LR A 2
mg, FIl, 2R LIR+FIAE ST 5 mg, FAR, BK 11K,
Il RZG XS S F AT e 2538 o thBe)E 2 .4 JAlm R
25 M B U7 A B, RRCE IO R ] R AT, 25 I IRl 6~7
mmol/L, RKH-H F euDKA .

euDKA IR YT b FE o, B3 1R Sl K Il =< L B | i v
D-3 5 TR IRE RS FE AR M ZE R L3R 1,

3 S5iTie
3.1 B854 E euDKA B HER 2 H7

R T i BRS H e 2 euDKA B4R S RN K R & i
JA 25 i L (“empagliflozin’ ) AND ( ‘ketoacidosis’ OR
‘DKA’ OR ‘metabolic acidosis’ ) " NH KR 2, “ BA%
H 0 BARE 2 v g A5 A T SCRT & 1), 7F PubMed | [
I 7 B v R 2 SRS 51014 B euDKA 191> S 413
s B R AVBIESY , K R IR R i e 28 2024 4E T H 5 H .
g N SR R B 68 e Sk, Mt 69 il B s L
PR 33 451 L 55 P 36 191 5 KB B DT 4 A FH JEL A 271 a4 3] 1 30
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F1 euDKABITIHEHEE BTSRRI IENER
R \ S
fi Bt pco,  HCO,/ A W DIETH REK

i r 22y
o mmHg  (mmolL) (mmollL) (moll}f (menll) | G

WARKE 832 693 KEh REM 080 6.50 835 3
902 6% 1200 0L 620
957 710 1400 430 165 920 W
228 700 1490 30 132 1260
B0 7R 1520 70018 129
403 12 1480 600 178 1120 3
1
l

15:00 720 200 4.60 128 10.70 3+
19:00 719 430 530 105 1450 3+
23:00 124 250 9.50 110 1590

IWIBH 146 128 2520 11.50 0.93 1540 2.86 3+
6:00 131 28.60 14.00 101 1040 s
9:26 133 3130 1620 0.92 1190 i
11:00 134 370 17.60 097 1170 i
14:00 131 3230 18.10 091 1240 i
16:00 738 3480 20.10 0.89 17.70 +
22:00 740 36.50 2240 0.96 1340 0.4 3

cuDKA I [ JCRE S, A 2 1 d~34F s Ko i
FHOGTHD AR TIHELNE G T AR (18 4]) Ak /K
W (15 51) e (10 91 | Btk s (8 f51)) i £ 2 511
TR B (7)) 45 (A 1 051 B 35 [l o ELAT Jig 5 X452
R ZPESIR P AA R N E) .

A 61 (8.7%) B AT 1 BUKE JRIA (type 1 diabetes
mellitus, TIDM) , H:rp 5 il w1 851212 4 T2DM, 76 & =
cuDKA Ji7 i i [ & 7 SR KA 120 TIDM.,
T 5 2 (1 4a X5 =, euDKA 7E TIDM 8 g 3 UL©
WFGEHR H, RO BRI T B o 15 R 9% (latent autoim-
mune diabetes in adults, LADA ) £ 35 76 J2 3 SGLT2i J897
J& 455 Kk euDKA, H 5 #1512 4 T2DM, BUZ 5T #
W A FH LADA Ilfe RAFAE SR 51 w8 78 A, A 54 e
I R A <50 % (2T 2R R E e 4 <25
kg/m” AN KNG F B B s, IR A
SGLT2iiRY7 Z B s e AREUEA T & F S iR A
A B E AR R 39 &, A B S RS W A b e, i
RSG5 KA euDKA . A B HOBE RG2S Y, B A 58
HTRENRG A SPURRE, 2R ER, ZEED
GADA IA-2A TAA ¥R M, nT 44 T2DM
3.2 BEi&3%5 euDKA FIMEEMSHT

AR5 KB FH TR 81 i R 2 A B R Hh 2, 4
A H A4 dJ B euDKA I R 24 45 4 SCik , Jf &L
#3158 euDKA HAT B[] OCHE . &4 euDKA B, A
151] £ {68 FH %) 25 ) 60 45 BT ] DT AR R4 B % L S FEIB IR
PEFCHIME AR IE BT F XSUNOR B 514, 1 2 16
0 2 Bl SCHRHRGE B9 7T LS 30 euDKA 19259 H A B
ke HNE [, A B & A euDKA B FLIR K- 1E
#(0.80 mmol/L) , A] HERR — H SUIL S 3 i FLIR e vh 75
WA, A5 8 35 AT i IR HH B A 27114 21 & A euDKA 1]
], A= A AR AR AR OB i R4, AR, JiR 5 AH T
RSB, AT HERR O U BE ey TR o BRI

thEZG B 2025 4E45 36 45 2 11



T1DM 45 HAh H 2= 200 DKA . 2845 F AR 51 i SOkt
SEVRIT G, A R 3 1 euDKA e IR A5 5 22 i JF 5 2% .
T UL EAF B In K25 AR 95 Naranjo 2549 A R 1
il e 32 (38 2) YEA7 BT, 45 Naranjo ¥F43 8 743, IR AR
B i35 euDKA 5 BAK F1i 0 IR “ AR ml g "
&2 euDKA 5R1&5| % XECMER Naranjo iF 45 R
Naranjo 74 R
B AH
0
-1
0
-1
2

IR

DUARRIZ iR ARSI
JUARBRER A RS i
VTG R R R A

VERIZS AR A R

VAR ER TS REAR R -
VA FARER AR R -
JMZRERE BRI
)
)
0

i

&m

ARRRRERE D SHRREA

bk dili7am i Vet epnsy S 2 AN A
JUR BRI EREH BN

Y

—_ = = = = = o — o —
- T e

(

(2
(3
(4
(5
(6
(7
(8
(9
(1

o o o o —

“al— o o o o o o — o —

as BAF =048 N A T A5 ~84F W AR ATHE” s AN~ 4%,
JoTTREAT " <04, W TTEE”
3.3 E&%14%3 euDKA BIHE iF & FE =

SGLT2i ( euDKA [ ] REHL I £145 : (1) SGLT2i AJ
T B % o 2B A0 SGILT2 , WA T B 422 7 384 fk v 1l X
53 5 SGLT 21 1 1 38 2 175 M 384 I it Bee AR ot ¥, 28 1
REATG A PN I 2 R KT B 9 5 28 55 M v I W 22 1) LU AL, 40K
A T W S 26 K2 g 7 1 2% gk, 8 T 44 7K S T 1R o (2)
SGLT2i A] 75 % 5 i ML A IR AN K, DA fish 22 Ji6 v 1L A
R LR AR R 0 A R TE 2R A D5 R %
FVER A A= B o (3) 76 B Wk H, SGLT2i v 3% Jin i 4% 11 T
W

T it SGLT2i £ euDKA 14175 % [H 25 il P By i P B e
U5 euDKA /55 f& B o I AR 24 Vil 2o Sk o3 B &
B, BAE S5 3 euDKA 1915 & IR FE N F AR ok
B /D R 2B R 5 2R R D el L X S
Ata ZEV B BIF 58 45 AL, BDFE SGLT2i 8 euDKA 2 #
o R BCR WA R R E RO F AT D S R
FE R A TRIR R A5 FR . A i35 & 4= euDKA
i, IFEA AU LB ERE.

LGMD i # J& euDKA 1) 5 /i A . 1987 4F
Braithwaite 25" 18 T 58 1 5 #: [C LGMD B4, iZ &
A TIDM, 7E18YE 4 8 )5 B T euDKA . Lee 45" i
T 1IF G LGMD 4 3 T2DM A i fE25 & 5 dJ i
BT euDKA, K5 , A SCHkHRIE T 161 LGMD £ 1 5
B4 LGMD B3, FEA G IR SO0, I &
JEG A TR YU & 2B T B B R #ES Y. LGMD
BE AR K BRI S N BB T, — BB AR FE R,
A2 48 0 B 0 R A e, i =2 LA 2> (A5 UL PR R R A
BB BRI D AR PSR (A3 i B4 , LGMD &5 DUBE R i
FEfR /D B RS AR B, BB A 2t A0 2 v A

TEZD; 2025455 36 4 2 )

A2 5 & A euDKA™, A< i) 8 5 20 RAFEATHH 2 0
LGMD, H: 5 PR G I 45 21 R, 4 1t dysferlin 25 4 (Y
DYSFR:H kAR08 . dysferlin 25 I DI g sz 45 0] &
SO RS Rl A A& B2 ML 32 460, AT (e L2 e A8 1 IR
FEI- 1% Mg i A 2T A 20 SRR A1) 83 DR R R L
A LR, J& euDKA 19 55 (BB, IR SGLT2i Ji5 , AL
A A TR A 86 38, e X 51 & euDKAL, K I, I PR AE N
LGMD &34 FF H SGLT2i &b J5 /B g i), 1 45 1% 55 25 %)
FTEH) euDKA .

34 EIRFEE euDKA BIETT AN 2G5 a4

SGLT2i £{ euDKA 1 2t B 07 S B 452 SGLT2i 5 45
A5 H SGLT2i, & 35 W Af {5 75 28 1 K i DKA iR 7 Bt
[]", A 512 W euDKA J |, I PRZ i FR $iE Naranjo
PEA 1 32 H W7 euDKA 5 R 371 v 11 SC B PE hy “ AR 7]
fe”, B USRS . R, T 2R
27 (U EFLIR IR HH 75 F1 DKA ) g — H SN A28 2aiE , DAt
e PR 24 U A 180452 FH - FE U, B A2 T IR AN

DKA [ FIATT 71 b i i i AR BRER K Bk AR
FoE 5 2 AN (Y i 4 <<5.2 mmol/L i) %%, euDKA
FIR YT I 155 DKA FHRL, DX 5] A e ok i 1 1) A B R
TR B R B AR SR (HERT 10% WA ) . H:
JE R A euDKA F 2 Y RS 7K ~F-38 5 K T 13.9 mmol/L,
Y A B TR T T v LA K, T AT Bl TR R
TR 118 g K5 2 ke 00 ) B R A e DA T 20 42 g A
o FET UL, I R 24 U EE 1800 F 109 46 25 i 5, It
Fie VBN R 2R 05 o R AR LU B MR B2 2R T R &=
10% H AL SR, 24 18 > 11.1 mmol/L 45 #Mg ik
TN Z A, AT LRGN TR I PR 25 U 2
1 W) £ ) IR , PR B s A AR R I A A SR A R 5 2R
MR 2

IRYT euDKA W], 2 S ik R 458 FH Bl & 2R sl JE it e 5
EREAL MG E L, NS HED R LS
euDKA ZZfft . Chow 5" #f 7% euDKA % i b 1 4 Ifil
¥ <<11.1 mmol/L . Ifil fil <<0.3 mmol/L . Ifil /& HCO; >15
mmol/L . SJk Il pH<<7.3.FHE TR B < 12 mmoL/L; 2%
e e, TR T JB 5% 2% AT e 4o B SRR 3R . AR
B H e R 245 Wi 285 170 W) 26 3 P sl kot /< L O i/ PR
AR SEFE b , D0 Bl A TR N e I RAS- 24 o) ]

A £ 18 S A 4 SR R, R RIS B A
D REAR L X =, AT T R S A5 PR 28, B
I IREEREZG Y, T euDKA 28 fift J B 1] SGLT2i
255 BRIKIA & DKA", H LGMD 2 # J& euDKA ) 5 i
NEE PRI R 245 U 1SUAR B3] £ 35 7k A 15 FH JELA 910
4 SGLT2i, AR HIXUNUZIRYT T2DM (354, R
B AT IE R % 2 5 R FLRR R rh R 0 AU, w2 PR
PR th B R AR T AE AU R vh B 2 A s R 1
FH o s PR 25N B A= B BUR , fe 200 12 A5 534 O e
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T3 58 Eh R — W SUIRZ B Fr+46 3 SE bR+ RS ST A

LAt , LGMD S35 76 N IUE R T SGLT2i I, 53 &

Az euDKA., PR IH Ik R 24 VT WS 685 107 3 A ol FH I A% 970 4 |

ROKS 5112 SGLT2i, [R] I PR 5 IR 94 , ANBE I 70 />

B KA G AR BR B, QR HE B O X PRI R L =

TGRSR ARIN , 5 KR ias , Wil it/ PRAKER 5455 o

4 Z5iE

euDKA J& SGLT2i £ 5% UL H ™ 5 i A RV, [7]

i} LGMD i # 72 euDKA Y 5 [ ARE , IHZZE A TR

I SGLT2i i, i RN T ATE R, Ao 252 . A7)

T2DM 43 Jf- LGMD & & ik ] R 51 i 4 d )5 i B

euDKA, 75 H 2427 WAk R v il DR 245 0 K i DAl s %

cuDKA 5 U 51 (1 Gk , DBl B2 A il e AR AL IR YT

T 58 IR R E AT 25 8 20, 5800 R 4% T HoAe & 3]

498 WA ROV B VA A 24 2 W 5 TR T AR

FHLORBE T BE 244

S 3k
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