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Abstract

With the increasing aging of the world’s population, cardiovascular disease has become an impor-
tant factor that seriously threatens human health, and heart failure is the terminal node of many
cardiovascular diseases. Heart failure leads to myocardial fibrosis, cardiac remodeling, and acti-
vation of renin-angiotensin-aldosterone system (RAAS) to induce atrial fibrillation, while atrial
electrical and structural remodeling further aggravates heart failure. Sodium-glucose cotranspor-
ter 2 inhibitors (SGLT2i), as a new type of antidiabetic drug, can reduce the mortality of cardi-
ovascular disease and the risk of heart failure in addition to lowering blood glucose, and play an
important role in reducing the occurrence of heart failure combined with atrial fibrillation.
Therefore, SGLT2 inhibitors have shown significant efficacy in the treatment of heart failure,
which has transformed the standard “golden triangle” regimen of basic drug treatment for heart
failure into a “new quadruple” regimen, and the concept of drug treatment for heart failure has
been innovated. This article reviews the latest research progress of SGLT2 inhibitors in the pre-
vention and treatment of heart failure complicated with atrial fibrillation. The improvement of
cardiac function, mechanism of action and safety were reviewed.
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1. 5|15

O JIEE U A2 2 4 O MBI 22 A W R B R 2 —, SRECRERMAS A H S InE . #aihi, &
5 H A L 2600 5005 B E, BARGIHKZILE 1080 143670, b5 Bl O 5 B v i WO R
IR ARG EIEC, FrBURE RIRI O R, SPSkINAE, b TR IR O E R, ST A
i, 5 FECL I, MLEEELERENSEEAEIE RS SECLHEY K, @&t AN A5,
fE TR R, SRS INER, ARG, Fit, FESORE AR, TR 0%EE
FHC 5 BT 2 I R H S DL R PR RO IV, HERO 2R AU T3 AW T s B 0o 3 R P A 3L [
PR S 58 DR 2R S AR AL S50 3 B AR SR, 30 AR AHELORHE, TR RCBRYEIERE, AT I
e, BREEEERE, ERFEEFENA DRSS RIET RN, EEK, O YR
A5 7 E KR . DAPA-HF [ FC[ 1185, O 4R Braunwald #i7 S EEHECR I, 5 1Mo £k
AL 77 35 M (HReEF) i 8 N 2546 97 12 3045 21 8T, 178 55 9K 3% 2 A4 i JOR -4 1) 55 (ARNT) S5 48 - i %)
PEh R s B e 2 #0055 (SGLT2i) B AE S S 1ML 53 £ PR AR AL 0 ) 32 v B & W i 2L m FH 245 (2] BEJS
EMPEROR-Reduced. SOLOIST-WHF. DEFINE-HF ZHF 78 1R R B NIESE T84 - E & pEbh Rfsiz & 2
AR EER, 2 FRRK SCEIRAV N - SE D R IE & 2 #H5HE T O R h] Gedl
HI[3] [4] [5]o o SGLT2 $ik I sp Rk 1% 31 15 45 DAPA-HF BF 78 A AR S 45 SR L F 2021 4E 2 A T3
] SR AL 0o F7 T35 R 3E NRE[ 6] 95 [ Ca I 97 27 BE (American College of Cardiology, ACC){E 2021 SE00EEVRTT
FE R IR F R, 0132l EE OIIREN T~V 2 H 'E/NERJERE % (estimated glomerular filtration
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rate, eGFR)FF & LR IK) 8 N5 FEAE A SGLT2 #ifl5[7]. [, 78 (2021ESC Stk 133512 Wi
JTIRED) . KRR “e=M7 ROy ORI %, =M T RONNE Rk R LB
FICARND E LS 5 7K 3R SRS TUTI(ARB) B S ARBH R 6 B BUHGR 2B BURI(MAR), - “ i UIER” J5
Ft AL LI =7 S L3N SGLT2 MR, W LA UF A 03 B 3R a8 (8] (9], RIS BEAR L /) 3235
B BB R R

2. SGLT &1

SGLT & — AL /N R IR AN E WA th /N R LK e R DR 50, i 5 U 2 A o 2 P A 2
SGLT /5. SGLT kA 12 A, I SGLT-1 #1 SGLT-2 F A H % . SGLT-1 EE/ i fE/ Nl
ARGANE R il NEROE ) S3 B, MSERE T OIAMAE, f—FmsEAd). KEEae sk,
SGLT-2 FE5pAnfe B AT M/ NE ST A S2 By, & —FMIRSRAN ). mieigie Iieig ik, A58 Ik h
ANE SERVE NERIEIE IR 90% M ERE I RIS, AR 10%H1 SGLT-1 5ER. ik, HERmE#H SGLT-2
AU 8 B T A KR FE /b PR 2 0%, S BUMLKE T+ 5. SGLT-2 DA Uit 513 i /N8 X AL B R I
W n, SBERMBIBUERL SR RS, J5#F OB IRk N BR/N S KORBCE A 3Rk gEd F
(glomerular filtration rate, GFR)ME I, XAHLHIFR N E BRIt SGLT-2 FEP mlk /N R Zh Y sLieiEse, b
MR A& B BN ER S E L I G ) B R K 2 —, I8 LR RE PR 40, AT BUE A v i AR R
BRI R A . ] SGLT-2 -5 B3 B /IVE # & WE I B, GFR IEF BT iy ) S8 I P 475 71
&1 SGLT-2 #7715 F 60 g/d~90 g/d 1 /R EHEM (urinary glucose excretion, UGE). b4, [ IfiL 5 7 %
PR GFR P, SGLT2 #5755 UGE S/ F#AK, Atk SGLT2 |7 A A R AR KU A = o

3. SGLT2 #5730 BRI REROBLE

K e AR50 AN B ) S B0 #0% W 7E 20 IR THEE 7 T SGLT2 4l B35 Ve, AHOCHT S
[10] [11 R ILEBAGHNEIETT T O J 35 3 e = i R fa B0 PG BT ik DhRe R 8 T B s, 154
FNEHETT N B0 J 36 98 S5 0 IE BT 5K B0 A L AU 5 A s Bl B2 LU R AIK, Ao = &7 sk D
M35 . Kusaka 5[ 1216/ 70 R DUBE IR /) BRCE KA BUAS 697 R, /NS 25 2 S0 U LR AR R 35 )N,
CMYLEF YA B AT M2 T 45 31 B 8 oG, O = BB UEM . Lee Z5[13] LA MM O J7 5585 K A
IR, 257 A HE 20 mg/(kg-d)]3E 12 JA, WS R EGOAEHTHLE 0T, 45 5 B A% 5115 6 i 2 0k
BODAYELL, oo O by EA RO = RO IE D BEE T IR Ak, 1 L JEURS B 1 R A ek 2R Ak S A
B RGO UIAR S, M0 s A .. At SGLT2 FMi IR rll ik 5 MR R . BEpE. R, %
ME BERREE RO ME AR E, g ok, &R0 R ER[14].

4. SGLT2 #&I5B9/E A HLHI
4.1. SGLT-2 #P#HIF7iET SGLT-1 3LALR{ER

SGLT FK &b X5 & SGLT-2 Al SGLT-1. SGLT-2 - EAEH & EWRICE /NERIE T 90% 7 % b,
i SGLT-1 £ R AE FHEILUL 10% &0 . 24 SGLT-2 E YK I AEdE SGLT-2 il 758 &4, H R B
SGLT-1 B I/E A W30, SECEE 172 1 2R & . 2 SGLT-2 24K H1 SGLT-1 %1%
TE AR RIEFALAR, HFT RIS BEAE AR, SGLT1 76 A 0o Fh 4 F 2 e FE R I FRE AL
A e fr, T E f R B S (B /AR RO I O I SGLT2 $ANFKIA[15]. FTbh SGLT2 #HFIiG i,
SGLT-1 XFCo A FH S ZEAT VP4, {H SGLT2 78 St O LS L 453495 i vl 355 1 57 R RO B8N 17 ) 267 7 e
RO LR L R = BERR(ATP) B R IE 1610 BIF 5T 28 B KGR Co LR I FRE Y P A A b SGLT-1 3
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RIRIA T M/ RAH T B AE RN, D SR AR TR, o0 T LiAsh /1%, R SGLT-1 5
O LR L P FEVE 0540 5517 HALHI AT A& Sk O URESE G SGLT-1 HAmfil iy R A o o J A 4 =5 B L e
KA PARIIHR L RE . SGLT-1 24X 00 A BS I0, B AR SGLT-1 #E VeSOl N el Be G 28,
RO F AR 75K 75 B AT B K AR, X T RESIE OB . AR PR OISR EFSk TR SGLT-1 #ii F7n] &
ERNRIE R 5T B A Sk £ SGLT-2 #iil7)2 fidid 5 SGLT-1 MAH BAE RGP~ A5, )
T — AT

4.2. SGLT-2 P& E4& OB 4HBE Na™f0 Ca? 3 EL

NSRS A B R TE O I S0 (1) S5 3 o JUL AT J w8 BRI, B ks i R R A, R
UF T35 OB S A AT A R DS B[ 18 ] R 2 IE 4R R W, S5 AR A R B S O A I Ca®* 5 Na' i
A R[19]. Ca® AbFRFEAS AT AE(E it B3R 5 KRR i RT3, SEUE S RE MO ER, WMo R4
SFEIRAE[20]. BRIE P Ca® 7Kt i AT RE A0t 0 SN, IS s B A [21] 4B, R A S5 oh Sl
Bes Al Na 2R LRI N, AR5 2 R UK SN Na'/Ca> A A (NCX), BEMI NN Ca* /K F[22].
Na' FIAE U b5 Bk FE IRl . Na'/H 22 # R (NHE)VEPE LA 330 Na#i 8k, k55 8i[23]. SGLT2 1
75 BE % (12 1 R B8 AL R BN HEME  Karg S5 [ 2415 703K BHIAAS 5114 0 25 P AIC JZ Bk P Na ™ & & . Baartscheer 55[25]
HoE, BRHNEEEEAE 10min PR E RGO E NI A Na ™1 Ca® /K, 1 LA 52 40 i 70 4 i /K -5
M, Uthman 25[26 |0 FIESE AR S5 A Z108 FA A 51145 8 RE B 40O L NHE, AT B M 2%
Na'fl Ca* /Ko Ye S5[2710F 78 i A 5115 v 486 0 AR 9t 1h 2R (TR (AMPR)IS P, FAAR OO L AT 4
40 NHE1 ) mRNA ik, SGLT2 #ifil77v] it fH1E NHE FiEE 5 58 & S0 NHE, 3217 ks>
Na &5 Il G S), W05 EM . DL ERFFUA SRR SGLT2 #ii 5v] fid i B2 O UL e
TIRIE K, WO RER, MMBEROEEHFEEURER,

4.3. SGLT-2 #PFIE DA sE = K

WHERIIAE ORI, (LU OCBEMNE g5 T MBS 1 R gt b s, L2
N i A A B R T 307 4 ATP, SR REAR LL, p- Rk T R I 5 >R A TR IR A, (H AT 728 ATP f i (28]
WFFEFRWIAE ] SGLT-2 Al FFUAS LI PR 00 38 JBF DUHRARAS s LR DT B MR 1A 1) 7K P45 2 T [ 29]. 7E
TERE PRI Lo 3R SRR, SGLT-2 Uil th w3 o DU AR O A F KT, figidt ATP f97= AR 0f eiese A == 5
Moy %, HEIFRIEAROIE S I s BURE ORI RE . EA LI RaR, ) 5 I B AR Y O ) 30 R i
T A 2 B Rt R SO I A DI RE[30]

4.4. SGLT-2 {MFIE RO E oI R AT R AH R RAME AT

A - B 5K 2RI [ R SR (RAAS) UGSV AE S8 B 20 Ve Re VR F R B A (2 2R 2 i /K B B
SN B EEL. OGBS EFE RN . SGLT2 $i 7458 FH 1 2838 b O A R vt
BB VR PR, BRARAT TR, T AR AR VB0R 15 5 AR /1N . Hallow S5[3 11178 SGLT2 | 7|5 4%
I SRR FIATEAE), FEATSLI0IER, BoRIERAE F A g N A & L T-BA b, R
(R ks> 2 ML 25 B PR RUAR 17T 00 3 R85 FE AT SR At JE IR TR L 23N o I 2R &) 78%, IX K W] SGLT2
FHIFAE B35 O 38 6 9 s B 7S MURE R 7 T o5 A A5 AR5, R s BB 2 ma s )y, o BBl (R (1 ) JR 55
[32]c S5—J70, SGLT-2 #fil5) FRAR 5 s A2 I8 AN 528 O B2 B 5400 FRAIC I e % s sh Ik Al AL 8 2
i A B DI RESE33]

AN 2 2 Gt (sympathetic nervous system, SNS) ) 2% 18 3 ik 2 38 hn £ 18 95 9 19 KUK [13],
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DAPA-HF 58 & 8] SGLT-2 #7114 FAR ML R FIVE R, 7o 20 TG B R I PR B IS . SRS 5134 FH i S
IR RN 2, T % R A R BRAR, (EULR A B 423 ) (sympathetic nervous activity, SNA)JG A 2 22 {t,
[14], ORWICHIEIG)L, XFRW] SGLT-2 I fex SNS = AHHIfEH, X 8 RGE 2R 1E
F[15]. BEARFFER SGLT-2 M FRI% ik & MR BB A — & FIPE R, 17 155 I i 5 BT e O if
EARRIEE LA O, IR 24 /NNPI IR AT, 7 ) AR RIS I He PR AN A2 3 ol O 1L 857 92 9 XU 384
[16] 0 M ARG ik 7~ A FH I & 271 15 BB 1) 4 e A0 S8 IO AR R I R AR RO B L He , BB 00 A SRR b 4235 5
F R (BB S BB IR L M ANTE 4E, 1H SGLT-2 JH 736k 52 B 42 5l B ML 1 (R S A5 2 14 T 1)
KIE[17]. HHIHEFL SGLT-2 il I PR A A 23E sh IHLHI nT e . © WIAIREARIAFIHIER . @ K
JREZR . R O B R S FE DU &R & 3 MR b S kA s @ b Es 11
WS, H0H] T 40 B8 2 AR A TG R [34] . A FH ORI 9T o 5 U B IR A8 s 0 v ' /N 4 P
SGLT-2 FHEA3-6 HIZRE B G0, SGLT-2 #fi| 77 w] B & FRAEC v MR T8 /0 B B R Ao i rh B 2 R 2
PLREAN 25 HUEF B IR ER R (35

4.5. SGLT-2 iMFII I e E DA A4E L 1ER

O GEAAE O T A RS OB E T, SO S URZE ThAE, O LR ) S g4 i 470 v s 2 A 1, o
i M2 7Y E A B B R PUAF AR I [36], ol S 40 504 22 B 1 4 5114 e A S 36 K B Co L4
M1 B E R ) M2 B E R EEAS, FEAA H0HI O B LR AT R 20 i 7 A A E A, B35 BRI o LR R TR
MGG, NPT R AR TRk, RS S BAA B3E P4k, R A RES O UURET 44 i s AL
IVERI37], WeAh, BEIRIp /N BRAEMEH SGLT2 /5 M S0 A 2-18. B ER-18 MR iATE
PEAI AR, R H T DO R RS Bk FEiE Ak, B R E BEER K B R A s g R A, B
RIRE PRI /IS B LR B A 98 /MR mRNA 7K 58 A -1 IR 2 -3 mRNA 7KF ) 4 SGLT2
ARG . SGLT2 i TR B SR /) SR ASE /A 8 1o 7% A IR EF R v AL B i 2, s /e =5 53 1l
S EVLBE I oL Ak, DRI/ BR A M2 B R 2 ) s 36, L SGLT-1 1 A sl B WE A & AN T REII[38]. A
W5 B SGLT2 $iFIXT OO LEF AL R 7 SHIE L o WL A2 48 O LA U IR i £ 4 = A
R, FEMRRE A, R A LA 2 DA R R S HE ) KL R B AR A AR o TG LR T 4 4 R O
I B A R OO VAT AT 2 BE RN A A o o0 UL ST 24 0 1 8 B0 R P2 iR £ S 5 0 A 200 52 381 240 P DR 7 )
5o WL B[39] [40] [41] [42]7E QLA 4 A 1 I A2 7 45 45 2H 23 42 K IRl (Connective Tissue Growth Factor,
CTGF). #Ab4KEF p1 (Transforming Growth Factor-f1, TGF-p1)IFKIE/KFF &, Ak EF
(Hepatocyte Growth Factor, HGF) [ 1A /KT .

SEAR KN R AR T, 25 eF4egn s 4 . oL & s [43], Kim 25[44]10F
S i ERAN SR AL 0 s AL 2R TGF-B1 & CTGF ik, &7~ CTGF v/ 0 ar4fl; Kiryu
SE[45]EHIE T CTGF A RIERAE R B0 pr A 40 EH, CTGF LT REY Angll JEEE A IS, ELO
TAF BT, Ko Z[42] ) Li 578 B~ CTGF FIAK PN, IESE T CTGF 760X &3 BB
TR GEALEF

ALK BT (TGF-1) 2 AFE T L IVELRE T, A TGF-41/Smad2 {5 518, 5 RAEKX
B, AU IR A B Ak AR 4RSS . BEAURBI[46]id ik TGF-p1 LB R/INRAER A T
FHI DY R ) MR s 1 R G OL T, @i £ ) TGF-B1/Smad I8 ER &£ H IO
S5 TGF-B1 3244, A0 s 21 A0 FE 8 I 2500 BUR A2 OV R R, IX R B B4l 1) 57K F TGF-p1 A2 LA
it s BAE O R E IR A S. T, Park F5[47] O I AR AR 38 RN SREUG 5 A0 = H R, 25 8L Eii
HL Y TGF-p1 KB OHHN, HHEREFRSEEEMR, $R TGF-p1 25 5 EuC [ 44
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PRI R . F 9T R L [48] TGF-A1/Smads {5 5 18 #% 2 25 F i R S BUONLEF 44k 3L [R5 5%, TGF-8 XK
BEASFEAL, oA TGF-1 & B AT A\ B SR ST 4EAL IR 7, X 40 B 058 o i) i AR EAT B 2 i ik
YEFH - TGE-B1 I8 305 K 7% Smad2 Fll Smad3 . 76 5885 BLIRZS . TGF-A1/Smads 15 5 38 BT
MRS OB ET AN pRsE o, (Rt b AL 4e4ni, 43 KB PRANERR, JIRREANLE
RO LT gk, BB FEO ) EM.

JHF 4 A K R 7 (HGF) A& — B )R AU AT A 1 2 ThEE AN R 7, |2 AFAE T O R4, al ek i
ERA. ML EEM ., Taniyama 25[4912 50056 &I HGF 1] 745 2 o UBLET 245 40 i fie S 5 B
J5 RE O RO LT AR T 2 R A8 D AILZE 2L HGF mRNA &8 HGF EEAFIAW b . R
HGF £iE MK TR 5 B8O B LA & AL B PR O . 7 S8 it 78 & PL[50] HGF 5 C-Met 454 J& nl 1
MAPK 5 5 %% 538 26 [T J5 M 520 0o [T R 2T 4 LR T 1) 45 Fo. 1R HGF S B TR E£F 44k 2 A2 1
g2 0 R e it Wt i o 0 o g i I 1 WY W5 e 2 N g5 S B AP T 1K i i L W 4
JRER H A RS

4.6. SGLT-2 #2541 4HAa4E A Rk F

SGLT2 #il 75 Be-H B PR s A AERE R S AR N 2L 4B LU 2%, X b FH 5 (i gk P g s 40 4 A
FRFEFG . LHMRA R — M ZREEHE T, B T e RGOV S E S, R s 0 L 40
ML SRR T RE . I A2 B 4 B B B R 9E S5 R A X LA A8 B OR3P ME I [52] . Sano &5 (53U B 7R
F SGLT2 #iI)J5, BF RN LA A B AR, WAL gu e Bo8 i, 4l s AR g bL 25
MR Ty, XRROHEG I 7O A, s 7O WL SRIAARES o Takeuchi 5554178 2 BB FR I &
HNRA SGLT2 il ) il RIS gk — Pk S S8 5 il SGLT2 #IHilF f5,  ZLAH A L2 /K- K A g i A
FRE KT RIEIR . BRI 6 > H () EMPA-HEART BEHLIGAREG T, B 2 BUH R AR
B ) B AR B 5104 A Ja A2 D S AR B S PR . SUbRIR B S1AY 1| AN H RO
REKTFRERS. 6 MG, LA EIR S 2.34%, MR F KT B T3 20 8 (A IR A% . &9
SGLT2 ] 7138 ik i v FH 28] L A 2140 M A B 3R R KSR B LD A B AR A, IXPT RE /2 SGLT2 sl 37 5 o0
A I WS ) R

4.7. SGLT-2 #5735 S 09 E RE B R D

VAL T AL T LR B A IE 2 2 TB IR T LR, B 2 A R A 4 S E I [55]. FENERERT A
2 AL AN AR T 2 AN L S TR N, TR 0o (9 A 75 5K IF S B DAL K. B4,
O AMERE T K E S LU B & B 2 RO, I AT RERZIRLC LA DI RE[56]. BRIk, Lo AMBEHE I R SR A
N0 FIES NREAT BEM TS AR S . BT FeR W], GG IEAR BRI E A% 114X 2K SGLT2 il
FIEA AN T IRE ST, AT BSGE O 38 5 & 9 B B B S 4 17— Al el RERIALAI[57].

4.8. SGLT-2 #HIFIB E LA A ThHEFERS

LORLAREAERR COME IEH The 5 T BAT AR, bR T AED9 VLA ML SR {1t 3 ZE R BE RIS, I mTiE
AL TR 20 P R R R A A B T AR S AR R O IE R B AR R TR . ZRRLR T RE — EUR ARG AR 45
Wi Co UL L KT D BE o VF 22 BT 90 EALE S ZRL A Dl BE RRORS 55 08 FR3 Lo JULIS B R S0 FE 1A R AR B DA R 58 o
Yurista 5[5 BUAECUESE & 700 D BERRAG AR IR K B, RBURS B4 el I A o JULAE K L 1]
21 Al SO LA I B0 SR I 5 D35 O R B, E— 2D I FU R LA 81015 BE Dl D i DNA 2003 7 BEA 2K
&, 2 mtDNANDNA BEGAE, AN S DR 1 I S P e VR S8 SR 52 Ay I TR T Ta ) mRNA
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KPSV N ) ATP 7K1, 2B S35 00 D D RE R s 5 I 2Rk DNA 4510, 39 N2k i
B, (TR LA BT S LR AR T BE RS AR G . Durak £ [60 [7EARE 3-SR AR RS th R I, 35
I8 B RE K LRI HLAL, IR 3K PO A 8 P10, DT RS A YR ADP/ATP LU AR, FF R 1% Mifn-1.,
Mfn-2. Fis-1 S5 ERARN G MR ERRE. 70, SGLT2 i) il i i PR 2 hE A AL B
PRNL IR ERL R DNA 45457 1R 2L A I A A 32 R A A ) 1 BB P50 WA D RE R S T AE
GO IEA I B R .

4.9. Hit

WFFE R SGLT-2 i FIiL e B 1V 2 A8, Aefe O MR B EM, BlnbFEIRAEE . Mk
WEREE, REATE. I4EATE. MRS, 5% N Kig B BRI E(NT-proBNP)FI LS 25
EFtE, SRR ORI BRI e AR B R R, B S (O U SR &5 . SGLT-2 i)
FIXH X AR K MR I, RN .

5. SGLT2 #FI5 R e

H Al 1/ SGLT2 |7 55 % S B — AN BB, Flanw iR R4t BB EGe, DKA, BB,
FERE, I RGEE . (HAEASC R RO RS 450 0] SGLT2 1771 5 R I % DKA HIAH et b
Y.

5.1. PR R RBA0 RBE

KB PRECHE R W GE AT SGLT2 $i) 7 i) (63 2 Hh U 4 BEAE PR Th S B 2, i T IRE
EER SR LT T RIRI ARG B R AL, TGN 1 JRASTHIE S B R B R AR . K&
FARBIBE ST 7E, KA SGLT2 il E4E ¥ 5 30 RAATAS B AR . ARG KU
RSN T PRAE G S AR A T T, (HZ R iR, WU R R G A AL61].

5.2. DKA B9 BE

1 SGLT2 K #5483 X s AH EE, B 2 AR SGLT2 #1751 i) 8 3 & 4= DKA B XU 3541
H 5 e e — BRI B M L R A2 DKA RS AR 246210 2 T8 R 5B & 7R B SGLT2 4| 771 & A&
DKA 7] REMEE o I PRIGIT Hh N 245 U I 5 1) DKA, AT A2 IR R PMERI[63]. — TN /N BB AL fr A
FOHHE AR B ER E IS JEIA AMP/PKA 155 8 B i 5 20 e F0 AT IE A B, AT 25038 SGLT2 #5755
1) DKA, HA5FH H R IE R FE[64].
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