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Research progress of a-ketoglutarate in cardiovascular diseases

CHENG Dan-Yu, LIU Jian-Kang*
(The Key Laboratory of Biomedical Information Engineering of Ministry of Education, Center for Mitochondrial Biology
and Medicine, School of Life Science and Technology, Xi’an Jiaotong University, Xi’an 710049, China)

Abstract: o-ketoglutarate (AKG) is an intermediate of the tricarboxylic acid cycle and a key hub connecting amino
acid metabolism and glucose oxidation. AKG contributes to the oxidation of nutrients, e.g., amino acids, glucose,
and fatty acids, so as to provide energy for cell metabolic processes. AKG has a variety of physiological functions,
including regulating metabolism, promoting autophagy, alleviating inflammation, delaying aging and prolonging
lifespan. Recent studies have shown that the level of AKG affects the normal physiological functions of the
cardiovascular system. Supplement of the appropriate amount of AKG can protect cardiovascular function to a
certain extent, so AKG has become a new and promising dietary supplement. This article reviews the recent
progress of AKG in cardiovascular diseases, including coronary heart disease and peripheral vascular disease, to
provide a theoretical basis for further basic research and translational application of AKG.
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(PEBNE R PRERANE R RIGANEZR ) A
2000 fELLK, ABRO MBI AL TS N BOE K T IY
Gy 2, A 2019 4E [R5 9597 11 A6 T2 N Eoek
Sk 1790 I (1),

o- i [ — 8 (a-ketoglutarate, AKG) tH #x Ay 2-
AU IR (2-0G), & Re AR EL IR & ol 2
PEES T, ESEIRIIR. 258 % 5
Ak, A ERFIRAE H /R 3 =R IR (TCA) JEFA 1)
B R R EEAER Yo BRI, AKG
EEAZ A AT IR, Wt a gD, Z
o O, g U KA 2,

AKG 72 B i 4 ATP [ E k5, RO
M. BRI ZRA AT, PRI AKG
A DL Sk A R A R e AR (SOR 4
RS P2 A1 AKG A RE LR & A8 1,
Feft AKG 1AM+ 2. AKG /£
FIEJEEREATR, AmaEfin, BA R
W, KRR R E V. T AKG AT B
BN N A B BT U, sER LA ThEE,
W HFEsh R E R R U AR R
BERZATAEYD, B FRECT HIE &I AKG X A= Ak
HAT— 2 AR ) ST 12 AR A e,
AKG N T 2 AU TN UBOGER 1 TR A

1 AKGEEZUSLMERR

L1 o-ERR ZBREVRIS R E LR
TR R I 8 7 7, AKG BEfE N =
FRIRAE A 1 S8 v 18] 1A 2 5w K Ak & 40 i AR I

2R

ABA B
AR B3R
FREEIBI\ B 3K+

I B3R
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RTABER (%)

A B A H 20214 K AT AR BoR, O & B AE A R
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NEZ. MREAEZ); HEH20004E 03K, 4RO & %ER

TR NEIEK T 052 —, 2019453K 51 79075 Ao

E1 200020194 M EHERIE T ARV £ (2021 11
A DEALAGITHRS)

T2, RIS AR A A% B 40 M PR ¢ - A 1 D Y
B LR AR . AKG BE AT LAYE o- iR — R e
S /R R s R AR AR RROBREAER . KA AR
ik, fZEid =R EA R s R
REEERERD AR IER 52 &M, BN EER
B, It — b A R EE A AN A R (IR 2)s
AKG [N ALEI L R 2, ANMUE 2 ik A
PAZ P B R B 1 R CAREAT R S R IR, BT U@
i A7 A e A 1Y 2 BRI R AR S B U e
(2-OGDDs) &2 —H ARG K E FIRFIIE, L
PR R IR AL, % B 5 Bh K - Fe(Il) 71
i, JEI O, fl AKG 1E NI A H#EH . fEAR
AT 60 Fh 2-OGDDs, ‘B A1T43 Wil 48 B S SN
FE MR AR . RIS S R G A K% 2% W38 A 1 42 2%
A R O B E ™. 19 OGDDs 4 75 4t
JEY, AKG XHEEE / KA / B iz 2=
sZm, R R SRS 3 R HIF-1 (9 520E A
eI e 1B G & B2 /& (GPR99/GPRSO/
OXGR1) ML, AKG HEEET G ZEAN FHE
SR AT A e U B RS A
B0\ B A [ B4 75 T BT 2% U I AKG 3 2
R R — R I AKG 45 & 5 1 ——ATP & Hii
B HAL, HE— IR T AKG FTAE H i 5 X 4%
[ 2t 17,

YER— P E P % 2 F AP AE LR Y,
AKG R X PUAH A P 28 AL ik i e i, SR AR T
SEAL R 5 R % Rl U BLZE 20 22 90 4EAR,
AKG il £ 52 A5 FL7E O LRSS i 2 b i S B A
F, B T OMEAMFER L Z I oE P Sk bk
B2 CVD & WLHIE e R 2 —, 1EPESE (reactive
oxygen species, ROS) M4 IMAMY 2> 8 — AT H
e AT 1 B i 4 i it s Bk e U, TR B2 50
O H, ROS 4315 & 3l ik off £ 5 4k B B (1) 7
fi B, CVD R L B R R (FFA).
[ e 9 = BRI R T P, T AKG A 5 0
ROS {7 AT i B i At e 45 B, AR
IR L300 4k P9 BE 2. LDL AH il = g i 4 & BV
O RGH, LRRS RN A AKG ¥
WABER, WA ANSEEEMER ™, If
B = B R IR (ATP) SRR oL B A
Bt 9T % AE B I R 45/ BRAR Y AKG
BA ST A BV R SN0 0 B 5 IO R AR AR R,
AKG T] REAE O F1 3298 (RS 4 )2 TS VAl AR
ST SR ORIERRRER Y, AR IR IR FO 3
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EHRE WHE-CoA |°
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W EARThAEE

AKGEEF UL &M, AR EIR, It — PR RN 2Bt ] Dol =R A IR IR . KA — A
o AP LRI AKG AR T AK G 32 A4 sl 2- A0 R BRI DUIN AU, B A #4855 A B D RE A D
E2 AKGHYRGHTIE S R

WIS VRS AR & U 100,
12 LMERFHAKGEEREN

BEE R K, AR AKG K2
TF% 90%, A RN TR A AR WA R R E KT
ME—TTAT ik ), R A O M R R
AR JE P, AKG J AR I AR ook 5% 4 F K
AT RE S 0 L PR AR TEAR S (1 3),

Kjellman %5 7 5 .00 fJE T A 3 18] & 8058 3 0 AL
] AKG & BIEH MK, HONH RS ER AKG 2
I BB . Kouou %5 B (B st g e, i /
FERE (UR) #0752 m K RO IE S & B, A
RRIABE IR AKG & 8 1T B UL R 23 & R B
S (GDH) yE MR PR . IR 545 240 K EO AL AKG
FrRAEST 15 min 5 F PR ROV, SRarEH
P3G e T AL B N 45 25 2035 /R KRR Lo IE Zh BE
E O VB MUY o, AKG 25 88 75 7™ 85 5 1L B[]
BT R B,

> 77 %% vy I RF A2 BE R 7 SRORA AR B 7 B AN S
flir, 0 Sy 3E AR 0 BE ATP R AT P R AR
30%~50% Jf1% #i T vk 4 Fr O B I E R B0
FIFEE, B R - MR RIE IR, O R
R, DULRE R AR N, R B 7T AR I
T AKG & & Al 0 s i AE kR i B
P22 B a5 R I AKG 7KFRE O LB BT
FEOKF, PRI mT AR PEAL O LR B ¥ FE KT 1 I
TEAREY . 0773 o 1 O I 4 AT D E g

BRI IR RIAR TR . Lee 25 ™ R INAE 0 ) 535
BEONAL B Rifkd, LLAKG 1ENIED
I P P 0 42 i i 5 I R A . 0 T 22 v 1) R ML
50 WLAH A B R 2 IR DG . 1T 2 o O i
1 4 I e ARG I AR O R TR T O 70 3 o 1) O
&, fEN—FRE EHNE R, RABGIERNER
ity B 7 24 TR M 20 B0 A R 4 iR AKG JEEN
TCA &3,

AMP {1 & I (AMPK) 5 %04 T
I PR A0 B 1) A O F2 A 0%, H 40 o AMPK La
A AMPK2a AR Y. BFFC R I, o BE A0 R
PERE R AMPK 20 (178 B 20 ik 25 4L 5 i ik 2 52
il 80% ™. TURESI BT ah R EIR, AMPK20 i
Bk /0N BRI S B P A I 2B RROAE O B 1 I 3Rk R 5
I8 A B AR K R T 52 AR5 5 TR (HLILF) 1 4%,
AMPK 20 BT 45 AKG A= 520 HIF-1a (1 #40
o GRS IOV IE TS BERD AKG 774,
BEI AT PHLAL HIF (3R LA . Mihling 25 ™9 38
TR R ' e OB B v W 8% B R 7 T R B
AIAEE FKIE 3 RN RO = DAL AKG IR EE R R

LR LR T e R RS AE O URE B8 i et 72 ol o
HIEEA]. Punithavathi & W ERHNE LIRERFES
R RO VS ER R R R T, BN S AR K AL BE
Ja, KRB C WL Sk A i o ik A 1) SRR 3 0
I, RRLA T BT ER. BEHR. E R A AKG
M4 2% F%, NADH i Elg. gRts C Al
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{ERFICYDARHI, AKGH) B2 2 TS, AR GRT A M % — a3 3 e CVDI R A AR R
E3 AKGEE5CVDZ aX &

filg. BRIAMR MG . 2500 H o S e AN e
JIk -S- B RS B A TE B 2 A B

Watanabe %5 " 7 8 75 4% 2 Bk i1 75 S AL B
P 00 LR v A ) I T HLERI R R 3, 4 HL0,
UG K BT A OB N A S e . 4 2 R AN
AKG /KPR ERME, HFREMRRESRERX—
TR E S R Wi . X R A AN 2%
PR, O B s DA AKG ()47
& e Hom] TCA fEFA AR 78, IR B 4E KR ATP FI45
JVEH K (GSH) 7K P-4 A SO T R 448 00 O
PHEH

FH A 458 AT 2 A A 7 7 I 488 5| e 1 3R 0 103 A% iy
AR 55 ML A B R AR B UIAR O, i v iR Tk B Rl R
HUAE /N BR G IE DNA $2 H AL K- 9 5 80 AKG &
B FP#%. Ciccarone 25 W #E = R A& 1AW 8 FH Al 16
JE B 7N BR 0o I 82 1) DNA 384k / #3234k s
T KP4 25028 BA J. DNA $2 A6 Tet Bl 2%+ Tet3
IERIA B, Shid A2 AERE Tet 193K AKG 7
HRE .

gr Bk, fE e ERSCES T —,
AKG J HACUT I #8 o 7= A 1 AH 98 4 1 1) & B AE A
() o I A T A Y 7 ke 2 B o
2 AKGIATLMERR
2.1 AKGFY51Rs

e I SRR e, 24 iR & & (1
WL, Hh=F. BENE. WS IEDIRS ) Mt B
WHEMM S, ©50mERRKER+2%ED ™,

AKG Z 51T G ACHT, TERR(RMAE . 5 K
I % & g & 1 (LDL) #1512 B 5 25 (1 (HDL) AH XS
i DA AR v I [ R LR P XU 57 T L — 2
M AE R . BFFT48 H AKG A 38 it 38 98 g i 48 Ak ok
B7 1E 480 B H R A R T o AR A A, AT A8 I
AR IE Fr Ak 0,

PRI AZ: T B i 7 B i N R AR ) Ak 7, 4%
KL A B i I AE PR TG 15 5 2 A% g ) A T JE N 28
RLAR IR LR RLR P9 5 R R B AL BT A It de
H AKG 25 AR & P B AK AKG KT AT B
TR ST A 7K, AT S B0 B 6 07 1R
—EEHh. REE BRI AR A R, #h R AKG JE AR
JR AR BN Pl I e B, Radzki 25 BY R, 4T
S v R I AR 2R K RS RIVR BE Y AKG (57
515 0.01 mol/L AT 0.1 mol/L) A P& IfiL 375 s fE [F i o
LDL FIH i =Per & &, Fhs HDL & &, H AKG
MER g N IR N SN (A R (5 A E S = o
AKG T ] B AR et 0o RS BAT — I R s

H AT AKG O S T FIE v BEAR IS (19 245
Y BY, IR IT SUTRB A MESN Y, G 1 AN S L
SIS R E R . LDL A H =B A T e ik
% HDL.
2.2 AKGKEGNEKREL

BlIKHFERE AL — PSP 5 S MO R, SO
I35 9 975 1) 32 B B A el I A P B T R PR S A
PORE AR AR AR P (R SRR B0 Bl ik
FE 50 U FE R R 2 A 0%, Bl A st O I 45 9 0 7
LA RBE T R ML TN A 1 B BT SR Bk
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ik 543 R AR 6 ARV 5y 0 ) L 7 R L A e v e
e EACTE BT R ELS, AKG B 4] ROS
(¥ 7= A RO T3 i o AR A e 4% B, it 1
InAH AR T 4 R 2 A S I i sk Y

LN R A 5P LR 5 B ZR BRI
Je 3 FA JE B Ik A A AR BEL ) 3900 ) R R 22—
ik SReR = b bSO G == R AAT 61 1| B ey
RS R I B A E R AR, AT E D)
FREEARRE 7 AKG 2 il 25k -4- 7K At (e B IR 7
1 2 Bt -4~ 7K A T A A T 1T 4- 5 I 2 i DR
=IBE I T T I Y. Niemiee 5 B R L
Ca-AKG & it A e H o AL BE 1, FRAR
ALY B s T, R R SR R B A
B A, UESE T AKG X i35 5 2 30 1) i
EHEARMER . AR M RE T BUAITITAY
TR I e RS O, I B IR AE I e S R
TEH, AKG %% T % f2 # il. Harrison % ' 45
H AKG i 1 75 3 il 2R G ok 1 i 1k 3 2 5
YIRS BKEEAL, o

TET2 (ten-eleven-translocation oncogene family
member 2) & —FE AL I s BEOR S 1Y 25 FE AR AL,
2 — Pkt AKG 1 Fe™ XU E, {4k S-mC
Al oy 5- 2R p s uE (5-hmC)®Y, i DNA H1 3
AB i S35 55 B0k 55 RE B AL 1) AR K e DA 5K
ORI ORI, AT XTI, IR TR
ApoE" /N & RN AKG BYGEL S 3 bk 56 RE A AL
PESRECE 2, Bk SE I IR IR 2T 4k 5 2 )
TR AT HE— PR, AKG i TET2 R
B PN AN PR R A R SR A1 ) SOE R - 3
SEZZ B K FERE AL R AR AR
2.3 AKGHEELALBRMEES

O LER 4 (myocardial anoxia) 5| 2O JLAE LA
B, IR BRI RS KML EFEAC, D VAR
A JE SRR s AR AT S RN S AKG B
AR S AR A5 1O, T BN R T e R A
AKG fg i & S m DI IR EG b A A R =
O WE 45 45, A 3k 0 I 2E K T Tkachenko %5
AL T AKG X 5 B IR RS 3 0O WL 4% K B
RS ER, 453 B AKG 3 2> A0 N Oorn
WP RGE RN PEZEAR T RO LR SR ITFR L .

Il PR 9 B i Ak BE 1) AKG Re % I 25 405 i
Wa ik F AR EE B ONLThRE, ZARPIER TR S
AKG MAMAERE X Y. Kjellman %5 ' 7EH 2 0
TR 46~78 & G Erh R L, O JIEA5 1 91 1) £ 3t

R EE ) AKG I T 838 R S5 0 SR (9 328 &2
o 7O NI R, B 2R A sk i bR A 2R L
P& R 7] T MB (CK-MB) FIJLES & 1 T 5 35 08
A, RJE RN AKG X 5 A R . & &
AKG (1955 45 $ 30 AT LAIsER (O W 457 39 32 30 ik BEL W7
AN PR I O LR AR 1 S T

O YUEEFE 2 6 ER 2T ik P9 BE A R OB B S B0 1)
O JIE P LS k2> o LR A, e 28400 Lo UL —
P, SO ME B I R L2 — "7, Tishkin
2 VR WUHE R RAR AL PP4E T AKG BIHt sk
BE 1 e HH D VAL RE e m, 45 3R R B AKG
HAREROIRY IR, HiX—Ihae 50 g A
L FR BBl 2 495 00 B 3% b 3o 2 b ) RE R B s o Ok
Tt 55 2 B v o MU 73 i I 40 Y 308 b 47 7 At b 7 RE
HAE R ATP. 41 % 5t NADH K N BAR, 7EiX —
Ik R T AR O i Y T 2Rk AKG 5 RS
SRR 15T ek N ki fhk 7

Russ %5 U 72 BH KT 600K 3 ik 175 5 (1) Wistar K
Oy VLR ZE R AR A i S AL R 5 XS O 4 B AR A R TR
o, R T R AKG. 5- S HILRERE . N- 2 -
fili -L- FEA B N- 2B -L- 2R LR E I 2 4
B 2 A e DT R B LR 1, SR
R IRIE o 2 4 43 5 VE T Bl AR Y )0 U 4H 2
BB R A AN IR, o e R B0 ik o
oL, Hrd AKG 8% A2 Hoaimm b A
MBSy . 4 AKG AbF 5, OEHSAFRA
W REEARIC YT % (MDA) FIikEE [ (CPs) /KF
KRB HTKT . FL b, KRELRKRHCUESL T
AKG I3 E L EF ¥, Watanabe 25 U 5 1)L — F 3E
AKG 7] LAt H0, I K SRR A2 O WLAH g Y
ATP H1 GSH 17K, - [F] i 400 1) 480 A S B8 5 1) 4
M.

o LR I o T 7 B R A o P 2 AL 11 e 2 1]
R, EEIKAE X e S B i FER (UR) $i47,
e AR b A8 P 25 3R 7 A Y 34 30 (] £ 0 48 7 2
fit. HEIR - AR -AKG ¥R (histidine-tryptophan-
ketoglutarate solution, HTK ¥A¥} ) s& e R VEOEF A
H IR 15 3. Hachida 25 " W52 7 AKG Al {5
R GHERAT 6 /N 5 CoThREMR [ RE i, &5 5 R BAH
BFRHRAL, £ AKG (19 HTK %40 #2401 af &
B EBEAL. BB (CK-MB) T (P < 0.01), {H5&E
fik im0 B AR s 7R L B B R R 1) HTK Ak
HRH AR I AL R PR 2 K LI A B B R
B (P <0.01). KL, HBFFEAEN AKG 5021
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B A PR L O LA S8 B2 R E R . IR
BfF FEUE S HTK ¥ 9 B A R4 e R 3 ik - 48 it 45
21 B4 L0 IEF AR R RSO UE B 3 2 Bk
LKA U7, Arslan 25 O [ BF Fe R B, A8 K
F B HTK JE A7 56 [ £ e R v DL 2 5 & i
O A — BRI D LR 38R
24 AKGKEDOANBEX

9 ZEEL A S JUE TS DR v L s s U R R
O IUBEZE AN o0 20 30 35 55 TR T RO 15 5 . R4
{14095 P K e I 4 5 3500 LA 408 Th RE B RS AN 0
Eugy B, O U RN 78 A O g 5 S8 HR A A AT L
MR B FETE A IG I, 380 b 2,6 — w2 nT 411
AN BB RO LR K B2, Liang 25 ™ % 30 AKG 7]
DA ) 24 i 2 v P S0 O JULAE K /N BR 0o UL 4H
M i PH]- A RRIRE, RPUH — & o IE e
KEHER

An 25 PR HIANIE AKG AT 30 1K /788 44 5
FEC ) LR JE R 0o JUE Dy REFREAS -4 s 7788 £ A
AR DAL 4EdL, B D=IhEE LB A R
o, WSS REOR, ES:9 IR &H 2% AKG
KB VIR 7AN BRF- 25700 JUL A i A5 488 T AR 92> 49.11%
(P <0.001), WLERE I EEE 7 Myh7). O 55 A4 H
- (Nppa) &0 I JE K AR E 4 1 mRNA 85 H 7K
¥ 0 BEAK, AKG #7873 3 ik 4 72 /s Bk
WL TGF-B1 fyidt BERIA . RSP SEIGHE— P E] AKG
I I PEAR I E 5K & 1T (Ang 11) 5 S/ B-MHC 1
ANP FRIEE Ang 1T 13 (R ZRL A 5 LA 45405 5
N 920 o ILAE BRI T 0 WF 78 R B AKG 3 i 1 4%
PINK 1/Parkin J& #% {2 3F 28 K A4 5 W AH OC 8 R 1A
I, FEE ROS /KT, KB AKG 1] G i 1 ok
A 2.y S ) 248 1) A Mk Dy 8 RIS ok 52 40 1 B b Ak
DNA, MIAR s 778 878 1O LA S

s b, R A WA T SO A R R
J1E g 5 A AP Tk AL LR I R R AL 2 — B,
Marifio 2 ™ % 3l AKG f74E 4 — H 3 o- i % — %
(DMKG) A AE Ry —H B W 410 il 770 v 97 4 7k 220 UL
o ZWTFURIL, GRS AR
FHU AcCoA KPR 15 S FWE, #h78 AcCoA
2 30 E b, FF2:4h 78 DMKG AT L b2 i 7%
i AKG IR, FFE AcCoA /K7, Mimmif 1y H
W R, GO L R S B0 I 3 B ik 4 8 R R
SR e O ZE A TR LS A8 P BB PR AR SRR, T R
OO LA AR K 5 O WLAR B £F 4k, SEIRBR IR Tk 1
O H

AKG 32K % R 324K 1 (OXGR1) £ G &
S B2 & (GPCR) & H KRR 2 —, GPCR il
W CATE AT O N R HE EEAER . Omede
26 % 1 OXGR1 2[R Bl 4k 110 /0N BRURES 17 32 3h bk 4 78
SECOLIUIEE R, AR Th R IREE, O NE
S A3 A B AR, — D T R, OXGRI1
Alfig5 COP9 & SR E G A7 5 (CSNS) TE s
AW, SRS 1R BUER T RF TYK2 f94E AT 0 )
STAT3 ¥4, MIiEFEOHUUIEE ; 17 OXGRI (L
R T8 STAT3 i JERERR AL, INEOAFAL K., 1X—
W77~ T AKG 324K OXGR1 7E 75 0 JJF Th B
IFER .

2.5 AKGHEHEMOMERFFRRINGE

ODFAZ % (cardiac alternans) 5 = Ok
RS R A 5, BRI Ca®-
ATP i 2a (SERCA2a) b 1 24 35 £ 151 40 1) 375 5 1 4
Az # . Stary 5 ™ AR R FULR BRI B 22 B x4
JH 22 B RS Gk R R OR B, AR A BRI 2
SERCA2a jE &I /IR, FHBr AKG it 08 1) D Be
i, AS SRR I B3 . Nelson 2 P {1 750
N AKG 5 I PR 0 35 Ty B i A AR O Y5 P 4 2E 4K
Hx.

OEALZH i (CPCs) H AARFE HE AT LIS 32 52 451 0
FEFf Lo LS i g P, Salabei &5 P A T 4 & Ik
fiext CPC M4 5 B AR AE L, 25 3k LA & i i d
AN AKG {23k CPC 3SEER, JH{2ik TORCI
JEEA p70S6k LA K AL I JI5E 51 240 Jfa Jed 25 1 R) PRk 1 PR
th, FSMMEEE DI M CDK4 [FIL ; 45
B R4 355 It AKG (DMKG) 38 0n 7 4
JUFESE 2, DMKG 90 T 2R A S A Bl R 1 e A FEC
] FCCP fl I %,  H mTORCI 15 5 fil & 1)
AKG /& CPC HifHfe I EZPGE R, IEL T AKG
£ CPC 4l s 5 ok F2 v i S AR FH

O HILTE] 78 J55 40 M (CMISCs) 7E 38 24 ) 46 44 T
REMS T8 2 M L N O LA AR, R A At o
BEIRIT BA WIS, Spallotta 2 ® @i AR it
WM R, B IR B3 ) CMSCs J HED /N
A OHEI LA AKG &b . AME#NE AKG
DU 7 o0 FL ) 78 54 1) Ty R O i s L 1 E
BE 1. LA, 4T ANIE AKG #h 78S, KPR B
(1] CMSCs [ £ R0 il 5 250 e 2 3 m, Dh et i 2
i

Ogiso %5 P4 7E45 1l T 1E 5 FO K SR ER GE 5 AKG
JE R, 10 mg/kg () AKG B — 5 BB AR
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Bairamkulov 25 ™ I 3E45 7 AKG F1HE R X K
ey ILEI N SR BB IE A (CCC) HIFEN, G5 R K
Pl AKG (6 mg/kg jh IR 3l ik P FH 60 mg/kg & ik P9 )
X R CCC AL WU 4 776 14 B A — 5 I BGs AR H
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