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[HZE] b BN A DR Z A JE AR IR B ELRERpaN , HIE 2] S0 | AEEIR
TR TGk e N LRI T AL IERE, SR ZAEIIRES & o A 2 Bl PRI AR IS & R b
SELIEA T I PR32 P B PRI MLER BT, RIS BB L S HACRE A TS P 284G . AR 1 BJL, B3, 3d, ik
Ja BB AE L B WRIATC T | WEREAE BEVAYT o ILIESE R BRI R TP BE RS R B ( Co~C10 ) Thr, =Mk ig( C8 )
3.52 pmol/L ( Z#{H 0.02~0.2 pmol/L ) 5 FRATHLER /3 HrA WHH B % 3 Sanger ill/7 &L ACADM LA 7 54+
CLRGE 4l A 2878 ¢.580A>G (p.Asnl94Asp) o KR 2 EIL, 2, 34MH, MW RE AR 10 S RERTRIT .
PSR PR B s 10T TBE PR ( C4 ) 1.66 pmol/L( 2758 0.06~0.6 pmol/L ); JRA LR 738/~ L HEN 1R 55.9( 2
F{H 0~6.2) ; Sanger MIJT A ¥ ACADS BN CHUEZE 5 257E ¢.625G>A (p.Gly209Ser ) o BIFFEEE AR AT A i
PRI PERR b 2 DA UBs 8 LR #1738 AR iy, i KR ACADM. ACADS JEH 4T, H5Aa8Frb, J
HEMESLIEG A UGB Z AE 12T [ hELKRILEIZE, 2016, 18 (10) : 1019-1025]
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An analysis of clinical characteristics and gene mutation in two patients with
medium- and short-chain acyl-CoA dehydrogenase deficiency

TAN Jian-Qiang, CHEN Da-Yu, LI Zhe-Tao, HUANG Ji-Wei, YAN Ti-Zhen, CAI Ren. Department of Medical Genetics,
Liuzhou Maternal and Child Health Hospital, Liuzhou, Guangxi 545001, China (Cai R, Email: lzcairen@126.com)

Abstract: Medium- and short-chain acyl-CoA dehydrogenase deficiency is a disorder of fatty acid B-oxidation.
Gene mutation prevents medium- and short-chain fatty acids from entry into mitochondria for oxidation, which leads
to multiple organ dysfunction. In this study, serum acylcarnitines and the organic acid profile in urea were analyzed in
two children whose clinical symptoms were hypoglycemia and metabolic acidosis. Moreover, gene mutations in the two
children and their parents were evaluated. One of the patients was a 3-day-old male who was admitted to the hospital due
to neonatal asphyxia, sucking weakness, and sleepiness. The serum acylcarnitine profile showed increases in medium-
chain acylcarnitines (C6-C10), particularly in C8, which showed a concentration of 3.52 umol/L (reference value: 0.02-
0.2 pumol/L). The analysis of organic acids in urea gave a normal result. Sanger sequencing revealed a reported ¢.580A>G
(p.Asn194Asp) homozygous mutation at exon 7 of the ACADM gene. The other patient was a 3-month-old female who
was admitted to the hospital due to cough and recurrent fever for around 10 days. The serum acylcarnitine profile showed
an increase in serum C4 level, which was 1.66 umol/L (reference value: 0.06-0.6 umol/L). The analysis of organic acids
in urea showed an increase in the level of ethyl malonic acid, which was 55.9 (reference value: 0-6.2). Sanger sequencing
revealed a reported ¢.625G>A (p.Gly209Ser) homozygous mutation in the ACADS gene. This study indicates that
screening tests for genetic metabolic diseases are recommended for children who have unexplained metabolic acidosis and
hypoglycemia. Genetic analyses of the ACADM and ACADS genes are helpful for the diagnosis of medium- and short-
chain acyl-CoA dehydrogenase deficiency. [Chin J Contemp Pediatr, 2016, 18(10): 1019-1025]

Key words: Fatty acid f-oxidation disorder; Medium-chain acyl-CoA dehydrogenase; Short-chain acyl-CoA
dehydrogenase; Child

[ ik HIH ] 2016-05-28; [ #3Z H I | 2016-08-04

[ LA H | N TRRER T SHERTE LRI H A5 SR 78 (20146020404 ) 5 7 P8 LAETHH (72013607 )
[VEg i ] R, 5, mit, FREM,

[fEES | %5, &0, HATEI,

-1019-



%18 % 45 10 1)
2016 4F- 10 A

b E %A ILA R E

Chin J Contemp Pediatr

Vol.18 No.10
Oct. 2016

o REEMEELAGEE A S5 Z 0 (medium
chain acyl-CoA dehydrogenase deficiency, MCADD,
OMIM 201450; short chain acyl-CoA dehydrogenase
deficiency, SCADD, OMIM 201470 ) 2 i T % K %
IS BT AF N 4 TR S R A 0 S 2 RE AR B
FIE . JEEENR TR B AR AL RRAT, AT ELAE
A D A A P AR R R R, R
T R R st A AR s T 2o R L
BA LA 22 L, ek PR 3 B AR IH e IR v 2
P RAEMELAAIE . Baom . WLk IRT . A F R
2 VA SRS 1 R AR A o FRATTNS 2 5]t ] 1
WG I PERR h B2 A9 B LIEAT 17 I Y TR Tt PA)
T PR WA HLIR 73 B, 45 2R = 2 BE Bl MCADD #1
SCADD,  HE—23F 58 2 i 5 b A7 AH SG 3 [H SR AL A
M (445 ACADM 2 ACADS 3K ) , A& LR
FrIBEDT L A5 7 B2 Wb RS AR A .

1 ARSH®

1.1 HRIH

FE1: BIL, B, 3d, HB1EE 1™, B
HiF= Az, AR 3000 g, g JLE B
N2 WABTE ). e E AR TR BE AT AR LRHAYT .
AR A . TR 36.4°C, 0> 153 YK /min, PRI
45 YK /min, IfiJE 72/41 mm He, 1A 3020 g, [Hi%E
B, ML, wR R, OB LR KAE
B, XPOGRSFETE, K, BUMIFR &R, O
HIy, BESF, DRI E KA, BV, A
Fsrw e, JFRRA S Rl k&, B, PORZALGK
JIRgYE G, MRERRAEBA Y . IS HT: pH 7.22,
PCO, 44 mm Hg, PO, 42 mm Hg, BE -9.61 mmol/L,
HCO; 17.8 mmol/L, 48 7 A 3 PF MR b 355 1 4k
1.5 mmol/L. ( Z%{H: 2.6~7.0 mmol/L) ; JREIAIA
PE; M2 JH B D RE A T S A A P WL W
LSRR (i fd, JEi 450, mINR G L
PRI L o

KE2: BIL, @, 34MH, F1RE 17,
S A, AR 3200 g, Apgar PF-43 10
gy, DRINZMEAE & 30 10 A KA BE FAE B 2EBHAYT o
ARG A KR 37.9°C, 03 142 IR /min, PRI
34 YK /min, I[MJE 78/44 mm Hg, 1A 33 kg, #liiF,
WtRE2E, REPHA, KR, DETE, Bk

PERAE, WHEFLSFREFE, XS R, 1
Tokd, DR, MR, RIS
PE =N, AEFE L, OBUNT I AR, T e A b
VFEEMREY &, O MIREE, #5F, DRk
) K2k, MEOFER, FRRRD N Rk i, MRS
AR WS H . SRR 2 U 2%
K F 2.6 mmol/L. ( 2 % {H: 2.6~7.0 mmol/L.) ;
M54347: pH7.41, PO, 108 mmHg, PCO,23 mm Hg,
BE -8.0 mmol/L, HCO, 14.6 mmol/L, H&/Rrf LRz
;A K 1.5 mmol/L( Z%(H: 3.5~5.5 mmol/L.)
Na® 130 mmol/L. ( £ % {8 : 135~145 mmol/L) , 4%
ik UL S R i g 5 R B 153 < o o A
BEPRIE S, NGB 5

1.2 MiGBREL A FIE R R R A HER 2 4T

RAEBILARAEINTE FUe4tR (JEEIRAR 2 A
A, S&S903#) b, FiR AR TS, R jEats
FTALE T 96 fLiuEARH, BEALINA B 2 B IR FN Bt
S PR B R) 40 28 bR 19 PR 300 pl, EIREH R
30 min, FEHUM A TR AL R, SR5E
DRI — 96 LW MR, 50°CMMAEIR T,
FEMA 50 pL #FHFR E T HE (3 mol/L) , Teflon AT
5, B 65CHHIRAEMN 15 min, B 50°CESWKT,
FEINA 80% CJiE 100 pL 7, FRIHE & 5 LA
D AR )47 28 PN b 2SR T R A ) 2 35 1 0
FER BRI B IR T, RS = eE, e
U BE R bR B Bl 53 R I DA o b 2 5 e R
LI R .

[l st BE AL BUR T8 48 A (JEEIR RS A H]
S&S903# ) I, T4 fE 2k EIDURE S PR ER BR 2F A 56
AT IR HLER T -

1.3 ACADM ¥ ACADS EFRIHH

MR AR AV ] S0, bR L S ARSI
kil 2 mL, EDTA HTEEALER, #HLEY — SILHEHUE
K41 DNA. % %f ACADM. ACADS 3 [K 4} i 1,
X H] Primer Premier 5.0 531514, P 382EsN0 7
DL S G A SRR A NS IX 8. PCR Oy 4
%M 25uL, f14% TaKaRa LA Taq premix 12.5 pL,
o MG IR A W 0.75 pl (10 pmol/ul.)
HE[HZH DNA100 ng, fnZseF /K% 25 ul, PCR X
WA 95 CTRAEME 3 ming 94°C7EPE 305, 60°C
Bk 30s, 72°CHEM 40 s, 38 DEH; 72°C 1Efifi
8 min, PCR F=¥J %8 1.5% By I6 Wl B e L UK S8 5
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PCR ¥ 34 P2 Wik de i A=Wy s w) il iy, 4555 A2k
FLHZH ACADM ., ACADS H:PHEH) 34T M

(IE# 2% 0.06~0.6 pmol/L) (& 2) , IRAHLIR
IHIRCIERN K 559 (IEHSE{E 0~62) .

2 #HR . ‘ .
1 RFR1BILPEBREARKLNLE R
. N . . o H H RIES
21 MBEEEARIER R RGBS ER Rl docmR 0 TR ERER e
(nmol/L) (umol/L) (nmol/L)
e > B
AL I RO (1) ST TR Y S e———
A o R B (C8) 3.52 umol/L ( 1F W 5 % (H S kA c8 0.02 0.20 353
0.02~0.2 umol/L ) (1) , IRAWLER 5 Hr K W SERE C10 0.02 0.25 0.35
BSHE KR 2 BIJLMT MR (C4) 1.66 pmol/L
10 L C8 4
o e
P
‘é: 12% 275
X i
oo
5 on
o . C8 TEH IR
EE . 263.5/
[I):;: 2:'11‘14 25.3‘ v 21’5\: 3 N3 264.1
Jifaf kb (Da)
B1 RFE1BILMFEBBHAFILTSHTER AR (C8) D,
£ HL C4 255
ér 60 2744 e
x 5.0
@ . C4 I PR

JEfif It (Da)

B2 RFE2HFBJLMABHARIZSMER  TERG (C4) WER.

2.2 ACADM. ACADS £ [H il 458

Sanger Ml ¥ & LK & 1 )L ACADM R [H 2
238 464 2878 ¢.580A>G (p.Asnl194Asp) !, ffi75
ACADM K 2 i 28 JE TR 55 194 {37 K 4% ik i i K

Z@Z BN (B3) 3 &R 280 ACADS HE
38 215 28 A8 ¢.625G>A (p.Gly209Ser ) ¥, ffi 15
ACADS F [H g it 28 FE IR 5 209 1 H 2 Rk 22 A 1R
B, 2 B ILFA Rk AACEERUT (K 4) .
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e 169 10 T T T T T T
AT GTGGATAACC A ACGG 466G 4 CTCCTTTCAG GG CATCAGTGC
® o
el
oo I,
| J’\ \ /\ f‘ I\\‘ i /\ J \ A»/\ /\ . */ /\/ \\JA ( /\ [ /\A \ ’(\
160 170 110 L g le0 . . 130
AT GTGGATAACCGACGG A6 6 4 creerTrTrTCieieCciTCiG TG C
| 2 ‘ ®
1 . f
\‘ f\ i "‘ “\ \“ \
ottt At
l | {1 \ \
Ao VAV e
L] IISUI-I L B e e owom 20 130
AT GTGGATAALCC GALCGG 216G 4 trcerTTrciceccarcierec
| | ® | ®
| fi fl A f\
1A o A I f . A VA ‘
I [ / ‘[\ / Al | f f\\ AYATA \ \ N\
A oo A WA
160 170 180 110 120
PTETEGATAACCEIC GG 166 A cTcerTrrTeigseciTei e e

3 HHE1ZBJLACADMEEMFLER  OEHEX
TF5; @I ACADM [ 7 54Mi T ¢.580A>G ( p.Asn194Asp )
ai s (kR ) 5 @@ S BE ACADM £ 7 541
T ¢.580A>G (p.Asn194Asp ) Z2 A4 (Hisk g ) o

2.3 RITE KK

FF 1 BILTE R WP 512 MCADD B 45 7
FHoE Kbl 2] IE R ThEE AR, IR T2 RJETT
B H 100 mg/kg H AR, AR IAUHE RIS Hh BE 8T A7 5% o
BAEJLI T2 kv Einyy, R AEFIEH,
A IMBESE A C8 WA, JRA PLER A LS4
RE2BILATEEREH 10 mghkg AR ETT
B H 100 mg/kg HARIGST, WG FR. TT2EE
EkEVi, B ERIERFRILEMNEE, Z&
LTS8 P A B4 7 T T PR B AT ARG, {EL DRI 2 FE TN
TR E IR

3 it

JIig 105 PR e LA AE IO PR A T T i 2ok B4
DA BERE R T2 FORIR, Hod BTG 22
Mg AL 58 L, AR R FE R BUAENR Wi R B Atk
R RAA 20 RANEMERES S, b rh ki aL s
fiti A B EHE ( medium chain acyl-CoA dehydrogenase,
MCAD ) il J 5 G 5% 46l i A B 0B (short-chain
acyl-CoA dehydrogenase, SCAD ) J& fiig Bt & 4l fif§ A
It ST A T B — B, R SR AR L Y SR

DA s Wl

4 RHR2HBJLACADS EEMFELER  OiEwxt
B8P3, @HJL ACADS %4 6 54T ¢.625G>A ( p.Gly209Ser )
g (Fik g ) 5 @@L EE ACADS 3 6 541 i+
¢.625G>A (p.Gly209Ser ) Z+& 545 (Hisk g )

JERR R B A AL SR AT H 1% 23 1) P il
MCAD F1 SCAD Wy 25 16 B A BE WU M, 7 T4&
RORIETT R, AERFRE . L. DAL, Bk AT
Hedn AT ek, WA s D R B PR B M T
e, MSgRMERGE., SN, O, F. B%
HEMNERESH, eI IR L R AK A |
OV . WK AT . R 8 LA s e R
[ T A SCHTE: K 9 MCADD 1 SCADD 24, A&
1% B A AL ARG B A G5 PR GG 12 B A . PR B
ML R BB = E . DA SR | W B I L A A
it S Btk =2 R A5 T AR Rt AL AR i

MCAD Fi{R % 1 421 D E SLm i, Horb
I 25 ANEIETR T IR, TR LR N A2
Bk, 23rE 5T RUREVE DU SRR S i i s R R
FIAE AR, HSEE P ACADM v 4 Y fo fA
1p31.1, W& 1240487, Hujc il 95 fps
A, DA Uo7 Ry RGN, 24 AR 2k
R 60%., b W2 AR A+ 11 5o e+
) ¢.985A>G , FHER 304 MR IR B IR .
Khalid %5 " BF5% & B0, K304E 2l 45 5725 1 B )L
5 94% S FARR , V75 R 2 € N 24 i A 3
PEIR IR R AR S AT I AR Y R
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218 1/65, W76 H A NHEH 449_452deld 2875 e hy
WL, HATFRE M ICET MCADD 8 2781 J %
AR PROS A IRGE . AL S R RS A2, 4R
NA TS ANE T4l A SR ¢.580A>C( p.Asn194Asp ),
fiif3 ACADM FE K it Z IE MR 2R 194 1 R ATk bk
REGMRBAC, S MCAD LRLFE L, 0
HARCYERE SRR E, BHIK T 5k sEm A P,
HTiT, MCADD K1 5l RFRA Y OC R AN
T AL S B A AR, SRR 5 PR A
YEF, ¥ s2mizom i B SR IERE , P LAGE i S A
TRUAS B 7 A U0 s I DR 6 30 B g 1 ™ o AR
JiE

MCADD J& 7% WL i g 1D B2 AR B 5, T 1983
4FHH Rhead % 1 KRB . AR, FfiE B JLH
I BT 07 5 (9 TP ), MCADD R R B W, A
[F] [ S RN X 25 S, o Rl N R 304
Y2 9.410 J7, INEEKL 7.1/10 T, MAFLY
52/10 71, FEEZ52/10 7, fEE% 12.3/10 7,
w2429 21.1/10 T3, BAHBAIZY 4/10 J7, VAERTHAR
2455.5/10 77, W AEdCIRRHE [X S22k 2 P R e I 56
AR DL s A Y SRR AL, H
A A LR FGR L) 1.9/10 7, & 6351 B B i A
54 iR LIRIS 4 B, Ry 0.7/10 7 P AR
Wz AR 3 A B 3 B 2k, A
JUBERR I &, AT JCRER RS . R 5 0
BIELRELAE, VKRR WL, &R
et W IR . ARIGREBZ A, Bk
WL, TAAEIR ARG BE AR i UL, TR
fiE =R, WG Bk est T e
i 1 61 MCADD fILBRA LRI IRFRININA 5 I
JFAm M f, BILEEHE Y ¢.572G>A (p.Trpl91% )
FEERELE ., RS HGE 1 B
KR MCADD LSRR b8, E
SRR RS 1 BILASE O A IR AR Y UL
IR A ER h 8. Stk ZEI S =R
WA AR MR R I, 1w B AR DR R A B A B T
ST, P PR B A T % B P I 2 PR BT v
Tk PR . 25 T i S 2o AR . A L
FRPINA =R FEIESFIN KRR, W LA
Jili 9 SR YL 5 e TR 28, S0 = A At I AR fi AP L 4
1E, HAFTERA A4 i b s, ol 7 35 A el
TR R EBEIIR 3.52 pmol/L ( 1E % 2% 18 0.02~

0.2 umol/L) , £54 MCADD (%) 12 W, [Hi%H
JUPRA PR /BT A DL, PR RARAS B3 U AR
JLE &t 2k RV G, MCADD JoFEs i
PRI, FIHIS W T BREERR IR I PR IR SE 55
FEREAT, HA L I PR K P G B A MCADD i
FEEARFIEERS bR . (YRS, M4k L PER
Bl = BF 7 IR PR K P FT RE T e N B, B
C8/C10 LA K2 miz Wi i st M af M. A
SR R AR IR AR €03 B3 A HILRR 53 B W] & IR
TRIRWRET R, DTS BT RUENTTIESR , Fit
PRA WU 53 BT Hk F T 1 R AVERT R, 38 2o il
Sl SRR A B T — 2 B ARI2 T

A VAT S SRR e L, S VR I
TR G RE Ab B, Derks 25 P BF 5% MCAD £ JLAJ Tiif
ZYVEI R B K AE, #EFF 6 DMH ~1 2 8h, 1-2
ZH10h, KT 22001k 12h, 4L AR ILT
AR DA PR AL 7T P AT 1k BE A 5 8 51
SOl A SO RRUR 21 T ARG A AN 7 2 VA B
i A o A 2 1 R TR B A R A A 1 S A
X T I U 25 PR 8 2 AT P JR 3, AT /N AR b
LRI o BB ILTE RIS MCADD
BT TR AN M IR Th B SRR YT, RIE T AR
JEITHEH 100 me/kg FAR, AR U N Hh 25 55 4
e BB ILI e b IEsaTy, AR AT IR,
AT EWER A RAL, JRATHLIRA IS5

SCADD J& # e ok bk (L Qi pem, H
o FE K ACADS K5 10 Mo+, 4t 412
NEERR, BATHIE 70 PR s AR A, L
SR AT N E Gregersen 45 PTG Jethva 45 22 B
5ER IR E ZAHRNH LA ¢.625G>A (G209S )
Fl e 5S11CST (R147W ) RAF R F2, %) 3£ [E 694 i
A LA X AN 24 5, KB ¢.625G>A 2848
7 BT A AR I 2 A6 3 R Y 229%, ¢ S11CST 5 3%,
Iy — A5 X7 24 1036 1913 A LI A AV 45 & 3R
5.5% H} c.625G>A S 4S5 T, 31.3% N c.625G>A
RAFHIZEF o SCADD 7MW AT & 2R B i
RTFHEMA, 1 c.625G>A ZARTE FUPEA 5 i #E71
RiIA 30%. X EESRASTE SCADD A H AR AN
PLHI AN B, (E AR AR A A
B, FERENAELEIG]E SCADD ik, Al
e BECA b R N A R RN LW 2 5 )
A T2 SCAD B P FEARFN &M . FEABEFE
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SCADD H JLif i ACADS J PRUAS il &% 3R B 41 4l
RAF .625G>A (p.Gly209Ser ) , #1153 ACADS JE: A
Gty Z FEIR 5 209 1 H 2Rk 22 2 A0, 52 1
SCAD Z5H TR, FEIRMR B A b TCIk I+ it
7o AR5 2 mi A X R B 288 B AR,
AT LA SRS ¢.625G>A FEARNE R AR it DX I A3
R AV 5.2 —

SCADD 1 & 2 P FI b IX 25 5, BF9E R
By, EE. fEE . BRKFNE S E ZHE L i
A PR HOR R L0 195000, H i3 E %% 0%
) 55 2 TCI R Ge i, SCADD H Il TR e I 3=
BRIAMARG T, EHREENE W,
HABFEAR AT A EF V%G . WK IIEE L SRty
Sy ln) i, AL R P A L P, Van Calcar 25 Y
XF 17 ] SCADD #7AE JLiE AT T AR J5 2 4F R Bl 5
WS, TR A IARAT I AR AR, H 56 [ F KA
VBT A I s i A AF 9 & B SCADD B 2 Il IR 3%
MR, ATREAT FLAD R I 1 A B A I AR AR
AR X R P Ol T 3 A B R T 2
SN R T SCADD 2 W1 1Y 2 3 S 5 4%,
B2 3N T 3k SCADD Ry Sk 2,
AL TE G R UAE T AU R Zobr s v i B, 0 3 3
YL W, TR TR S W IR, AR iR L
AT A LS00 [ P A AR AR A R 1 1R v R Ay 32 %
G PR B, I T 1t (R B8 1.66 pmol/L ( 1E# 2% {H
0.06~0.6 pmol/L ) FI /R A HLIR L EEN 12 55.9( 1E
WESH(H 0~6.2) B EH S, $&/5 SCADD Al figtk K,
ik ACADS FEPRKM & B E 4l RAS ¢.625G>A
(p.Gly209Ser ) , f#if3 ACADS &[5 2 ith 2 LR 4
209 v H &R 22 AR AR, 20 T SCAD 2549 il
Jikg, SEURNITR B AL TCIE ERH#H1T,

H A% SCADD [RYT i Jog—ILiH, F2ihb
PEAS B2 UGB IR RAE R, IR IR E, R,
AL IE A TR AE A R By X T2k R EIG
7 5 HABRR MR A B 250, AT # k48 T 10%
(1% 4] 2659 W B ) 0 F AR 8 o van Maldegem 55 7
X% EE (BH 10 mgkg ) JGIT7 16 BB ILAFFE
KB, IRIT IR R CEEN R HE D, I RRE
R, FIERAZ SR EIERE I, 7R )
I RIGYT SCADD A LI IR S A Ak A8 b, A
BEILI T2 @ MU WEIRTTY, B8 B BHIES
)y JL A v I, A2 A I g 5 PR 4t s T T 1A

T5wAR , ERME ZEEN ORI IEH .

ASBIF S 0 2ok L B PR B B SR A HILIR o B 4%
BRI T, XF 2 B RGO
HRE B LIEST T IR R E 2> 72 8, X e /R
R R ZEHUS AR T 88 SRR m T
RPIREILEG R B, RS, RS
SEAR T A SCHE, R I 0 M X LA e
SN L o LT A T, 36 i 7 A 1 T
BROMIIRA MLAR , LA Rt — 20 R DA B R 812
G TR AR DRI RIS B AT REME, 0 1T PR A XA
B A 1) S B2 B i R RE . [R] I3 R2 1B
BAE A A2 ROt TR EE R, MRILE
BT RERZEANRTT, M TA EAE T ERBE
JE, BT 2By L A=

(& % x W]
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