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[Abstract] Duchenne muscular dystrophy (DMD) is an X-linked, severe genetic muscular disorder
caused by the deficiency of DMD gene. There is still no curative therapy for the disease, but improving
survival and life quality of the patients have been achieved due to multidisciplinary interventions. The
therapies available for clinical treatment include drug therapies [glucocorticoids, angiotensin converting
enzyme inhibitor (ACEI), idebenone, albuterol], management of respiratory system, expecially the use of non-
invasive ventilator, rehabilitation therapy focusing on hydrotherapy and prevention of joint contracture,
nutritional management, and so on. Advancing therapeutic strategies including gene therapies (exon
skipping, nonsense mutation readthrough therapy and adeno-associated virus (AAV) mediated micro/mini-
dystrophin therapy), myostatin and compensatory upregulation of utrophin, and gene editing have made great
progress in preclinical study and some of them like exon skipping therapy of exon 51 and nonsense
mutation readthrough therapy have been studied in a few clinical trials and made some achievements.
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6 mg/(kg- Jil) B2 T EES, E S 12 A, Hod 10 6 LA
H 275 K R dystrophin FH 2 AL £F 48 & 60% ~
100% , A0 4 F 1E 5 N1 15.6% , [ 6 5380 64 7 56
(6MWT) I B SiE <, i — 20 18 T T S <t 56 415 22
2177 A 5T WS ] oMW T B B 48 K, 337 0 ] A
DL E R R N I I R 3 5 4 A 186
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Duchenne B JJLE 37 A RAE 8 &, 73 9 T Drisapersen
(125 1)) Fo22 R (61 ) 6 me/ (kg Jil) J T TE 4, 16
JY 48 JH J5 T2 L T A eMWT W2 41 0] 22 57 To 4t
T2 B S, R K R I S SRR R R DL s
DrisapersenxE&:m@:ﬁﬁ:&‘%‘{jﬁx ENTANARAE
B R B EE /) B U /D RE B ) R R A
Eteplirsen J&#7 % & 505 CRNA B 254, J& sk iz S
FERATIR (PMO) , 30 AR B2 )7 51 55 DMD %
pre - mRNA #b 2 F 51 09 %% & ¥ % 5] 5 %b .
Eteplirsen A I A 328 56 31F 52 H HAT — 2 ¥7 44 0, I
T 2016 4 9 7 i 4 56 [ A il 5 2 il A B R PR o
K it fE B2 )P (accelerated approval) I F iR 97
Duchenne B L F7 A8 RAE o — TS X BRI PR 0
B AN 12 191k DR 9% 78 26 AU E A0 B S 1Bk ERVA T
19 95 1 Duchenne B UE FA RIELIL(7T~13 %),
T LA Eteplirsen 30 ~ 50 mg/(kg- J& ) # Bk 7 41, 1697
24 Ji J5 58 LAT GE B8 01 o, L P A 20 A IE 52
dystrophin FHTNLZE 46 8 UG E A G 9 (DAPC)
FIRMIL 5 S BEAT B IO A R RS 3
A, TCH R 25 W) AN R BN B g S A RO 5 IR
J7 34 I, B VR 4 Iy sk AL AH L, FR A
OMWT BB HE AN 151 2K 5 3797 180 JA U L JILIA 41 2145
5 dystrophin 7K - & 1F & A /9 0.9% , % T 1 B I IR
IHIFKF(10%) 7o & T Eteplirsen [ 45 8 P 1 %
A 1 A B R MR A i R I 8 UE 4 . € [ Sarepta
Therapeutics 23 7 T 2014 47 3l Eteplirsen I H lifi K
I, A 80 19 1 REAT AE | FE D 28 AR S8 R i LA R
F 51 Bk ER IR YT 1Y Duchenne B WLE 3748 RJE B #
T Eteplirsen 30 mg/(kg- J& ) i bk 7 5, LA K& 80 1] UL
B 1) Ak DA 9 A8 2 YA 3 EC A0 B 5 51 Bk BRI 9T Y
Duchenne B L3 55 A RAE B , 050 7000 15 22 96 JA
(https://clinicaltrials.gov/ct2/show/, W H 4 5
NCT02255552) , H i 14 A 23 Aii 45 2% o 55 JLASHE )
DMD LIRS 8 455 8 5 42,5253 F1 55 (19 )%
SCEERZAT IR 25 %) H R IE7E Il R 5 b, Bk A 81
Bk BRI 97 38 FH T 29 28% 1 Duchenne BY L 32 A R
RE R

2. RS BEARYY 0 LR B T B pre-
mRNA Hi B4 5 ¢ 1 885 7 (PTCs ) , fff IR 6 45
B2k, S BOH B9 E A G R R B . PR
N, Fe AR A Wy o n] LA S B A2 1k T AL R
M A0 T B B R T 0k KR K
SARIR R T BEAE S AT 2 R AL AL T AR R

IR . TC AR N A DMD R 58 AR KA Y
10% ~15% " o LA EE X DMD 3 R TG L2875 1)
AT B R, A B iRYT R s, B
FIAIFSE S , 7 FHF DMD 35 R G %R A8 38 323R 97 1Y
254 AT AT P R AR SR
% .PTC124.RTC13.RTC14 % , H v 40 JE 5 2 4
AZMPTC124 HATE #EA MG AR5 B B o (1) 25
B RPOAER R REREEARIFES R D 5%
s & B S RATX I EE T AL . Barton-Davis
2 (215 1999 4E 1 YR 7F Duchenne B LS 35 A L E AR
A mdx /N B P IE 52 PG OK 35 3R A R T ROR L
THES K K% R 14 KJ5, mdx /) B dystrophin 2 [
IRV T 2 0E H A 1 20% , LA 5 F 2 i . (H =K
KB I A IR 50 5 R B T 3E 7 AR e
Malik 25 94 A 34 {4 Duchenne B L7 35 A K E 5
H (26 15 DMD FE N T SLFE7E , 8 4] DMD 3 [K 7% 1t 58
), TR K& RIS 5% 1:7.50 mg/(kg-d) ,
FELE 2 8 s %€ 2:7.50 mg/(kg- JH) , F58k6 ™~ H
%£3:7.50 mg/kg, 1 K2 Jd, K586 N ] 4R BIR,
K0 3 FE YT O 0 T S5 AR B I VE LR K
(CK) KPR, SR I 28 2 F 3 19 T L5878 B 3
dystrophin ZKF- Tt BT oR Wk 3 o i T
AR KERTUSEEE Bt aE g™
N RN, BRI PR 5 0 R Ak, S
— i LA A [R5 5 1 Y 2 SRR AT 2P A E R
BT DU B OE AR #E AT I3 R i 3 (9 H S 5
NCTO01918384) . (2) PTC124: /& H i W/ 5% fix £ 1 &
1R I B2 TR MRS IR T T A R
UFRT S . PTC124 J& 2005 45 0 16 2K 1 /N4y F A&
W, 5 RKERER, GEBKRL S R A L%
03 S, (H G R R TR R &R, BN
IEH 2R FIae . PTC124 1T a W1 R 56
R IRYY 28 KA, LA 4 275 K dystrophin 7K F T
B A 48 R R BEHLBUE T b 3 I AR i
5 7R, DMD K& R T S5 AR J 3 4300 T PTC124 Al
%R ) 40 me/(kg - d) TR, 55 2 B R 41 M H
PTC124 21 (B #1282 D g el st , A7 7 BB 1 e 8 132 0
1, 6MWT i B 2E 4 31.30 K, R4 22 5 KL F 5 it
SR S ARE B R A M Y 30 K fE 7, BRI —
T3¢ F PTC124 19 23Kk 22 Hhcs BlATL 6 BECTIT I I IR 3k
K9 A 228 9l 7 ~ 16 £ DMD 3 [H JG LR AE B L6
I7 48 JH , 45 R BN, PTC124 4 5B )L 6MWT i 2 2E K
13K, H25 G228 ik — SRR 4z 5
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DIBE sy 41, JE 4 6MWT FE 25 25 300 ~ 400 K i /& L
(99 f5l) HF PTC124 41 6MWT I &5 4 £ 42.90 K H 2
SR GE R S, A IR 9T 4 VE A 35 bR R 4R R
PTC124 & 97 A 2, M 76 HoAth 2 4~ W 240 (6MWT FE
B <300 K F0 = 400 K) H, PTC124 ¥ 97 R DL RR 22 8L
J R, A T IEA PTC124 X% DMD 3 K G X
AR IR T AR, R U 2 1 I PR 2 5 PR 48 b
AR R 5 . B R, BRI 25 4 4 B R
(EMA) K E 4 #E PTC124 F FI6 Y7 Duchenne B ILE
TN RE , H 35 A 5 2500 A BR A R T IR
JENL 5 e 2T 5 S N ST O {1 4 o S Bl F R - )
PTC124 It K X % ( 5 H % 5 : NCT02819557 .
NCTO01247207 il NCT01557400) 15 7£ # 17 # .
PTC124 Il PRI 50 34 AR 5 7™ AN B 5508, H 25 )it
VR G, WA E A N PTC124 RV HEY),
F A 20 B AR A rp e 52 H B PTC 124 9 38 32 R W
HE— B W SR AE AT e FRATTE 5 AT BAKE 2 1) o
[ DMD UG L5748 /8 )LiEAT PTC124 1697, &0k
2RAEREYT, LIz 3 D BE Rk AT k3%, R W] PTC124
*F Duchenne BIWLE FE A RIEA — EIHITEH (B K
WO W Rl — 2 BT SR (R & 2 o

3. MR AH G B A5 19 micro/mini-dystrophin %&
BATRYT SRR AT R 0l A B AR R A U
PESE R AT AR P Al A1 5 35 TR 7 T 3 A0 i Y
FKIXHMEA . DMD FH & H AT e 5 m A ik
L, H eDNA K 25 14 x 107 bp, 1% ## 1 £ Fli 27
WK AR AEE . A% 8 IS Becker B ALE A
RAE S A ik A 9878 B4R BT micro/mini-dystrophin
BN, 20 DMD K ¢DNA 4K 19 30% , 7 DL #E W
AR AT X AT B dystrophin LB EE A .
el —FE A AW (nNOS) M DAPC/H A&
(syntrophin) /5 BK & 1 (dystrobrevin) %5 &5 {7 #1155
B LSME, L E R TR R A KR E N
e . A 1997 4 LA K , B 4 X 30 A& B micro/
mini-dystrophin 3£ R #E 47 0F 58 . H H5 AR AH 06 2 A
T4 micro/mini-dystrophin 3& PR B A6 TT e FH ) 2%
A R S0 2 L T LA v 5 Y e A A i Al 1
£ 6L B LR L0 L), S i 355 75 A AH DG 95
BEXTE S LA M B A B R R ) ARG BT
F LA, H T G R A S B 5| R N 285
el W kR T R [ A R R DG
XA A E R A — o 22 5, Z 0 i i BT
AL 2 B o A ¢,k © FH F DMD &R R I ESR .

WFFE R, BRAH G 7E 9(AAVY) & H R 1E # /) Bl
JUU 20 Y 2 e 3 B v 9 IAL 9 Y, 28 mdx /) BUIE 52 7T LA
1o U Gt LA L 77 R AH S BE A 19 micro/
mini-dystrophin LR BACIE 9T B AF mdx /D B IE L
BT )R S s [ RTINS
dystrophin , M\ 177 45 755 AL 400 Ji e B 1) S 2 1, £- 3 L
200 0 A 32 W A = BRI AL 3 B3 mdx /) RS Bl
TIRE T AEAE R R S A R 0 R AR oh O R A
WUWRCR ™™ Z2 IR 8 4y 52 96 AN B 1 PR 3 58
g5 R W, MR AH O B A 7S 8 F A IR micro/
mini-dystrophin B D4 WSl W AN A R BT
B 200 JH 6 98 S 7, DA T 52 BOA I IR 1 2 1 JC VR R PLA
KWL 7, Mendell % ™'7E 6 Bl Duchenne %! il
IR AN RAE A 09 B = Sk WU 8L PR T 5 A [ )
## rAAV2.5-CMV -micro/mini - dystrophin , % £ 42 K
JE A A IAT IUAH USRS AR A2 BilAG 1 1 ~ 4 A
micro/mini-dystrophin FH 4 JILEF 4k ;90 K J5 2 #1147 L
R 8L R R, ¥ R & B micro/mini-dystrophin BH
JUUER 2 5 S R 249 107 P S 5 4 A R0, (EL 4 651 0 4
Jii AN [ I [0 GRS 4 L 0 25 0 micro/mini-dystrophin
RS T A0 M, FLH 2 1 056 T BD 2K Y dystrophin
TSR T A0 AL A R R 51 P R 1 dystrophin
() 21 Ffd G2 % 7] BB J& micro/mini-dystrophin JG 75 76 /&
K 2R 38 19 IR 8], $2 7R 7E micro/mini-dystrophin %&
PR AR 7 i R G v, A X R 0 2 T O A 2
FEAE dystrophin B¢ 5 PE S SO o W98 R, 455 il
LA S A6 T, 2 v Ik R T L P T S R A
I 7 A ) micro/mini-dystrophin ] 7€ Duchenne %!
IUE SR RER TR MLAH A KRB 2 T
Le Guiner 5 /5% J Ja 0 L P 1 i K 1 5% rAAV2/8
FARIEA B R BN ZE 4 E A 1(CMD 1) 3L R
J7 12 H Duchenne B L& 78 A RE B GRMD K,
TE R T A 92 30 4 R T SR RS AL, CMD T B R TE
GRMD R JILA 4 b & ik 2= /0 2 4F, e 38 HL UL 4
ZUEie s WA T EAPUE A R, H AR 2
8D 20 L B 1 B S VL o I AR, R AH S0 BE A Y
micro/mini-dystrophin 3 B A6 I7 76 B 86 1 UL 25 4
S (SMA) B 7 BUAS T R 2R A, Mendell 45 %
15 i 2 L B 1 DL 22 4 E 1 B (SMAT) fBL g ok
S 451 B0 3 R A AA V(200 x 1097 5 Bki/kg) , 25
KRR BIL Y 2 R4 AR IER 12 8) )
RECE , O 2R Ge ik DR R A7 ik SR AR Bl o (EBLIK
XF BN AN IR B R S N A AT S I T
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Fi8g ) AL, 6 P L 25 40 0 i PR 3 5 20 A B BF 5 0 5
Y0 <8 A B EEL, S B G o R LR, T A G
5 B AT B9 micro/mini-dystrophin 3& R B IR 7 7L 4F
KEBE P RGIT ORI AR . HB, A 3 156 [ IR
MEFEHFN ST micro/mini-dystrophin FER ARG T
M PR 3 56 1F 72 2 47 (500 H % %5 : NCT03368742,
NCT03362502 I NCT03375164)

~ .Duchenne B JJLE F& A R AE IR 97 3 4 55 56 F

¥

LR I NS R O e 1 I | W RS
(myostatin) A2 L R A= 4 /4 17 38 95 R, A0 B 85 L
o ak . L PR A R B 3R S R M 4 S S
EZR T BR(ACVR2B) , 3G — R A5 5 5
H LA A B A R ATE A . AR 2 B
SRR TE S, WU AR K B 25 JE T R 28 A8 BT DL &
SCE % WU I, 1 X8O JUL AR P38 WL B it 52 e, L
AN FE M A AT B P U L A A R i 2R
15 0] L 2% % Duchenne B LS 35 A KAE A9 ™ 5 L
FEAIEAR o Mdx /DN BUBE RS o, 9003 L A A A
R AU AR DURE K LT 38 55, 3 sk 2 UL IR [ it
ST 2 45 2 21 20, 1 s LD AN A R R A RN BT Rk
3N HRGAT Z2 R UL PR A R B 2k
IEAE B Yy B v B — E SR . ACE-031 42 A
ACVR2B 4 fitd 4055 1 41 1 B 43, b AL PR A= A 9 1l 38
At L PR A= K f TR A R R N Ll i
T P9 TR T 2 A sk 2 B YT R A
H T I R B0 90 A 48 1] 46 25 5 filt e o 1, 25 SR B
/R, ACE-031 7T LA Jinn 58 14 d Fl BB LA 25 F1, HL%&2
SR =3 A B T R IR 56 0
£ ACE-031 X % 8817 3E B Duchenne M L& 37 A R
iE BB L BRI RO, 45 R Bon , ACE-031 1] DL Jin &
JLJE K F FI %8 B 5 ACE-031 41 6MW T 3 43 5 T X
M2 A 22 S TC G 1 2% 3 S0 IR AR DL ™ HR R F
AU 5 o TR R A L 5K, AT BE S ACE-031 %5
BHRSREEE M I0(BMPFI10) A X ™ H:
b A i AL PR A 0 o 2R 9 2 ) 42 5 BMS-986089 Al
PF-06252616, H: T 391 11 399 1if PR 3 56 1F 76 9 47 o
(31 H 4 %5 : NCT02515669, NCT02310763) . 5% i
7 UL PR A A ] 2= AT BB X UL PR R I 7 A
BRI 7 PRI o R TE R e R S 4 A LA £
BT, LA 5B AS BN

2. FIMNUE FRAMCE M AME R E A
utrophin, 2 & R « 78 1 M XM # & 11 R bW

(biglycan) ] {8 £ % 3 i5 b I 7€ dystrophin it 2% 1)
mdx /> BRUSEBY vn] LR E LT 4 I, e L P o 3
A& Y, Hod utrophin #F %8 i £ o Utrophin 1
dystrophin 75 45 44 = B A AR, 1] 40 2 55 2R 3 (N
A i) 2 DE 2 R w4 X AR kR S (C K S ) 25 4
B, HILA V7 Z MR R4 & E A wne-IUE SR E A R
1% (B-dystroglycan) . oa- 5 8K 25 [1 1 (a-dystrobrevin-1)
FIF LS 1 (F-actin) . B 5L 50 Bk, i K ik
utrophin & F1# mdx /)y B W BUULZE 4 0tk H JG™
AN BN 5 100 #BR utrophin FE R AT mdx 7N BRI HS B
I R R R 00 s werophin 3£ S A GRMD
N1 I R D - = N | RS A o
Utrophin 7K~F-F+ 5 7] DA 2% Duchenne B LS TR A R
SiE SR H R AR B IR O SMT C1100 J2& 8 iF & 1
FAR /NG T 25 ), 02 5 PSR 1] utrophin-A J 8 1,
AT LA mdx /Iy B 8% UL 0 LRI L utrophin mRNA
A K- Tk i 248, s UL PA) g IR 28, B I It v
JULRR i 7K, SR L T 1 SMT €100 #9 T 1l
PR A2 6 0E 592 JEAE IE BN R A Ve R 52 1 2 R
T, HRTIEAE SEAT T3 O O e PR 58 (55 H g
7 :NCT02858362) .

3. T a B In Y T al i B s T
Duchenne 4 )L 37 A8 BAE 0580k € #5472 48, [0 45
JUUTL A2 40 LS T 40 i (MDSCs) 22 ) 58 57+
A (MSCs) I 5 T 2 fE T 4l L (iPSCs) 25 . E 2
A 2PN —Fh o A AT A AL AR, BD B R A0
TERAN 2 I G K & dystrophin 23K J5 58T B 4l
[ A DA 5 7 — i 2 [v) ol S5 1A 1 400 MBS A, BIDRE 3R A
I N BT 4 A% 4 2 B FE AN o Duchenne B JJIL
BN RAE 2 YR O, B AE 1Y T A I 43 4k Sl
PN B, % 38 dystrophin, H 4 72 AL T A th , (H A5 77
FE SRy BRAE O A, BRI T A B R A4
Nl B S b, 2T A0 M S BR T R SR AL, T RS
e 1A PR 5 HOUK , Duchenne B JLE 57 A BUAE (19 3 22
EUERAR S Y IPEYNIN - PN A N i N ]
o34 LA B BE 0 B T 40 M, HL T S AR &
GiRe . ARG T kAL Gl o i kR Bl Bk %
L, SR A A AN AT B 1A RE R BE ), — 2T
i B JUU T B i DIV B A P B AR M B 3k UL A
ML, W 5T o, ) 58 J5 T 4 4 i 195 18] 52 5T 46
L (ADSCs) 175 5 B 2 RE 1 40 it ok 5L A4 JUL 73 1 /4H 4
Jif S8 R o A P R A LT AR AL AT
WA, 22 i ok B8 A B B . J) BR A 2, 3% 0k A BIL A
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140 240 R 3 4 A 3 Sk Il B A I A R S R R
PAERT Gk B LA L8 Y sh Bk RS A AT DL g it
it JoF W, R — A 3 04 RS A IR AR, 2 T Bl Ik RS A
Sy 40 S X BUAS A d k R  T) FE B T 4N B T
DA N I AN N W R N e B
5240 L DR A el s UL PR BRI T A0 RS A
TR YT T R AF 76 bR 41 AR T A AR R s AR
T 240 M F% A I6 T 0 I R 32 56 s HUAR — 4k R R
Sharma % "0 A 150 B WLE 5 A KAE [ Duchenne &
LB F2 AR RAE A L 5RO BE (LGMD) |
Becker B JUE F2 A BT AR, J5y & UL PR T3 S5 5 ik
TS B AR BE ) 7T T 40 (BMSCs) , & & AR 1]
ANREMBEV 12 4 H ,86.67%(130/150) i 4512 3
IhRE k3% , 6 91 LI MR R O ] # 25 v, A 2 B3
H T, UUEE 48 A Ao LBRIEE T 40l (CDCs) B Af IR
Jr Ml K R 8 E fE AT b (W H S
NCT02196467,NCT02485938) .

4. CRISPR-Cas & Gi 40 5 WY 2k K g L35 7 3
K] G i 2 30 2o A7 05 S 0 A TR T 75 5 AUBE DNA I
UL DNA B S . H i e 2 N g e T
BAT 4 R DMD R PRAT BEAE (4 ik e (1) i
1 3R B9 42 2 R s B Ah W Bk ER . (2) A B T R BR .
(3) A [R] 5 A sty 14 2 4 5 19 P R HE MK &2 (4) A0 T 1
AR F A o CRISPR-Cas9 J& 4k £ 48 #% 2 i (ZFN)
NS e 53 T TR 2800 ) % R g ( TALENs ) 22 i i
T A0 TR ) — AR AT M e R G ks R N TR
MR N Ut A T 00 R TR g IS T AR AR A R
fT A AR AR RCR B o 3l 8 CRISPR Cas9, 2K
FHA B F BB AP B m A L Ah S R BR A T T A
PRGN R S B0 WLEE 20 i UL 5 401 A Duchenne 7Y
UL FR AN KAE BB R UR A0 5 80 £ 5 T 41 i 25 Y
G, LA KCAE mdx /N BRUCE B L L0 JOLRA A= 8 48 A 2
S Pk 3 DMD i IR (%) G B L 9K 52 DMD B DRI T
HE N H A M AFFE CRISPR Cas RGEAT T 1L
S4BT T T SR A o AT R I A ) A

5. HoAth  Dystrophin 6k 25 5 BUILEF 48 A g it 52
W A 3 A A0 O — 2R B S G I TR e
A Z 1E Duchenne B4 LS 55 A B E R op & 4% & 2
EM . digr dUE R 19 2 s UK FG-3019 AT
DLW D mdx /> BRUILEF 245 2 21 20803 L 35 L)), B
BiOOE £ AT T B s R i1 (W H g 5o
NCT02606136) "' & & Mk 1k g 90 il 5 Givinostat
AT AR E U PR T2 00 g 7 R 2 4 25 A A 2R

9, Hoilf K56 2 7, 7T LU Duchenne B L 57
N RE B LR FR B . I F -k B(NF-kB)
TE Duchenne %Y JJLE 557 AN BAE g BE A= B 22 AL &
PR SRR WS o A% R -k B AT DA RE 52 98
o E Ji A% R -k B A ) CAT-1004 69 1 391 AR 1
Bk S, HAT DARE R A% I F -« BTG PR, Z 2V R AT
(T H %5 : NCT02439216) 7' 435 41 i 45 2 A5
A BEXT Duchenne B ILE 32 A RAEATIRIFAE R Y

IR

H %5 76 3% B 25 5 1R 97 & 4/l Duchenne B L35
Fe A RAE B R ARG i . Ah R T
Bk R TG X5 A% 3 33 LA K i AR 5 9 BE AT 5 1Y micro/
mini-dystrophin 3& & RIGT7 S5 B PIGTT , T4
FEIR ST AR A I R, B ILE IR A G
1, B DR g B 36 9T 55 8T 2% 7 5 0 Duchenne B JILE 37
AN BLAE BT ST R S 4 T S

& % x W
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reversible splenial lesion syndrome( RESLES)
PR [ BE I turbo spin echo(TSE)
P HEONBUS S diffusion-weighted imaging(DWI)
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transcription activator-like effector nucleases(TALENs)
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fBi 4% traumatic brain injury(TBI)
K51 May-Griinwald-Giemsa( MGG )
PRI A A pulse oxygen saturation(SpO0.)
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National Institutes of Health Stroke Scale( NIHSS)
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a-hydroxybutyrate dehydrogenase(a-HBDH)
B A 5 A8 H o e

Human Gene Mutation Database( HGMD)
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