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Abstract

e Primary open angle glaucoma (POAG) is the most

common type of glaucoma, with common causes
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including variations in trabecular tissue and increased
venous pressure. POAG has a certain genetic tendency,
and POAG with an autosomal dominant inheritance
pattern is mainly caused by single gene mutations.
Studies have found that the pathogenesis of POAG may
be related to key pathogenic genes ( MYOC, OPTN,
WDR 36) , as well as mitochondrial dysfunction, oxidative
stress, and epigenetic regulation. At present, the clinical
treatment options for POAG mainly include enhancing
trabecular meshwork function, inhibiting aqueous humor
production, neuroprotection and regeneration of retinal
ganglion cells, and applying gene editing technology, all
of which have achieved certain results. However, there is
no unified research on the relationship between the
occurrence of POAG and genes, as well as treatment
plans. The article explores new targets and treatment
strategies for POAG gene therapy by analyzing the role of
genes in the pathogenesis of POAG, aiming to provide
reference for clinical treatment of this disease.
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P2, Haj et A4t 8 000 7 A A FOLIR, H A&
WM TR T 2040 AF B ABCK ST 112,
Xif BB A ME MAt R T B RN R R T A
14 Y6 IR ( primary open angle glaucoma, POAG) 7T &
HIR B E T 60%-70% , /&2 3K — KRECE IR, %
WU R T 40 2 LIS, 325 LU 2830040 K00 B 4t o 4
fiF , B DL HR PR T W 852 TR AR IR, %o HL T 3 A 7%
S350 N LT £/ A2 R N =i R R R A TR NS
Wi 72 8 7 22 52 0 POAG 0 & A4 k. H AT X T
POAG 35 IIfi IR 2 2Rk AR HR Fe | AR Do 5 Ao 22 715 40 Jifd
(retinal ganglion cells, RGC) #HZ {f 471 5 B4 FE R 4 B H7
AREERATIRIT L M BOREE R TE POAG & LI
FIFE R, FEER I BRIR YT 1 3T S i 5 A, mT 4 Sl R
WFEIRYT POAG ¥ . HI, Ik K 2 IESE MYOC , OPTN |
WDR 36 ¥ POAG By EESUR AL, If 2 BT 20 4~
W% i Bt 5 POAG A ¢, fEX SE 5L A i Berh, MYoc A
JEHARPE R B POAG BUR SN 2 —7 124 F 1k Alward
A8 R IR 70 D MYOC R 58257 5 5 POAG KR
XK, OPTN B 2 LIS POAG A XA,
2002 428 N L U141 2 i 44 25 B0 S B v B AR R
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FIP-2 o NRP )% N 1 204y &4 4 OPTN™', 2005 4,
Monemi %53 2 7 GLC & B X s X 7 /e 328 26 4 1
TToRAS A | B 2 E WDR 36 —H711%) POAG B 5L
I, Rtk —2 508 POAG B & A5 3 R L 24 1 56 &R I
IBIT TR AR SO IR R GG B G R R 51 R Ak 1k
0%, X IEIAE POAG A AL i i VR FH K HIR Y7 A ms 5 I
IREEALIEATAH LR IA
1 EE7 POAG % mHLEI R pI1ER

H AT, IR SET POAG (1 &ML i A7 75 — L il
Z N H L EALH AT FE 5 microRNA - 155, Schlemm 45 1
b ez s MLl A 56, EH A microRNA-155 S —Fh £ 1)
AEMY miRNA , SEREBHAL LK L E TR X &bl
4 B0 6 2 microRNA - 155 FiF i 15 (1915 538 B% 7T
RES 52 ) - S R o 2R Y 20K, T X B 2R 7R /N R M)
(trabecular meshwork , TM ) H1 1% 5555 2 3A 25 5 [ S AH W /) T™M
JEARINEE S H , FEOG /K Wit 38 38 54 BEL 7 32 w57, AT 1 B
IRETH R 51 POAG, {H T4 K bl 5 X} POAG B 5% ()
AR IR kA BB G RRAL 4 K, ERAT]
WRECH R E 22— H BT POAG 7778 8 AL [5] A IE
i EZOR A TW T (1)K POAG ZKIGME Nz & ER
FESER R R IESA POAG Fik S i ABE & 4= POAG 1Y
DAV b3 A BE B /7 5 (2) 1 X POAG HH G A R R R 3 2
BCWHR = AR 28 AR 3 E | 55 7K Bl T2 Wi 3R i Ssk 1k
S HRFRE A Ge it 2 280 W s fefim ', HATe %
FEW T 2405 POAG MM, I MYOC , OPTN i
WDR 36, H: MYOC B 575 J2& 5 350 T W B BT ER [ g
%S R R R R S AR B oK O A7 B AR
F R M OPTN 1 WDR 36 (1) 5875 ] g £ 1 1 5% i 41 i
W K RAE IV KB 5 POAG By B FE
1.1 MYOC £H
1.1.1 MYOCEE MYOC F 1997 9 kK B, 3= 56— W
WiHY) POAG BURHEN . MYOC TEBERIA A B ik R
HAEFICIR M & wh RERERZAEH, MYoc HEKNTE N
Ytk 1q 21-24 (&, &K 220 kb, A 3 NIMNE T (%41
B PR F G XK BE 43 R 604 126 785 bp) |, S i — 5
504 NEILFRIK) M ., MYOC FEEAEIRFRA L (L H:
&= TM) Rk iS5 2N Yl (B ), B
i Sanger M7 & I AE 398 il POAG & A8 i ek th
5 FMYOC FEHAE 7 K2R 2.0 % (8/398) , Hir c.667
C>T.c.1138G>T A HZZF AL A, ¢.382 C>T.c.1109 C>T,
¢.1130 C>A A5 POAG A JCAR 547 5, M40 55 [ = 2% 3t
f&22 5 3R 20 422725 ( American College of Medical Genetics
and Genomics , ACMG ) ZU M Ar 143215 FI1 D BE 00 4 1 43
M I MYOC 3R ¢.1138 G>T Z8-5F 4 ] BEBUR AL 7
¢.667 C>T A8 A7 15 Y B0 B St B,
1.1.2 MYOCERBIREHZE MYOC FHH 3 MM F
M2 AN EFHS,. T POAG FiEJCIFH 1 DNA FEAh
FINLT MYOC 35 3 4h B F 734 SR R i & 1k
G A I HRIEERS A ()24 9878 (R 27 245 5 2K 2 bt
RAPRE M SRR , WK POAG X 5 MYOC H:IH Sanger ¥4
3 A0S E DR 04 TR, DNA Bl 255 7 271 5 905 T 1 IR A DL
fic, FIEREE FELRF-AS, W v o I AR | G 5 o
EEsE Y A EEE POAG K R CIFE DNA B4,

K1 AET MYOC N E 3 A0 1 b B PR R 28 A8
C—A N HAYHY 9 BIZK R 5T DNA #EATI0 ), T 7 B m
BB AR R I T AR R Ry A
1.1.3 MYOC EERZTF POAG X mHHIER Wik
B, MYOC 727538 33155 TM 40 i 2 g e i 5 35055 7K i
R8I, MYOC JEH 4 1) myocilin 85 P& —Fh 4326 Y
VEEE 1, & T WS I8 it 95 SR, S 0 A K 000 AR B2 o ik
FIG HIEE T T 410 & B, W2 B 58 O R ATE 2 Rl iR
WA EE R, /TS 5440 TM B 5K ML, & MYOC
FE R EOR AR, & F RIS E (A kA RIS IR
O L, B TM 40 0455 B4, MYoc 3
PRI ZEAR A 255 | B A B iR 3T S F e i R4, S8 i oh
EAR ST &P M, m &R, REN
myocilin F& [ 38 7] 5504 e SR 375 B T i A HC b s 2R 1 45
B AR /NG AU rp ) T R BE T, % RS 5 P
XK IR Ty, IRNTFIREE SR ENIES T &
AR B S myocilin 2 1, T X Ff 2 11t W] B 40 7 78
TM [) B S 48 2 ALK 3, F 17 B A s 7K it A2 BH A R
FHE AR BRLIERE . myocilin & 38 7] 7E Ay B3 A R R4
M) o 7 AR M S5O0 R IR T v

BB BEE LR T 200 ZFh MYOC JEF 5878 | Hih 24
1/3 [RASAEAEBUR T, T MYOC IR 2878 18 1 S 9 K
ANGE 4 1 i 3 AL 7 3, AR 3R R A AR SRS HE DL Y
MYOC JEN 78728 AL POAG M KRN > T
220 22 F ST o B R A B X POAG R R b 473
PR 2 AR v a5, 1) s A I PR 26 843 #r , & B8 MYoC $£ 1 C
245 Y &A% &% POAG K R 1Y 80U & A8 7 o5, 2 g
21272 23 Sk, MYOC G 1099 A i POAG & % 1 50 %8
A5 AL UL MYOC JER 278 nT RE S POAG W & AR %, B FE
FARSORML LA A7 A — S48, PRI Ty B 95 4 A2 4k
RTIREFE R T MYOC 5375 B 43 S 300 1 190 JiE 4
i £ 2 T BE R A v T WSS TR 52
1.2 OPTN EAE 5 POAG
1.2.1 OPTN ££& 1998 4F, Sarfarazi 25" Xf— 4 # G IR
AT, EIE R R 5 10 5 Y @45 1 A JE e
B P HIRRIC D10S1172 FA7E iR, 2t — W, i e
T OPTN 3 A 53 POAG AW EUREE N Z—, OPTN
FH 16 MR TR, AL4E 13 gt s 1 3 A~
T 5-UTR WAEBIEAN 0 %R il il 577 A2 R IR
AR ) — A~ 66 kDa & 15T, B 5% iE 55 OPTN % 5 )
Optineurin & FUZATE T 2 M e B A LU 0 WA 3 052
R ZEIRFRAY TM  JG 6 K R L Bz A o i o
YA AP Optineurin 2F 12— Fh 5 01 8 R Go M1 56
B, RS2 E A EER P EEEA,
TEVFZ AT RE P 3898 2 59877, i IR FEAR 3 I A
PWsH N IEH 3 NF-kB {5 S5
1.2.2 OPTN EERTHFR 2002 4F, [EIMEFTE 54 N,
MR R P2 AR 25 T OPTN 3L R4 4t
KRIT 4 NRA, FE N Glu 50 Lys ., Premature stop , Arg
545 Gln 5 Met 98 Lys, H#i % T Glu 50 Lys. Premature
stop \Arg 545 Gln AT VEIR BURMEEE N 845 | 10T Met 98 Lys
NECIR L2 S AR WA 2 HfE—T 58
XTEGArHT T E POAG (3% F0 126 A0 1E 8 N, 45 3 & 3L
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POAG % OPTN [ 91 16 o eeds |, Horb 44 9 Fip
SN FRARE T RN SRR A 3 MO C AR AR
(Thr 34 Thr Met 98 Lys . Arg 545 Gin) , Hi4y 13 F s & 9
HI9EAE
1.2.3 OPTNEE T POAG £ mHHIER EBERMFRE
B, OPTN B FP 925 p.Glu 50 Lys Fl p.Met 98 Ls 7] &
F Optineurin &% [ 76 20 e o 58 R 4L B ifR A M2
(BEZERER) I TR IE RS, 2w [ g
DA R ARG S S S8 RGC T2 22 e s e
IBFGE ol T i i &0 AR s S R N SR AR A S
POAG KIRIKIE R LT 120 1] POAG 3% K [H3 100 £
AR AR IRl A 2R A B BN A OPTN 36, kB &
A T34 T.T49 T IVS 6-10 G—A M 98 K Il H 486 R 5 4>
FEHIE S, H POAG WLELLH T 34 T JF51 AA FE[A B 5] Ky
18.33%,IVS 6-10 G>A &5 AA FLF AL 618 21.67%,
T 34 TIPS ENFE A LBl 43.75% ,1VS 6-10 G>A JF
GEERT B A LAy 44.58% , Y H B TR BB 4H (P<
0.05) , LNk OPTN 3£ Z 5% 5 POAG KA — &
KR THEPE— 0 OPTN 587 %} HLIh e 1 5 i) K X6 41
) A 225 A R (52 0], oA POAG 1) 57 3R $R 58 7 1)
OPTN FER 4ihs —Fh 2 5 40 08 1 5 o 5 I v 1Y &
F1 /5% Optineurin , Optineurin T A B8 0 52 | IR AR A4 1)
(0 Z LB R IRERAT G TM H845 23k, OPTN 2678
2R Optineurin D88 5 H ol 48 H 5 Z Fh 8 (10 AH B
VERT, T 5 30— &R 51 g 9, Hovh POAG &6 & L1,
OPTN 3[R 58748 B 2 AUA [R) 28 748 G L2848 2 Ff, Bk
5 LGB, Optineurin JFUA 19 1E 5 45449 K DI g3 2 %2 5|
ANREW, HET,E2EZMNS POAG A KM L4
FEH26D.ES0K M98 K%, E 50K R &AM
F PGP NFE T &I, 5 R 1 IR R I 0] 2 Hh 3
FUR M B 22451475, 570 E 50 K 288 i R AR L,
E 50 K 2878 ) 8 35 I AR A% E BT, 057 45 95 AH X B
Y —TXF 67 G I 2% 56 F B R A A T OB IR R
F\FJE A TR FSE T MYOC ,OPTN Z5 3L 1 45 R R,
67 {5 [ I B 7 SR AR 1 AN A AR R,
MYOC 345 79 A28 5  OPTN 345 354 AN e MYOC
AP RAE [ ¢.1109 C>T,p. (P 370 L) ;¢.1150 G>
C,P.(D 384 H) ] \AHFFE B9 PIAS 49 A I 1), 78 OPTN
R 2 A5 ¢.985 ASG,p. (R 329 G);c.1481 T>
G,p.(L 494 W) JZEPHEAS e il 2] iz it 52 25 1 3=
BT ETF AR CIR AR R MYOC 5 OPTN (2875 3%
SRR SR WFSE R, 2B POAG XUE T 1
I 435 SR A DL S L0 AU R0 AR HL R &2 B8 OPTIN 3 [ ) 58
A8 AN TRl B POAG 5 OPTN LR (2828 oo
X —GERARR OPTN SE [N 2878 550 POAG 7] fiE 52 3 55 A
Rk, 5 R wR it — 2R OPTN 2878 5 HoA AR H %
H PRI BL
1.3 WDR 36 £F 5 POAG
1.3.1 WDR 36 £E WDR 36 &R A KK —F 5
POAG #H ¢ By 81 B ], 2005 4F, Monemi 4 2% 35 38 1o 7F
GLC JCHE DXl X 7 A st i PR A 7 98 AR i A | B 240t
WDR 36 J— 811 POAG U 3L K, WDR 36 5& K Hji €2
IR (W, tryptophan ) FII K4 R (D, aspartic acid) (WD)
FEEIL 36,5 23 ANHMET, GRb—A> 951 DE IR &
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WD, WDR 36 &8 & & F X EN — A0, WD R I
24 40 IR 1 Fe /IR SF XK, W s DL H &R - 41 AR
(glycine histidine , gly—his) | {4 & & — K 4 & 2 ( tryptophan
aspartic acid,trp—asp) JFFI AR GRS Y A B
S5 Z R M R, gl i E R E SRS
T R,

1.3.2 WDR 36 EERETHR A W% KM POAGC K
Z I 6 4~ WDR 36 JE A8 Hoh Ay 2 A~ i 8 A
(Pro 381 Pro,Gly 549 - Arg) , 4 AN IR o Y g AR
(Tyr 216 Pro lle 264 Val  Ala 449 Thr Val 727 Val) , H:H
Pro 381 Pro . Tyr 216 Pro Ile 264 Val Val 727 Val =2 [0
GARCR LA 2R 25 5, A 5 Y WDR 36 FE [ 58
AR JE LG POAG &G, WDR 36 F K % T1% 2 5 vk
POAG EA N ERIVER 8 T—FhiE Ty 2L,

1.3.3 WDR 36 £ & F POAG £/ H{ER HEHIMNG
HUFEH YA 218 4 XM POAG 5% 103 ARG
AR X A ZEL 1 B K2 993 44 o 2 2 Kl A %o A 4H A B, 235 1 %
B, A 58 # 2 H5ETEMECIRIER #4175 LAk
TEBUR S SR B WDR 36 Hl 22 8 R/ 75 & W2 & 11 1
( TANK-binding kinase 1, TBK1) #h, FF 45 3L rh ¥ 4746 5
HOCMRM WA FwEME S A RESIT 72 4
S5WAFCIRBAEMRMIER , 55T 16% 1) POAG B35
HERI T 9 M FE WA S, HE% A F CYPIBL,OPTC,
OPTN .WDR 36 3[R 1)

H2EETE 88 NFRKE 361 Fl B EH I A T 77 FhEk
AR S, Hoh A 5 ANAEFREE MYOC 3EIR, LU K T NTF4
FOXC1 \WDR36 &R v ) BN 170 5 5 W 88— A7
R ek B E, K WDR 36 R Y
POAG 1K™ | KA H#HECLLEE THMHAE R N
I/ TM B8 B ST 2R S v LA & WDR 36 Sl 5 ¥ G IR AH &
3L H H T AZE POAG ' WDR 36 75 5 (19 805
15 4 R I, BR T 3R2 WDR 36 J:PR & B AE7E 5 Hifh
PR B A5 1R 2% A B [ A A
1.4 ZPENEERB S SMMH LA Mg iEaE =R
WA O i 3 = R R A BRI IR 2 B A i ATP , Sy 24 D f)
“Bem 1) 7, B BAK DNA ( mitochondrial DNA , mtDNA )
75 S U 25 i IR 2ok A B 1E 8 DI A, S BURE R AR B,
i RGC MIBE RN , 5848 B 4l ASEZAL mDNA
AR S 2 R LR R T W BE A W T RE SR, MR ATP
B4 S BB P A T R, S B RGC fER B L. B
9L & B, POAG B ¥ 1Y RGC rh & ki A 1 g 5 K A Ak
I S T X 2 530 RGC IR 4k, 17 VDI FE PRI 38 52 X £ 4
RIRESE TR , T h WA v 58 1 T /AP RGC AOAE
FHPY S RGC PR B S5 1 55— Fiei 0 1 i e (oA S 4
2754 (autosomal dominant optic atrophy, ADOA) , mKk%
By ADOA HBFHA OPA1 R R7AE . A 2¢# HRT-PCR
JT¥EXT 304 1] POAG & 5 258 {5 1E % Xf IR & yEAT T 80
AR £ B YERFSE, & B POAG 5 X B 41 32 ik 3% = ]
rs— 9851685 .rs 2111534 22754 1 35 PR 7R 451 R A B I8 1) 25
SPER

RAR TN RERERSAE POAG (W4 2278 P & R HL ) b A
e EZEWAEH, AF FE BT 5T, X —41 POAG & H
mtDNA B R HUAEF-A 50 75 P74k LR (A 35 IR 4 78 S 5 57 I
P 7 — 7. 2H o FH A I A 200 i R HIR 26 29 A T X REAR X 4
i £ Ak 32 PR 9 AR T A s L R A P B 5 1A, 45
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R POAG B B A5 UL 52 21 0003 1 1% 145 240 Jf 2 A 44
B AN B, FHOLIR A RGC M & AR MR £ 456
DT S ZORLR T RE B AR AR DG . — TR 48 A 80 it
J¥ POAG B85 20 #4 fd FREAE SR, 38 5 %) A1 Ja] i itk B2 40
it A A R A 00 e S I A SR AR D) B A RO BRI R
BT ek D 2R AR T e A BT O IR AR 2 AR 55
TTERAAL POAG 7L . Zhou % 2 ] OcuMet {5
FrXt POAG 5% BEIR B AR, 2808 & 25007 32 % 81 05 73 17,
POAG 5 X B 41 8] () 8 & H [ % 6 ( flavoprotein
fluorescence, FPF) 22 5% B I, POAG & Y FPF L X FE4H
YT, A R O IR A A B A 28 213k (optic nerve head,
ONH) S ZAF AR LR AR I REBE % .

15 48 (reactive oxygen species, ROS) 7E POAG H % 95
MLE A+ BB HVE A, POAG g —Flig o o B 17
PR, 2B T™ 200, 55 RGC I T {2 i ONH 1k
IS ERIRD | ST IERAIE S, L2 i S0 38 A2 1
HUEALBT N POAG S8 35 P 2278 1 R AR 1) SC B PR 3K 5y
R, A PUAMLRE J1 3240, R POAG B3 & (b4, =
SANMI T 2 R AE A SR AR (HA AT U dE
th HATBRAUCA 4k RIS, 275 AT A e MR e AL R 30
TR SRR D) RE R AT 5 21 TN POAG 1 B0 52 W 5
ATy e R o
1.5 RWIBEEE  FE AR5 % M 5 2 5 8 &2 DNA
H 3Lk A B AR 9IS RNA 2 5% 2Ry Ao 3
PR 0 2635 T UM A 28 DNA FRBN I ASAL  FEAE R B B
WAEEE LB T o EZE, UK K W, miRNA
(4N miR-21-5p) 5 POAG B HR P & (intraocular pressure,
10P) 47 56 , Rl T 1k #E i) T™ 40 i 40 ik B AR A 6 35k [A]
it b Kt BEL 7 A B Y R AR R Ok i 22 1 Al
FER A Z B O 2w %5 A W58 IESE DNA H 5
b HE AP BPEE M AR g5 RNA B9 RNA AHOCHEE A
P SN ) () F B AL AL T BOE OEHIR  BIESE T HOLIR
RARHLN 52 Tk A5 KR
2ERFERITHMRIESHES

IR R IR T o OCIR B R v i A S8R s AR O
MR EH B, BLE & TE X AR 2T R0 FE
YRR R ) 6 PR 7 s, DL 1
2.1 3838 TM That 7 iRk A WEERAR AT 18
WIS C3 e R I, e SR 4R 3R 3K 1) C3 B A%t /N R 4
il Rho ™ A= /E A, X T 789 cofilin |, gelsolin 45y

SER XA LB B B AR 2 e AT T AR
W4 IE S T 20 M 75 TV B 10 465 #4537 R0 2
PrK g, MRS T IR 48 & B, 20 2 4 A4,
QAR AH 5C 9% 7% (adeno—associated virus, AAV) i 1% MMP3 .
PLAT 55 FE AT A2 2E TV 19 240 Ji A/ 356 J53 B A, LA o /K
Fth O L AAV A SR MMP3 JER AT 18 NS AR
BERE T KA . SRR R K siRNA 1)
FEDATT AT eAR By K O 0 5 A DT B R TR P T
HEIN RGC BAF 1% R (B XF T M 0] B &, 4l A7 T
B IIfe B AR, 875 Z B IR k254, B H i
=5 a DL bR U5 RO 50 0E 2R o6 T HAK T AU
TRV,

22 MBI EARAER  WERM R 8 Bk A iy 24 41,
AT E RS ZH 2 B ) R 4 B K A BURE G 3 TR (A
T PR T it 5 PR ) A5 0o siRINA. B R 4 8 5 AR ik 2 o 7K

SR A5 H] AAVShH 10, CRISPR-Cas 9 2 [ 4
WAL F/NRBEPRIR L i KGE B R 1 R IR,
R KA A B>, B RRSE 2 wk (9 2-3 mmHg PR
FERIRCR ' (BT B IR A — A Al R, A 155 IR Ak 26
TR B 5% Bt S A 1 38 5 AR EE By K
R 35K B oK A N T g 255 | i — SR RS2
2.3 RGC #HARIPEH/E

2RV HAEREFBRE MAERHNFIBLREYLE
RGC B, 648 T N JZ 19 00 09 JI 3 18 1 5 1 woh 228 57
“F ( brain—derived neurotrophic factor, BDNF) Jz 3 i #fi £ 75
FREZ AR L BR 8 (A S B (tropomyosin receptor
kinase B, TrkB) , 5% & B, iF 35 ) BDNF o] i i H 37
& TrkB K& CRISPR ¢ AR BIE F W5 45 38 %, 1 17 14 455 4
M T AR DG IR (4 2638, i RGC (98 T2 8 3 k0 L i
BCL~XL J KA 7 76/ BUS B o T A 3408 2 RGC Al 28 iR
B A RO B, A TR R K 4T A ol &
(erythropoietin, EPO) i AAV ZRAKGEWE X} RGC BY R IR
AT R 0 I ST B M 2 AR VR RN L H AT Bl
Pyl vh 2 UE S P 22 05 57 3 3k AT B4R B RGCL (.
KT AR POAG WIS, Hih = #id 5 a 1K)
BE SCRe R T HARII TR L e T AR S oE

2.3.2 NAD"R#HE#E AL R, A Lif 5 K5 NAD
PR IR A S 2R AT PE B bRk, 4 FE NAD ™ S
fitg 48 Bt M R A% R MR BE A% B B 1 ( nicotinamide
mononucleotide adenylyltransferase 1, NMNAT 1) A Rij AR =%k
Ft NAD" 33 F38 A4 ) & B A5 24 AE e 3] BH 8 ) i 22 (R 9
BOR . BIFSE 2 B, I 1] IR P e SRR T IR AR T TR A S 1 2
(nicotinamide mononucleotide adenylyltransferase 2, NMNAT 2)
BRI RGC N NAD K-V | s R AR D g, I 7241
P PR 22 400 100 R Y IR AR 4P e Zh g SR
NAD " FCI AR AL 3B 26 R L AAAE— 2 n i, o4 B 25 2)
M DI 1] 3 26 2 W P, T Jeg 95 P 24 A A 1 — PR 1Y) 5
FRLI

233 RIAT HEHOCIRARIEHLE T, e 2= Gl AL 2]
—EAEH B0 R R e Y RE I RGC PR T, A
TF5E 2 IE A 400 ) kA R 58 (AN C3 #MAS ) B 5 /) i o
20 B T T R B o 22 S X RGC G B
AT AMA C3 I CR2 Crry—AAV A I 13 5 1)/ BUBE
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