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Abstract

Atlastin-2 (Atl2), a critical transmembrane GTPase and member of the Atlastin protein family, partici-
pates in diverse cellular biological processes. Studies indicate that Atl2 plays a crucial role in maintain-
ing the morphology and function of organelles, including the endoplasmic reticulum, Golgi apparatus,
and lipid droplets. This paper reviews the structure and biological characteristics of Atl2, with a focus
on elucidating its roles in cell membrane fusion, Golgi apparatus morphology maintenance, endoplas-
mic reticulum autophagy regulation, and lipid droplet synthesis. It also discusses the function of Atl2
in organelle homeostasis and its involvement in certain diseases. This review provides a comprehen-
sive foundation and conceptual framework for further exploration of Atl2’s functions and mechanisms.
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1. Bl

UM s EER, BEmse sk B S i A B TR, X — ik FERR R B # 9E5t FE (membrane remodel-
ing), BFEIEEL A1), B AngRiiAn2E) 2], NEERGIRENR) [3155. 405 E K
T 2R EARILFEER, Hrbg) )& A (dynamin) B Z0ORIE K GTP 24LREE, |72 2 540 i & %
HHE4]. HEZAETh BEA 2R E, Flinaimsh /1EE . S 1EEFEEE M Atlastin 85 H5F([5].

Atl2 (Atlastin-2)52 Atlastin RIS Z —, BT HEA BT, A H 75 3 12 40 i ds A
BT FRIHT T &2 [6] . A NFL T 858 IR A 1o M A 28 Fa S S TH 4518 A2 1A
TEPE, B4 AU AR AEYE AR R OREER . B, RN T A2 FERRRRA I RE L AR
Hk, #HARR T A2 4SRRI R AR, BFE AT S RER AR S . 25, kAT
BT AU2 5Z R, BIAARRE . 2ORE . RRE AP EIRAT IR R ER . e, FRATVRE T A2 1)
WEFURTFe. A2 Y52 i 155 =5 28 O L 9t 98 B8 DAl S s 1) P 977 B8V T 7 4T 1 kAl

2. Atl2 ZEER & T EFHIER
2.1. At12 {2 EEERA & BOHLE

VIR R A Y T ER R MG, BUEE G E A RBN[7]. N5 G I FRAE S AR B
Atlastin 25 [ F[8], EEREH N Seylp MM FIX—idFE[9]. Atlastin &[5 Seylp YA T AR, FFH
Y HAT S5 & GTP BHEE[8].

Atl2 (Atlastin-2)fF A A B IZ OIS S E, DR 2 RS A5/ R BRE R B AN AT 4 . Atl2 (At
lastin-2)f3 558 NZIERR, 1T HIAHATCRSE 19— N Ui GTP BELE M3 — MR o 45 My I SHB) AN S 2%
V) g 14D % JE(TMD) i B DA S — AN T4 SR 1 3. -5 C ity RS0 2H [ 7] [10]-[12] BEA N Kk B mf
ARLERJIRNVD) [13]. GTP B&h fdskil id etk 82k 5 = Wi R 5 My (GHB)ZE 12, #5 EL(TM) J B AN
feIF REEP 25 R IR N R FIR [ 14]. TE AR Atlastin 25 (A —FHEAY Atll. Atl2. At3,
HHFEFIE AL, B 62%~65%M1 8 A FVRTE[14][15]. {5 N A n] 245 My f 4 -0 e C i 2 34
JUT-EA AN, XK N K n] A 45 M8 o-180E C 22 Atll. Atl2. At3 DIfgZ =1k
JE[13].

Atl2 ] GTP F&5 Mk S GTP 454 5 R, GTP HIZKME S B M8 e R 45 M3k i/ R AR 1R 1]
[16]. C i R HBH A a- 88 TE i i PLah AR Bz RAE BN BR A [17] [18]. At12 [ IS5 M S R AR 1 [F] —
e, FFATRERC IR N R E[17] [19]. AR BERIE A2 (4HMor, 558 A o ) A T 000 5k 1 S 435 A ek 1)
F1E[15].

FEL Rl A LR 20 B AR s o B A BtV E L, AR I ORI BEIS SR B B AR . TR
WHIE A2 SefbG 8 0 0 TAENLER, K B T8 7540 M A 9 U S R 7 125, AR DG VR T S Ak ig

il
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WAt . ASSOKE— 25 RGUANT A2 75 IERE I3 25 1E FA P .
2.2. Atl2 fEER AT EPHIER

W TS S FEBNAS, 75 AN W 2 98 BT 24 DU 5T P Jo DX R RN R 4, T 4 R 4 i A R AR S
[20][21]. TEEAZAEYIS, AT N EAG AR EPER S0 IR G5, P 5T /N7 e AN 7 7 A = [l S R 4 41
JEN IR 2546 B BN A [ 7] [22] [23]0 A& P 5 /N e i P il G AR AN T AR K A 4, S5 IR & i R
PIAHR[14] [24] [25].

TEJGEE R, A2 {EHE N B IR A, A2 I GTP i 177 20 1 9K s ik fl & i #2261, [H
W, fESLWET Atlastin P3RS E BUARRLG, 3T B DA A& R 2 A 5T 9 Rl i R L I B NS AR 270 AE
HEK293T 4iiffd &+ Atl2 {23 T Wl fELG, A3 JUFRA RN RS, B Au3 1= ZER Rk
A2 (1) P4 5 9 il 2 1 E B P S S [27]. 7E Hela 40 MRl it siRNA [FIRUUER A2, A3 B, 4
PR B N S R TS B2 BRI, RIS R IR e AR AR AL, R A VG M SZ 44 [8] . 7E NIH-3T3 ZH At 1
PR, =HmbR Al 2. 35, @RS WA R 10[28].

A2 SRR RS R REYERE N BT ShAS SR, g H A 4 2% 5 AL 491 2 v R B A S A i 2R AR A A AL 4
FREfl . A2 IDIRENS R Z PP ds, X EERTRATH T Re 40 M Bk ) Faas . BRIk A SO — 2 R4t
fEE T A2 £E N BTN E R e R B A g3 R R AR R B 22 4 A, AR F 0 T B o

3. Atl2 ZE4RRRRS RSP RER
3.1. At ERRMBRESGRIER

2 it 2% (1) Zh A~ R 4EFF A MR AS S I AZ O RS, e BT (ERWWE N R EI & R e ot AU A 45 fidt
Rz L B, HRA 5 Dhfe m B HOBUIR R-& B 1 IRRS 5 A2 (1510 50 AT DU I | o A P e S 2R
FIREFERR A PN 5 I E Wi (ER-phagy) ™ [29][30]. )i BE R FRVUREE 44T, 34 R I A B B
Wk A M T IR AL A R A2 (3 1] (320 JUAH A 5T W9 B W 52 A4 LA e B AT BLIE S LC3 AH BAE I X (LIR) (2 12
P E I, 5F FAMI134B Al CCPG Z5£[33]-[37].

P 22T Atlastine REEPs Al RTNs —Fpa (I 4ERF [ S TEES, ShZix S i g W i Mg S <
R, (ARG Atlastin ZEE 1) A2 23 380N BTN B W2 2H0H], IXR ATL2 & P95 M E R
H SR ER FI[15] [38][39]. 1F 381k FAMI34B nf LA S P I E I DL 2 ATL2 85 /KPR FE, FEHAE
it 1K FAMI134 [ A mi R 4n B b i) ATL2 B, P9 JE X I 2R [ 15] o

P I 1 W 2 R PR B B R R R T R AR A B2 [40] . Atl2 B N B f¥) GTPase 4514
s, RIS E(TM) S5 R0 A 5T I BEAT SE AL, AT A BT IR EAT B, A2 (RIE R, B E R
BEZ 9D, [FE AR AN B R SRR L, N B R RESZ BH15] [41]. U4, 7E HEK293T 4fiJifl
HEIS A2 AT A3 I, ZHE ) B VR S B R B R A 27 [42].

32, AR EEREARSTNER

A2 [RTE R R AR A 4 RE 7 B R S AR o AE R ihim B i AR oA 2, 7 2R AR AN 75 50
WA B ER . BRI — PN T, 7R 20 T R FiR g5 M gk £ AR R H it X TR
IRFEAR B B e BB S M HEAT IE W B0 AN ML RE[43] . v /R SRR G5 K 1) 7 48 DA K D B IR AR g It X -
MRS RIER R EE[44] [45],

FEAEYD S8 W SLEN D AR b B WF 7T, B Atlastin 2R (RIS OL N B /R SRR DI RE AL S04
ZEIFLM[46]-[48]. 7F Hela 400 ITER Atl2 5% At3 J5, /KRR SABER AL, I EIRIFTER A2
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WEE 5

A3 B, R FEARE AL O FE B3 K [49]. 76 NTH-3T3 g0 bt R BUAR AR AS, = F b Atll. Atl2.
Atl3 J5, BEMLEE S R EAR IR A28

3.3. Atl2 FERRB S B PRIMER

UG B B2 P T A R P T R oL R, PR R A% 00 S B H I = BR(TG) A B A0 35 T
5010 BIF 5T R I AR i PR i Jo AN AL Rt A2 40 L RE IR 75 5K, 0 T2 P A5 5 4 3 A AN W Bk ) 1
A, Bilnidid PI3K/Akt {5 58 #% . AMPK 3@ %20 fig 5 A5 1]

FE/ANR AT, GE 295 miR-30b-5p 1 LA S E Atl2 HIRIE B MK, 54578 /N BRI LA i r A JoT 00 T 25 T 22
S E R AL ThRE, HEMTE R K IR [S52]. TECA MR R, RAEF FHa0 IL-18+ TNF-a 5%
FiE R 15 S 2 7= AR ORI IR (53] X 3R/ FRATT At12 W] RE SR 5 i PR P 7K S a3k 7 5 e e (90 KN
BT TR JE SR SEBRIE R . AR, (EFS RS2 it S R A A S 4 2R, 7GR Atin-1 (WRLBI)
Atlastin Z R I R AL DI 56 AF R IR TR/, H A T B &0 R A 2 & AR 1541

Atl2 #3125 ER-phagy. = /RIEARFES KIRHAHSLES S RARE, X FE AT e
DGR BR B R, n e i s R A g T 2 S5 AR s S N S s R IR TS S S
PRERATYES « T A2 RS RS S0 R B G &, Xt RLE IR BT IR S R BB AT o Rtk
ARSORERT A2 ARSI E— LRI

4. Atl2 FEHtEFHHER

A2 fER 225N RN TR SRR G SRR OCHEE ), HRA/KF AL DRI S 2 Fp 4
ESPEBIRAR DG EARUIMEZE R, A2 JEI 4EE I A AR RS, B Lk I 2 A ) S i K R IR )T
FR T PTG T PP 5 B JR 5 SR AT B PR IR T RE[55]0  [RII,  AxBEPR 4 RIBRAH 75 (GWAS) K B,
A2 AR VG DT AR A DR, W] Redd s R D 2L 2T A 5 40, a3 T s M s ) O R dh A, R
ELEAE B 75 2 — BB E[56] .

AR 25 L 51 R I8 1 SO0E A B A REBORT fE A HAB PR I B R . SRR OCTT R (RA)Z —Fh e S 1 H
S M, By o R R I OGRSy EE R RIR[57] (58], AERMIRMERTT R(RA) T, Atl2 i 7
1 miR-30e-5p FI5E 41 AR RNA (ceRNA), 33 1M G2 A 1 M58 Fl 21 4 441 i P 7 5 B9 B J2 98 RE /K59 AT
IS AE NIH-3T3 F1 HEK293T 4HiE - tHAS 2 5E: il Atl FRE A(EHE At2) 535 MR o3 5E ik
B, SR ARG T 7 T AT Re B B — e R [28].

Br T ARG IEASN, A2 FEH PR TR 1T DU BCEA AE ) F AN ARt RNA. B E N4
BRES L RH WIAE LS = e B T I A, BIF 8 38 06 T AL it FE A 1k [60] [61]. 7E B, K
JET A2 AR 7 3 FIAMNE T 4 (I3RIR RNA hsa circ 0000993 F 3 H 2 2 (0 F G, 76 B gl Rk
MK, 1T 3KIE hsa cire 0000993 7T LA b 87 A LA « 1228 SIGAE, JF HAX —id fxy HEoR AR K] Atl2
TR FE R [62].

[F A P i [R] 22 201 (pleiotropy ) £E # Z2 3R AT 1 < s Hh AT A B AT R 2k i BR U (AD) i 3 g Hh A 4
A2 305 5 FEERRIAR - PR N B A7 s (MAMSs)E %, HEM 5 SAGRa & ot . ZRbiiR S AL i & fig
AR, IR LIE 1T MEAR[63]. 1B siRNA R Atl2 7] DLEMX — %, K E HEKIE G LRk
IhAEEPRAF A RIM A, X HEIR A2 AT A Ik 42 4 o7 3 T A i e AR S [64]

L PR, At2 SV T BAE 2 2R A AT RMEN miRNA 1452 5 SOE s AR
TR RNA)YFT A2 St s H B Sl ] DAS 5 40 Mo 2% FLAE 30 4E R4 i ]y A . BUA 1E
PR, At RIEKFE 2R SO S E MM, AR R B — PR TT Atl2 X T H ARG T
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PERALE], FFRZ IS miRNA. MAMs %555 s O EAERLE], AT R B B R s LR
AT PEZIR R BB IR 25T BRI 1 42 PR3 B B

5. REERE

A2 W] RSB CE TR T RE S, 0FF A2 BTN B R BhR . EASRIRT e, Rk
B IRIE A2 FE SRR T RSN, IR . SR SOIESE,  DARE D IR IRATR T A2 RS
AR

LR EPNE, RXEHIONTIRE A2 EAIH RIS RE IR RIALEISEOE 18 At O, SR
ATL2 HIZhRe, AUH B TR Y AR EANLS], R A2 FEAN R IR & 0B E, 3
1 GTP MR FRIAL) RASAG B A J5 Do J5E o R A, HL 8 ) AR Sk (B N g P AR 38K 0% C i 8 7 ) 45 47
AL MAREE RIS, BN IN B R SOREA TR SRR E KR /MRS . X R DIRER 2
FEIEAE B 2 A4 B PR I OG-, BB SRR EIAE . ARIORSEAR T AT R O%
TR B LPTURIHFERN S (HIA KT A2 FIBFTERA RIRTE, Bin A2 0 2 R iR 21 H
PURATA R0 7T A2 (e ERR R & Zh AR M PT AL BOARATIAT 5 R A2 FEAS R b 1) (491 4n SR 5 2k
SRR IR 22 A BEAH U A AT TE s DLRAEAN R v 2 B AR AR s RS2 i (A v KT (K A2 2%
AT JehE . AR, AEAEHERT R SRR FHERE) o

KRR TERLZ I AT LA EXS T A2 B 7 RFRTE, Sl A E YA BRSO T A2 BIRTFL. 3X
LERITFURE RN A2 AIERE AP 2 U DA T BT T VL A, DB 0 iIa T SR B 2 T I SRR o A OGHR
T (IR T SRS SR BT K7 17 o

&5k
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