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Abstract

Polycystic ovary syndrome (PCOS), due to its complex etiology and numerous symptoms, seriously
affects the physical and mental health of women. However, its pathogenesis has not yet been eluci-
dated. In recent years, more and more studies have confirmed that autophagy and apoptosis play a
crucial role in the occurrence and development of PCOS, and autophagy is closely related to meta-
bolic abnormalities related to PCOS, such as insulin resistance (IR). The PI3K/Akt/mTOR signaling
pathway is a classic autophagy signaling pathway. Based on the current research status of tradi-
tional Chinese medicine in the treatment of PCOS, this article reviews the mechanism of PI3K/Akt/
mTOR signaling pathway in PCOS and the research progress of traditional Chinese medicine in reg-
ulating this pathway to treat PCOS, providing new ideas for the prevention and treatment of PCOS.
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1. 5|18

Z RN LEGIE(PCOS) 2 T B A E W8 HH LM WL ) — AR B P 4 3R SV, B2 s 10%
[1], AAZSKW. JCHEOPE D HEN . SR I A N 35 2 R S0y BRI RAFAE, o £ J 8 3K
PLAR). JERESEARM R, MEEm K EE S oM E. HAl, PCOS HIARBALHI A+ B .
PG IR T Z DL R R R A 2 A (R HEO0 S Bl o 9 MR R AL S XTRER YT, (RAFELEST
iGNk UPES EERISSEA L . IEAER, HPERATER A PCOS HHYTMERE, HHAGZIN. 28
1 EERINE FH SR04 25 52 R0

TR MR LT 3-UG/ a1 0N B/ 7L 300 1A 87 2% #0211 (PIBK/AKtY/mTOR)(E 5 i 2 1 17 F Bk 42
HUESIER . BEFERVI2][3], YR HBURIAN L I B R 1278 PCOS RIRALHI R CBIEH . thah, B
RS RESHS, AWANESFEIR FRA, G E VR YRR 5 2 GUsvE A & i s Jrm
RYEEEEAE4] [5]. Bk, A0k PI3BK/Akt/mTOR 15 S8 B #E PCOS H (11 FI ML A2 o 122 25 3@ i 1
PZIBIATT PCOS MW AL AT 478, S PCOS Wl KB vA $R A8 7 1l .

2. PI3K/Akt/mTOR =5 H KR

PI3K/Akt/mTOR 15 5@ £ MBHAE S FM L MER 2 —, RS ERMEESETT T
RIEEEVER[6]. PI3K & H AV 5 (p1 10) T 5 0 5 (p8S) KA I 7 3R Ak, K40 L 485 M) R 1 R IR
1%, PI3K AJ 4324 PI3KI. PI3KII A PI3KII. £ I8 AR S OL T, &M AR K PR 7 [ 38 B2 AR KX 1 (EGF).
I8 A R A K BT (VEGF). IL/INR T4 A2 K B T(PDGF) AR & 2 (INS) 45 1 BE % 55 20 it 2 T ) 5 I A2 A4 i
AMREH(RTK)EL G & EBEZR(GPCR)E &, MIMEGE PI3K [7]. Akt #& PI3K 15 518 i T Ui (1) 25 £
HH, RGN Akt BT AT NS FEERR, DURIEE TR AR, ZH R A K AESE 8] mTOR
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& PI3K FH GG (PIKK) Z 5 H (1) — Fh 22 A R/ 7 R IR & I, €23 mTORC1 Al mTORC2. mTORCI &
i mTOR. Raptor. mLST8. PRAS40 f1 DEPTOR 4 —Fi A AR E &Y, HE5IHATIRAEK. i
MBI . mTORC2 M5 mTORCT 24, H mTOR. mLST8. Rictor. DEPTOR. mSinl F/
Protor1/2 4%, I E#EHIANMAIIGTE . FiE. B 2L E AT A L9,

ARFJE SN, IR /& PCOS e WA b5k 2 —[10], FEIEHAEFRAE T, AP 5 202 i i
5y p M-I, H SRR RS BEFEZERE o WEM B ER B — M IR R, 4
RS RS o WHREAR, BABRERBEHGTER g WGBS, 5S8R E IR E IR 0E 5
RZEYI(IRS) [11]. IRS 55 PI3K L p85 ) Src [RIVRLE sk (SH2 45 #yI) s &, ¥ PISK LS FIE I,
S8 PIBK MG HEmR AL . RJE, BUEGER) PI3K 5 3,4- ERSBEIEBENUEE(PIP)M HAE R, 724 3,4,5-=
TR TG I LE(PIP3) . BLAL, BERREEANTK 778 & [FVEYI(PTEN) 2 PI3K W OCHE 7155+, PTEN 1] LA
LR LA X —idfE[12]. BEJG, PIP3 fENEE (51f, @il PH 5385 i EETEPER Akt 454 .
7£ PDK-1 Al mTORC2 HIYEFF, Akt L/ T308 F1 S473 #iihleit, S Akt #5¢ 2 ¥0%. mTORCI {F
N PI3K/Akt/mTOR {55 3 ¥4 ¥ i 85 B AR 2 —, [F] I H 2 W 5% B 6718 45 [K 7. TSC1/2 /& mTORC1
(1) BV . IS I Akt @ BEER L TSC2, fff TSC1/2 Rif, #t—PAf GTPase Wi & FH(GAP)XT
RHEB (i P & 21 Ras [FIJEY)) BTGP 2%, MM EGE mTORCL, #HH mTORCI j#id ULK1 1 ATG13
FIRERR AL AN E M. b4, Akt B7T LSS BERR 1k mTORC (70335 T Akt1S1 K E#H% mTORCI
[13].

3. PI3K/Akt/mTOR 55 PCOS X%
3.1. PI3BK/Akt/mTOR {E2@K5 Gk

W2 4 ) 00 B TR R I AR, ol 4R RE 4 AR A R R 2 B B 1 o R SZ A5 4 B A SR 5 T 4T AT
TE[14][15]. TEBREF, ONREANMRAIRE « ONVA AN 34k SRV PR BIURN AR B B B AN T F . A AL
WESE[16], PCOS BLAY K 5 H (1) 5 S FURLAH L (G Cs) 1 [ Wik 6 B\ v T X I 4H . PI3K/Akt/mTOR A5 5 38 2
VR 20 F Y 2 ) S4B %, GCs b Akt AT mTOR (R30E 7T B 1k B W 3k Omi & B[17]. Choi &
NWFFLRIR[18], @0 PI3K/Ak/mTOR {555, ARSIk B ik 2 GCs 1 F I 75 40 i
JEAT-. Shen Z5 AWFFEW[19], PI3K/Akt/mTOR il B (11305 AT LLFIH] FSH S GCs EAL M IHE S 1
HWE, MEL T mTOR PHAFE, 2@y amT, E W Big20].

3.2. PI3K/Akt/mTOR 52 EBE5MAT

YR T SO R A BT, A4 A R VR 2 R AE I T A S R A S B R AR 9 E B, A
LN B AS v B o) B R 400 T N, Re g iR IR AR E [21]. BRI FT IR, PCOS
A — S T A PR AR Ak, 5 O SR E I A T AT 0 [22]. 5 EESRL, 40 T 5% PISK/Akt 15 518 H 1K)
P, Akt B HNHIIE R T8 A (BAD)SANH FOXO1 P24 KL 15 5 B RAMH 41 i 1-[23]- Gong [24]
S NIER, EARE S PCOS B MM -3¢ T PIBK/Akt {5 5 i@ #g, HAKBER T LUS S A EH
K E PI3K/Akt BB

3.3. PBK/Akt/mTOR 5B ¥ 5 IR

IR & PCOS KAMIFEER TRz —, H 5 mME R Mo AR 58 0 RE R hS i R A2 AN AT 40 [25] [26].
PI3K/Akt {55 BB AN L RESESHLHIER . JGLF Akt GE05H0%H] AS160 (GLUT4 iz
7, BRI RELIZE A 4 (GLUT4A) M AN Py 390 340 B R 10 1Y 2 AR R A BRI, S8R &
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BB 3 (GSK3) 1 2 Z RR BRI TS, HnpE s IR ME LA . IT4R, AMARR4], A
ReBE RICE UL HIEFI IR DT A h R S 115 T8 T, AHIR, RREEH) E RS BRBRAR iR B 4 BT 98
TR FR o, DRI, 3 RE ) W E AR TR S 2R BB AR B RR AS T AL S ZEH . Abuelezz [27]5%
NI — TR 78 8 X IE | PI3K/Akt/mTOR {5 5@ & £ PCOS K B FRIB/KT R FEAIC, 80U 5 = UK
PEZAR, pAIMITIRE FI%, Sl IR,

2k AT, PI3K/Akt/mTOR 15 S @B E4IH E W TR IR R FEEEAEH . Kk, A s
A HE NI PCOS T 4

4. PEHET PI3K/Akt/mTOR ES1EEK;8T PCOS ARHE

4.1. PHESH
4.1.1. BELIERS

TR T HARES . PR, S = Mp 25k, HABMES, RSN, G¥%E AN
PCOS IR NI, BRI, R PRI Z PCOS 1 EZ P RIER 28], M % [29]1% A K ih
WA v R TRDRL G 2 PCOS-IR K BRUBEAY, 735 DA AL 77 (11.07 g/kg) A — FEBUIT(200 mg/kg)#E 1S, 3%
ST 4 R, AR EIR: SEAAKRALG, AR 7 H R R 0P8R 2 BT I B oG, Yk oN
TR AT IR D AR I SRR (T) (238 1A AR R (LH)KSF R R, BlERR RIS R AL EGE , PI3K. Akt.
mTOR. GLUT4 ] mRNA N KB KV B T, SR 7 7T 28 PCOS KBRS A ) 1k &
FIPT, WEMHEEFKT, SCEHERRERS, FAERH LS AT S PIBK/AktmTOR 15 S iE A 5.

4.1.2. R ENHARS

RSN, BEBHE, BRAERIE, SR, AT, SEmgs, PH T s moAm. H
I, PCOS FBRAL AR W, FE Mg sh . (AR a5 B A iy oA R A5 B IR P, Bt e Thak.
PRETEE[3012R F R M PRI & e b kbR i PCOS R BRIBEAY, 3 il DAg A 2 B AL b 7 (G, s iRl &(1.275
g/kg. 2.55 g/kg 5.10 g/kg)F1— HIXUIN(200 mg/kg)#E B T-71 30 K, A HAR I o ' A b 07 A ) 7 B L —
FWUITZE PCOS K B UF SELAR H ) S PR AIC, DN STRASER, AT & ZOME S s o0 A, fliE LH. T, $i¥
E TR AMH) K B E R, (2 UNV0A BR (FSH)FME — ¥ (B2) /K .35 T iy, [T AgE A 2 B A ol s
FIEAHA Z HXUIZE PCOS KEL P LA L L R X 2R 9 (Caspase-9). FI AR L ZIREE 3
(Caspase-3)~ #ffita 3 C (Cytochrome-C) {48 T8 F/HT T8 F(BAX/Bel-2)d AR IA H B IFE,
{2 B At 7 P LAY PCOS K BRI IR B MR AR 8L, oot UM S 2 JRA 4, o) O 52500k 4
FOJE ARG ERE BRI . 3ok, AT F0 R D AER IO 2 15 Ak ek 7 RE 8 I80TE PISK/AkY/mTOR 15 5%, O
Zih ) PI3K. Akt Fl mTOR HEHFE R B, Kii$E PI3K/Akt/mTOR % 7] 5872 1% 7 #lii] PCOS
B SRR AT 9 1 (A R

4.1.3. H#&%ESiF

PAZ AR S b R TE . R R AR R, BRI R B ThA. F3R([31]
S N B R 5 A R B (DHEA) /& PCOS KRR, 7l TRk R Ak H. @7l E(1.89
g/kg. 3.78 glkg. 7.56 g/kg)M FIXUMN(0.1 g/kg)#E B T-71 28 R, KIMAZ A Z RS LA & AHOm 4 7 2
0 PCOS KEIME FSH. B /KF, FHIK LH. T. ZEMBE(FBG). == MEME 5 (FINS) K 5 2= Hh B Fe 24
(HOMA-IR)ZKF-, Ff o3t OF S5 B A REEE, B Bp SL2H 21 PI3K/AKT/mTOR i@ B AH9K 7 ¥ mRNA Fl
RARIEKE, ik PIBK/AKYmTOR {5 5 8 B 0, $Rmidicd s 1258 7% 6 0% oot M 3 KR &
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4.1.4. ERHEZH

BERIREE R R I TR DOKAP R (EBRERS) , BdER. TR% . Mo, 4 Mh . A k24l
B BEVEMAGE . WWIERFIKZ 5. B%E W PCOS MIEERRMNLA “POR B4, AT o £
R, XIBUER[32] 2K F ok B & = IR LRI 2 PCOS-IR BB, Zp 4 FAERIRZ ALK e vl
B24(0.31 g/kg. 0.62 g/kg. 1.24 g/kg)Hl —FXUIN(0.27 gke) TFIAIT 30 K, 4R EREREERP. &
R ZH K R O S AL U S O e AR B %, IS T. LH. FINS /K°F & HOMA-IR & & &K, $#2n
FERIRZE AT LLAY TE PCOS K BRPEBICE A IRARW AL, AIEHOE. [FI, A8 RERAIRE
T AR R XUDICZEL K BB 41 4h PIBK. Akt. mTOR EARIAEZE Eif, EWZO I TR
Atg6 [ Z¥I(Beclin-1), HWEAHXE AFEE 311 (LC3I)EE A A W 0 FEAK, $RRHER IR 25 AL RS 805
PI3K/Akt/mTOR {5 56, i 5N S RORLAH M iy ok B2 B W, R DM i A L R B Bl 2R F 5533
FELCEEA Bt — B FUR I, FERARZE R n] AT AL PCOS F8 2 (1 14 I 2 7K~ A 5 R A B 56 A 4 0k
AR, HMLHI AT AE S PI3K/AKt/mTOR {5 5 38 M R30S A 6

415 EEESAH

SR MAARRER R R R LT (SEER) , BAEANEH. SATKZ . R
FISINN PCOS HIRALIET B AR FFAR. IR, M, 2 AARMEARSE, #IEKIGIT PCOS £ M th
B AR RN T o XNV RO (34158 F ok il e E 15 14 2 PCOS KERBEAY S, 43l 45 T & BT SORUIK. Hrs
(0.5 g/kgy 1.0 glkg. 2.0 g/kg) iEFE-35 (0.2 mg/kg) + —FHXUIN(0.23 ghkg) THIGIT 21 K, Z5HE
AN E SR PCOS KB OP 8 R BT ek, IR AP AL )%, L& B, A FSH W3 7, T {2
P R R B U 2 (GnRH) AT LH {2 3% B4, PI3K. Akt. mTOR. GLUT4 & 4 /2 mRNA [ 8 B T+ &,
PR & PUE SRR B 2R PCOS R BRI MR 2 /K ST R0 O S 3 % o, ML o] e gl ad i
PI3K/Akt/mTOR F1 PI3K/Akt/GLUT4 155 538 % Sk SE L

4.1.6. #EEIZF

WNE B R T AJ2h. gy, h3EEE. Sl ARATSEARAI R 25, HRTRR EEH TR
ZARE HIAIT . TR K[35]1% K FiEST DHEA #% PCOS KEMEMJE, 7314 T4 5 B1Z4%(10
ml/kg- 20 ml/kg) F1 — H X200 mg/kg), FEE:T TN K AK I, 45 R Bon: &40 B 25677 )5 /1 PCOS
KEAAE RS, W75 B RAE, UV E SR, ANy, BRAEE, AR
# T PCOS KRUNEZFALRAL, HmifE g BiZzme b 7 op SUBUR AN I PE 10 AR 7838 R IR
B B 227 560 11 PIBK/Akt/mTOR [H3RiL, =il E 4l Caspase-3 Fl BAX HIFRIA W &K, Bel-2 Rk
EIGIN, FEANHNE BhZ7 R S 4H M UE T AR DGR BT ERIA . tkAh, 4 PBK I B S, PCOS K
B E AN B 237 5 R R B R A I e A, TR DGR TR D, $RAR AN B Bh A% i Id PI3BK/Akt/mTOR
EAREE PCOS K 5RO S50k 4H P 47355 o

4.1.7. #MEEIF

ANEIE L7 BT R AT A FESEAR, T H TR E R RS PCOS, %
J7 RGNS, OO0 SR A A T, (RO, RS E KR . A (3611
T FE AR R A PCOS AR, 43 A AR . 7 i N B 36 I 77 (0.88 g/mil 1.75 g/mll. 3.5 g/ml)
BT TP0ATT, 48R E7R, ANEEIL o] LLXGsE PCOS BEAY KRR 1 N 8 2 FERE 003, R I KT,
A IERE I 2KEL, AT RE BT 4% AKt/mTOR 15 5 @ B SZ I .
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4.2. %

HEESH

NERE R AT Ll ST ARSI TR 2 R, el R IR 5
ST Tk SR [37] SR T35 oK i e B R EE () PCOS KRB, 4r4H4h TANE 3R & F k. . il
(189 mg/kg. 378 mg/kg. 756 mg/kg), HUMERFEIA P22 (0.2 mg/kg) + #HER = XU (230 mg/kg) Tl
BT 30 K, ZEREIR, SANEEE A TS, PCOS KERUNEHALh & HUmas A%, 5 S50 40 i
JZIE, SIEREOE/N, M7 Eow FSH /K TFFHE, T. GnRH. LH /KTFHE, OFEAZH PI3K. Akt.
mTOR. GLUT4 & & mRNA LA, FUIANE 585 Fr Bef% 11 PCOS K BRI 1 Bz 70 WA AN B YR 1 AR
KRB, ]RELE LM PI3K/Akt/mTOR 1 PI3K/Akt/GLUT4 15 5 38 B RSB

4.3. PR

4.3.1. {2 EH

KA R AT AR BHE AL M 00T e, BAAMNIEE, SR, 2RI, mERR S N A
RO [38]0 MTAESR, A BEERLEIRTT PCOS HTHIAR T —@ b . HEmEgeaR 39K ok ki 5 i g
PCOS KA, R RIN E 20 345 T PI3K #1H5) BKM120 (40 mg/kg). #1455 EH(200 mg/kg) F1H0 |
FI+AE PR EER, ES T3 G A SEAIRAME, AP S EEA I T. LH. AMH S &%
F#{%, FSH &R EETHm, 3RS EH T ik PCOS KRMMERZR W, RHINERE, SesEH
Lo RIS, A A 2 7 2E K BRI S 0000 20 R i) W 28 (IS T AR X A2, R i 5 2l ] 411 5
SLOR 0 B B N, SCERIN SRR . AL, ARG R ZE AN LA L, A A B R ) 2
AL A A R 28 Fr O B 20 21 HP ) PIBK . Akt mTOR RiX & 1, B A EEE 311/ A K 8E 31 (LC3II/LC3I)
PR S35 AR, SOt A A B T 0% 400 ) B SELRIORE 4 6 15 W, G L) v R 2 i i 0% PI3BK/AKY/mTOR i
P& SEIL .

43.2. PREHE
LHF R NEREY Z B A M-S SRR —F B G H & EER R ZmENED,

HETHAE PCOS a7 B B W, . EFT[40]18 F ke il e B A 2 PCOS BERYU KRR, W4l il 7
. BRI EGKEFZGOmg/ke. 100 mg/ke) TTRTT 15 K, KA KEFHZRIGIT I, U0k 41
W R, JHENR AR LR B e B, 2 J A 7K ST R B 25 AH DG AR A 2 2 0« b b, AL REORT 98 E ) S 5 PCOS-
IR MERAKRBEVIMHG. AR RPKRZERRAN A ZBEMDAK TS HRA, 5 A H K (GSH)
A A BB (SOD) K P T35 HREH, 1715 5 90 S S AH DG IR IR SR FE IR - (TNF-00) K FEAR, 40K
ZHZRAN PBK. Akt. mTOR =X, FERGPKE R XPT TNF-a FEMEA(ROS) I T4
JiE, FFIATT PCOS R PI3K/Akt/mTOR 7KF

4.3.3. HEAEE

F2 i (Res) &2 — MR Z BRI EY), &8 TIRMELAHED Y, BAEPL. E. PR
TER . HRFFT[41]1 80K PCOS BN SR 40 73 59 45 5 J AT AR SRR 9%, 45T Res THUAYT, KILGN S
L2 i ) 384 B A B SR o, UKL B PN 1) W A T BB B SRk, B AR DGRl Beclinl AT LC3II/LC3I
TR TR, 28 Res AT LE A0 B RIS = 00 SRR A MR85 . BEAh, AW TR — D R0,
2% Res AP 5 ORI A1 Akt Al mTOR & (AFKIE L, 14 Akt #5151 LY294002 1EH 5, B0k 40 i
M Akt A1 mTOR £ FHFIA T, #2785 Res Al fe 20 I % Akt/mTOR 18 26 R0 | 51 525000 44 il 5 W
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5. INEERE

PCOS =2 Hi i it WaRR e —, KRS, mEER, RAAARENE. REVEMZL
S, PEERCN VAR . EONET, HWOONEEMIRR E - UMKl ORI AT R A R
TER, AR INH ORI T . FIR, BRI S R E S e T, FEYERR S R BUR LA
R EPERRA T R EZERM . BEAERT 7R, PIBK/AkUmTOR 15 538 % ¥ 57 i R A 2 T 5000 51 Th e
W, SR E RN, BRI E RGN, Bk, RS PCOS MITAE SOmbL ], HEIM % PCOS &
H AR, 2B I A (] B B P A S SCHR, I B2 24 T 1 1 % PI3K/Akt/mTOR {55 Il R IT
PCOS HUfF 1 — ik, M IH AT, AR b Eeg kb 245 F R 2] 3l i 0
PI3K/Akt/mTOR {5 5 il B A FE ] EH EFIE T, AT 203 PCOS Bl SR 2 JERE R, IR B VR K1
A 73 WA A 15 LR 1)

Table 1. Mechanism of Chinese medicine regulating PCOS through PI3K/Akt/mTOR signaling pathway
% 1. FEHIBE PBK/AKY/mTOR ESiBHIBIE PCOS M{ER#HLE
eS| %) WHRRA AT £ 23R

R TR, ABIERERE>, FBG. FINS.
WEH kihm:;,  HOMA-IR|, FSH. E»f, LH. LH/FSH. T. TG.

TARTT RIBMLEOT RS HF & TC. LDL-C|, PI3K. Akt. mTOR. GLUT4 [ [29]
mRNA K FRIE 1
GUETE¥ ), LH. AMH. T|, FSH. Exf,
fE I 2 Py S2ae E B SR Caspase-9. Caspase-3. Cytochrome-C. [30]
B Ay o HF e BAX/Bcl-2|, PI3K. Akt. mTOR ] mRNA
MEARE
s N B RyESS FSH. Esf, LH. T. FPG. FING. HOMA-IR|,
PePORT AT e PI3K. Akt. mTOR f mRNA %2 133k 1 31]
S T Sfe e Yyt e #E A% H t, LH. T. LH/FSH. FING.
FERRE AL AR S H%fﬁﬁmm HOMA-IR|, PI3K. Akt. mTOR EEEIA 1,  [32][33]
FHRIIRAL FI I M6 26 11 Beelin-1, AtgS 5 LC3II |
. . - YUE. 2% |, E». FSHY, GnRH. LH. T|, PI3K.
L [ENR = S I8 N S 13
SRETUL RS RREREE 0 T TOR. GLUTA ) mRNA M 1k 1 [34]
g o axiat LH/FSH. E». T}, P. PI3K. Akt. mTOR?,
L e Caspase-3. BAX|, Bel-21 (3]
0 T. LH. AMH|, E2. FSH?t, 9i#ifs¥ !, FPG.

FNEIE ML RN S AUC f§. HOMA-IR|, TC. TG, HDL-C?, Akt. [36]

mTOR FHHEKIE 1

YUE. 2% | . E». FSH?, GnRH. LH. T|, PI3K.
Akt. mTOR. GLUT4 ) mRNA K& FH3#KIA 1

+ Sk

RS ANESRE R ARNSEEG R e

AMH. T. LH|, FSHf, Biki4ufaEmss |,
PI3K. Akt. mTOR FEHFIE t, LCIEARIE

LGRS . HOMA-IR], HOMA-A1.
PUKETER  ARNSLY EESREIME HOMA-s%?, TNF-a. MDA|, GSH. SOD1?. [40]
iR PI3K. Akt. mTOR 2 HEIA t

- - AT ORI AT B SR, AR TR,
FASEE OMSRE TE Beclinl. LC3IVLC3LL, Akt mTOR & FiZik 1

g RAR PSRRI SRR Rk
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KB FAIAFAE— AL 1) LI R EER D TEYL, s ARSI MR RS, B2

B2 B A SR 22 B0 T 1Y PI3BK/Akt/mTOR {5518 E{IG T PCOS MIAATH; 2) HATMFFE K2 ih#4R
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