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Properties of new diffusion filters for treatment of amblyopiawith accurate occlusive

effects
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Properties of new diffusion filters for treatment of amblyopia with accurate occlusive effects
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Relatlonshlp between triterpenoid anticancer drug resistance, autophagy, and caspase—1 in adult
T-cell leukemia
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A T HifadEE RS (ATL) #% Human T-cell Leukemia Virus Type 1 (HTLV- D%, #&+E0
HEEZBWTHREL, —BERETIISIREEGNECEERMHN 6 » A LIERICTRARBDERTHS
Te b, FHEROBEIEETN TN D, Box iZLARTHIMBFERRICH L, Emdko s 7 e D
(CuD) A v 7TV —ABHEL, TR b=V AEFETHELHRE Uk, SEFEX 138D T ATL
BELOSEELUZY U BRIEK 5 CuD KO B-cell lymphoma extra large (BelxL) PHERITH D
736 OPFEEA— T 7 V—OBRR bR LI,
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FEPRR AT ATL BEROREEA LV FAEZETHER L, KHM2 6 Lymphoprep ¥ b & AW H
FERAERINEIC LY U B E 0B Uiz, SBELR D o%Bk% CuD KO 736 T L, 6~24 R
2221% Cell Titer-Glo luminescent cell viability assay system #HWTCFME L, A— b7 7 P—0
FAEAIE LT, 77%9A KO 3-Methyladenin (3-MA)%E Ve, £72, V7 8k%E CuD KU Z36
TR L, 24 EFHEERICHIRAMIE 22 L, PARP, LC3-II, -7 7 F v/, caspase-l (CASP1)
BEULRZTav T 4 IETRHRE L, BESIEF R EBONNY R Imaged Y7 T
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| ATL IZB8W T, 4% CASPL @ U VR BRICEIT 238 % L U BRI L QO EF T, IniEEsiiED
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Relationship between triterpenoid anticancer drug resistance, autophagy, and caspase-1 in adult
T-cell leukemia
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R T $BaME B % (ATL) b human T cell leukemia virus type I (HTLVD 2ARETHY , BETDH T
BIEIRBETHB, 27N EXY Y DO EY URHES L VHENAWETHY 7V F=V 1 ACEENE
BLLTW B, 253 513 2 E T CuD 2 BRIk~ 7 I~ Y — 2% BET S L & BelxL 2lEFT D
LT RPN VARBEET AL ERWE LTE . SEAIL BE LD B L2 ) RIS D CuD OF
EERE LIBER L L TOWRBEERE LT,

A Er ATL BERLOWEALD U o N REDBEL TS Uiz, B8 LY oSER~ CuD 2 B TNT
BeL—xL JREFITH B 736 3 H5 L M) viability 2§37z, 4 — b7 7 P — OWflIZ L 3-methyladenine
(MA) BT T A VoW, TRV RZPARR OUVTRAFZ Ty FTH— b7 7 V=R
BEIL light chain 3 (LC3) D WA Z Ty FTHE LTz, ATL BEOHRET., IWEEROTICHERRDY
VSERTCHMIIAD viability & TR h—3 A~D Cub & 736 DEEBEFH o, EBERMRICBNTY »8
T caspase 1 DFBEAE VT A F 71y MITHF L, caspase 1 FE.ZEH D BB & R~ T,

CuD & 736 IHEEED Y LSBT B R RIE SR oTm A8, ATL BE OV BRI FE L,
A R v A VT L B — R T 7 P —OFREIE CuD OMIBEEEICIIHE Lo, 236 AT D L
CuD OEFET A HMMEIEITRIR S L. Z AU SMA I TRl &k, CuD A — b7 7 VD= —TH D
LC3-TI DOIRBUTEE LRV, 236 (X 2% TOdE Lz, 736 13 ATL OIRRICERIHEDLN LTV F=Y ry
DR IR LT, IS NEHEI L AIREPLERTH L CuD & 736 DOMIRIEFHEIIRE L, HRE
caspase 1 OFHENTTHE L TR Y, CuD & 736 12 L DML caspase 1 FHEFICHEM LU,

CuD 1 ATL BED UV SEROMBEEFHE L, F— b7 7 V—REFEAEE TS 236 O TEOEMIE
BER U7, TSR ITIE Y Vs8R T caspase 1 ORBNHIR L, »-oF OMEANC L v ffFHEOMILITHE
PMEHE LT- = & 3B caspase 1 AEANMHEIC S L T D RIBEHENRIZR STz,
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Relationship between fluctuations in glucose levels measured by continuous glucose monitoring
and vascular endothelial dysfunctlon in type 2 diabetes mellitus
(2 BLREPRIRIC ISV DRFGENEE =& U > 21 & 5 B8 & M8 A R a2 o BE4%)
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H A BB AR E & B X R 2 L, BRI L OB BRI EERRE R oL E X bhT

Wb, LinL, EREHFK %wrmﬁT%kWﬁ% Eikwﬁﬁﬁ%gmfm&m S, EERIC
BWTHIHELE & MENREEOBE, - MENEEEREL THT 20D LWEEEIZ oW T

Wat L,

T ABEH 0 2 BUERIEBE 57 £ LT, AR 2 B BRESEMEE=4Y 7 (continuous

glucose monitoring, CGMIZ T 24 R O MBEEB % HIE L, APz 3 H HiZ PAT (peripheral arterial

tonometry, PAT)$&E (EndoPAT)IE C L& P HSEEFE#E T % B RHI (veactive hyperaemia index) % 3l

E(HARMECRFL RAD U, L RHATL (8% 52 AR TICOVWTHRA Lz,

FR NBRBEIL BT ABM 324, &bk 25 &) T 64.8+12.1 5. BRI 14.0+11.9 48, ZofEryim

P 161.8+46.5 mg/dl, HbAlc 9.0£1.6% Th -7,

B7 4D COGM fERIL. FHIMFE 176.56447.8 mg/dl, 1FE 70mg/dl 7 ORFEI4EA 1.443.4%. I
¥ 140mg/dl LA OREEHEIE 67.2428.4%, MAF 200me/dl BL_EDREEI4EIS 31.4429.3%, SD
42.3+13.2 mg/dl, MAGE 110.3+33.4 mg/dl,. MPPGE 79.9+33.7 mg/dl, L RHI 0.5+0.2 Th o7,

L_RHI % SD (r=-0.504; P<0.001)X°3H4) i $525 BhiE (the mean amplitude of glycemic excursions,
MAGE) (r=-0.571; P<0.001), ¥#j&% ff 58 mean postprandial glucose excursion, MMPGE)
(r=-0.411; P=0.001), ¥ 200mg/dl BA EDORERIEEIS (r=-0.292; P=0.028) & BB AR, Fi.
BRI AR O 12 FllcBW Tk, L_RHI & I 70mg/dl 565 0 BRI EE1 4 (0=-0.589; P=0.044)}14
FEZRDI, L L, L_RHI & HbAlc oZ2fgrmEs & oMEIIERS oo 72, Biz, L RAT i LDL
AV AT a—/b, HDL 2 VAT v — Vo fERG, IURERIME, ILESHME LR 23D ot
HRZEHCE L RHL & LT, MSrZEEicagh, Hal, BMIL, BBE. ROk TROGE, BEED
HE, FEUEXROFE, DMEAMECHAEOFE, LDL 2V AFa—1, HDL 2 LAF n—/L,
HEERERG, WORHIME, SD, MAGE, (g 70meg/dl HRif O R#EIE, M¥EF 200mg/dl LA o #
e L LTCEERBBNEIToE, L.RHI :%é%%ﬁxé@%& LT MAGE oahH sShiz
(R2=0.314, #E#E/LARE B=-0.5T1, t="5. 162 P<0.001),

L _RHI<0.4 TOILE 1 2 b2 CERTSEMEINTRY, LRHI %#1& L_RHI #
(L_RHI<0.4) &% L_RHI #d 2 #ic /\w‘r L_RHI (237 2 I E % et Lz, & L_RHI ¥
#) MAGE 128.8+34.4 mg/dl iz L C, /& L_RHI #® ¥-# MAGE 103.2430.5 mg/dl T v & L,_RHI
T MAGE PERICHE CH -7 (P=0.014), —F TI& L_RHI BOEHMmAE 187.6+48.4 mg/dl. 7
L_RHI B MHE 172.2447.5 mg/dl TH v, WEEH TH BT D203 - 72(P=0.143),

HEL RHI M NEERE L FEEER B 0 | DL A N P OFRIERBREF L EEL VD 2 L NGE X
NTEY, SEOMZE CTHLENREEEEDIE L LT RHL & AV iz, S RORST, mEnikss
EFERE R IBEEE) & ORE A FEERMICAID TH b2 L,

FRE ABETIL, MRS E N L B bBBICEET 5 2 b, & b fuhF 200mg/dl BLEoD
R LA AE & A NSRRI E & B4 2 2 L 2 EERBVTHD TR LE,
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Relationship between fluctuations in glucose levels measured by continuous glucose monitoring and
vascular endothelial dysfunction in type 2 diabetes mellitus
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FICERERICE Y, WEEENLENEMEEEL S &EC L, BiRE(L2EL S5 2 L3mbhTn
5. L2 L, BRGNSV CILBEEE) & NSRBI E OB Z MR Lo @&ty BiEE b1 2 BIERR
JEFNZ 3BV CILFELSB-OEHIMEE, 2 OMORF & MENEZEEOBELZ R L,

Fik 2 BUBEIRIRERE 57T &1, FielifEe =%V 7 (continuous glucose monitoring, CGM) % AV T 24
BER O MFEEFE L, PAT ¥5E (peripheral arterial tonometry, EndoPAT)IZ C I N #RE 5= RHI
(reactive hyperemia index) ZHiE (H &% L RHI ©F7) L, L RHI T8 % 52 ARTF 2B LK,
RER:

Ox AL 57 4 (B 32 44, &Mk 25 ) T Rk 6512 3%, FEIRAE 1412 48, ZfEneilF 161147 mg/dl,
HbAle 9, 0£1.6%ChH -7z,

@COM Gk, EHMEE 1% 177248 mg/d1, MLHE 70mg/d1l ARJE DBFREIHEISIE 1. 443, 4%, fh¥ 140mg/dl B F
DRFHEEFFIEIE 67128%, HLKF 200mg/dl PL L ORERIHEIGIL 31229%, MAED SD 1% 42+13 mg/dl, ¥
PEZSEIE (the mean amplitude of glycemic excursions, MAGE) X 110%33mg/dl, XAk 508 (mean
postprandial glucose excursion, MMPGE) I% 80=%34mg/dl TH 7=,

@L_RHI % 0.5+0.2 TdH o 72, L_RHI i, SD (r=-0.5, P<0. 001) « ey i fEZBhIE (MAGE) (r=—0. 57, P<0. 001) -
A1 I HE S8 (MMPGE)  (r=-0. 411, P=0.001) - IfiL#F 200mg/d1l LA E DFFREEIE (r=-0. 29, P=0.02)%
DMFEEBNOEE L IXE BB ERD I,

@UNLZRA S, L_RHT 13X HbAlc LZEAERFIMAEF « COM 1 K A A - IDL 2 LV AT u—/L « HDL 2 L 251
—/b o HFERRRG « INFERILE - EREIE 2 1 X E BB E R E 2o T,

OZZEEMHTIZE D MAGE 721328 LRUI ICHEB%® 52 5K F & LTS R=0.31, SR
8=-0.57, t=-5.2, P<0.001),
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EBRKBBEFEETRINTRY  SHROBEE—7y NRMEEE CH D L 2RI FRTARZEEE L2 5,
RERE:

AWFFECHE, EHIE O L5 Cidie < MAFEEA L NWEHEEE & B b BBEICBET 5 2 & 2 EBFICBWT
D TR LU,
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