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Coronary plaque progression of non-culprit lesions after culprit percutaneous coronary intervention in patients with
moderate to advanced chronic kidney disease: Intravascular ultrasound and Integrated backscatter intravascular
ultrasound study
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Coronary plaque progression of non-culprit lesions after culprit percutaneous coronary intervention in
patients with moderate to advanced chronic kidney disease: Intravascular ultrasound and Integrated
backscatter intravascular ultrasound study
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Electrophysiological effects of kainic acid on vasopressin-enhanced green fluorescent protein and
oxytocin-monomeric red fluorescent protein 1 neurones isolated from the supraoptic nucleus in transgenic
rats
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Electrophysiological effects of kainic acid on vasopressin—enhanced green fluorescent protein and
oxytocin—monomeric red fluorescent protein 1 neurones isolated from the supraoptic nucleus in
transgenic rats.
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High-resolution CT scoring system-based grading scale predicts the clinical outcomes in patients

with idiopathic pulmonary fibrosis.
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B3 VE I RRAHEE (PP R R E A O P TR OHEENS L, BITHEOFBRRAERERTHS,
2011 4¢, IPF 02 & FEICET 2 ERIART A R 74 OYGETIC Y, Han b IPF OBZWN, &4
R CT (HRCT) il HAIMIE MMk {4 — 2 (UIP pattern) Z & L TWIUTZUATRES 229, HRCT
X IPF 2ol i ote, 70, TNETIPF OBEEESTREFMET HE=4V T HiEE LT,
MR REAMR A DS B D AR YERY e FHE Ch o 7208, EERR CIIFFRESIENME T LB Tk, Bz &0
FERDTEDREEIT) TN TERNWT—ANELFET D0, BEESCEEENIORENDRL
S B HERRY R C IR/NEERALIZ B8 1T D RS DR TR HRCTIC L A€ =4 U V' 7 HIED
BAPHFEIN TV, LrL, TNETHRCT =4V 7 hike LToEKZRHFRMEIZ W
THREISNTZ 2o Tz, 4l IPF OftiEZ Ch 5 UIP pattern ikt LC, EAfHF AT I 7
% % Z & C”HRCT fibrosis score” =5 H L, IPF (28T % HRCT OF AMHEIZ W TR Lz,
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HRCT & L <IIAMEHIMiZERR C IPF & 2Wrah, #I2kE, 6 w A%, 12 » AIC HRCT B8 X UWE
IHERERRAE DS HAT SN BFE 98 4 xt5 & L, HRCT BT R.B L OIS RERRE O RIFR LA T 112
52 BB ONWTHR AR E R E1T o 72, HRCT Fr RO, MR T A FT A vicEk-3% UIP
pattern @ 95, FAIRE (reticular abnormality), %5 | -S4 X #L3E# (traction bronchiectasis), 3. fifi
(honeycombing) DF-BEHRFT RIZOWTC, FRICERST %2 LA 0 i, T, THFoA5t6
rENCRWT, S50 2K BE OIS Y 25l L7z, $£7=, UIP pattern (& 8B1T A L% E&
{95 721 reticular abnormality, traction bronchiectasis, honeycombing DJIE T, FFEEIZ%F L T,
BRI X B2EAT AT U 2T, §5HA2 27 2“HRCT fibrosis score” & LC, HRCT fibrosis
score DFREFIEILIZ L 5 T DFEWIZOWT, Kaplan-Meier #H#EE FAWTHRET LT,

[FEFR - &)

Bk 55 4, otk 43 4, FHFH 70.688.0 B CTH o7z, IPF BEIZB W THFVC BPI2HE L 0 4E
T 10%U HET 35, Wb s MEREREA#H IO CIEIBESEY TR AR TH -7, HRCT
fibrosis score II#J2HE, 6 » A%, 12 » AR TITZEIE 134.2, 139.6, 147.8 TH Y, (KIFHYIHE
INZEFRD, AEBIZI T DETHEORKMELFRREE K L T2, IR & 2E4EM ¢ &ML _E HRCT
fibrosis score 23ENIT 2 BERETlX, FEARE TH o7 (log-rank, hazard ratio [HR] 2.435, 95%CI
1.196-4.962; p=0.0142), & 512, %FVC B X HRCT fibrosis score DFEBHIENT 21T o712 & =
A, %BEVC OREFHR LD 72 W EBEFHZBW TS, HRCT fibrosis score 23 ¥:4E[IC—EE L EHE
MT2RERHTE, FTEARARETHDZ &0 L7 (ogrank, HR 2.192, 95%CI 1.003-4.791;
p=0.0491), %Y, HRCT fibrosis score {Z L B5F=F VY 7%, ZhECEENRET=X) L TF
HEE L THW LN TE EMEREERE T CIiE 2 W PBRARRREOHMME 2/ REIC L7,
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High-resolution CT scoring system-based grading scale predicts the clinical outcomes in patients with
idiopathic pulmonary fibrosis
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ETHEOTHAR RRB T 2 B EMRHEEIPE) O BNT, B2 TA R4 > O%ET (2011 4F) ik - T,
B CT (HRCT) 2 & 2@ B g MRS 2 — 2 (UIP pattern) DRl & 720 TNDER, FOEEE
RTHE ORI PR RERE PMEER FIE & ST, BRRES CIIMERREANK T L 72 B3 I3 ERAm »3 R i
IRFEBIS L NBURD B 2, HFEEE DI, BEOERPEHETE L2V IPF BEE OB FEELER T L%
HE9IZ, HRCT AT R.ZVEH L 7246842 & L T’HRCT fibrosis score” % B% L, +OH A KR L7,

2008 £ 1 An6 2012 4F 1 A E CICEEERREREEZ %2 LIZAED 5 © HRCT XA FHOMiZ i © IPF
LW, ¥R, 6 WA, 124 A%IC HRCT R ONVERHEMR A % il S 172 98 4 & %1812, HRCT ATk
B OFEIRBEREM AR SR ORI E LR EM TFRICEZ D FBICONWTHE A M E ok — ML THEZE L7, HRCT
BT, FCRELELADO L - - THiEFO 6 R8BI L, EFATRIC 14, UIP pattern ® 9 LR
(veticular abnormality)iZ 2 /&, FEB|IMRE XHLEE (traction bronchiectasis)lz 3 4, KEifii(honeycombing)ic
4 RERD, FFHANEMEFIC D5 ESROAFEEZ“HRCT fibrosis score”(100~400 &) & L7z, %FVC &
HRCT fibrosis score DEFFHIZ(IT & 5 4y F#% % Kaplan-Meier #ifiz FWCTHE LT,

B, BMESb 4, K434 (FHT70.6+8.05%) Tholz, %FVC BSHIZHE b HERM T 10%LL LET
L 72 FER AR RERE L AR IZ P R R Tdh o 72, HRCT fibrosis score 1%, 2T, W20, 6 7 A%, 12 7 A1z 134.2,
139.6, 147.8 LM L7=AY, FIRHEND 6 H A% E TIC 6.7 LA LN L2332 R ORE L LR CFRAR T
(log-rank, hazard ratio [HR] 2.44, 95%CI 1.20-4.96, p=0.014), 12 % A% CIc 18.5 LI B8N L 7= B S RIKEIC

THEARRTH-72(HR 2.64, 95%CI 1.36-5.10; p=0.004), & 512, %FVC THERHREE(LEETIZ R D o 2 BE T
B L TH H4EH O HRCT fibrosis score SMBHL T% R KR T - 72(HR 2.19, 95%CI 1.003-4.791; p=0.049),

D& DT, HEEE b ABA% L7z HRCT fibrosis score %, fiBF &I OME(LE EEMICBET A2 4EM 2 A L,
BARBGICB W THMAMRE TH > T, IPF OEEECTHITM CREERNFE L S CE R ERERE T Tk
RAENROTFRARDOTFHEPH O LHLFEEETHEH LWSETH 5, LIRS 5% BG4 5 B &
ZHET 55 A CHERTRE 5 X2 HbDTH D, LEDOZ Lng, KIFRIL, RZEOZMGITE LTHEKTH
D EHE LT,
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