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1. Influence of different air CT numbers for IVDT
on the dose distribution in TomoTherapy MVCT
(FEEFE—MVCT ICERE NS IVDT DZRRD
CTEDEVWIVIRENTHICS A BTE)
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PSS BLERET D, MVCT H CT fifi — 3 2546
7 —7) (IVDT) OZ% CT DI & 5 B
DB EANOBEZ G L 720 MVCT TH#g L 72
IVDT H7 7 ¥ b 2 04l & NIl o225 CT fili % BL
BL, 2R CTHDORZ % 2HED IVDT 1R L7z,
BHSAEE 7 7 ~ b AR GHEETEH kVCT THRE E 1T\,
BOENZCTHW A S FHHALANY 4V IMRT ©
kVCT B 2 ER L7z M—7 7 Y b2AD
MVCT ## %47\, 28O IVDT 2 v CRER
FE AT o R L KVCT WHBIEIM % DVHIC X D
Wi # T - 720 Wl EAMI O 2258 % Bl 72 TVDT i3,
ZNZN KVCT HHFERIE & T 11~ 24%, 06~
19% & %0, AMIOZEH W72 IVDT O F 4, 05%
~07% kVCT iBHFHE N VE & 72 o 72, THEHEE
Bl MVCT % HwvT ART Tid, MUl 225 % v
72 IVDT O %%, FHEMEO®EWERIH Sz,

2. Analysis of efficacy and safety in atezolizumab
plus bevacizumab combination therapy for
unresectable hepatocellular carcinoma
(VIR EEEE TR MBI T3 7TV )XY T,
RN X7 THEABEEOBENE & R DEH)
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TFVY XTI, "NV R TR (Atezo/
Bev) (ZIFHIILHE 0 2 R O SERARGETH b,
KRB 6 L Y A V2K 5L H 3B RFEE A ]
HELose —HT, HARIEBev OKELXET 2
FELFERRTH D, 5 Atezo/Bev BT Bk
AR TFHN T (Study 1) &, HHRD) A7 HT
(Study 2) ZHSMICT AT EZHME L7

Study 1: Atezo/Bev % JififT & L7z 40 FlIZB W T,
RHloZ#Y %2 PHNT5HFE LTHERMKB3IHEED
AFP IR T2l 2 7z,

Study 2: Atezo/Bev % 1T S 7z 64 FIIZB VT,
HFEBMGERE O eGFR, S IUE ORI,  DUH I ILE =
R A7 W THolze T2, Bev ORIEEZFET 5
WR&EH 7 VT F= v >2¢/g Cr ¥ BEERHRE E
FL, EARBIESNICBI ) 22 RT 2R L7
2 25 AT IS IR HE T O G I I Sl Al L
HRT-E LTl s hiz,

Atezo/Bev (BT AFP 7S o il szl 1 % ¥
WF2ETFELTHEHATHY, EAROEHIZBITS
BEPOMET Y ba— VOEREEZIR L,

3. Hepatitis B Virus (HBV) Upregulates TRAIL-R3
Expression in Hepatocytes Resulting in Escape
From Both Cell Apoptosis and Suppression of
HBV Replication by TRAIL
(BEFF£ 1R (HBV) |LAF#EEZ D TRAIL-R3
HEEERIHE, TRALICESMRROT7TR M-
Z EIEEMFIOEA £ EET D)
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[%5] BEUFEY 4 VA (HBY) &g M
AL 2 7= 7 2 ORFHIEE Z H 7285 T S BT IS
X1, HBV J&Gl2fEvs TRAIL-R3 23RBS 5 &
EDVWLE RS ARTRIDHFOFERKIIS
WCIRHT L 72,

[J5#] in vitro, in vivo HBV &Y - HREF N %
ESLL, HBV &4 & TRAIL-R3 o B8 % 0T L 720

[#%] HBV ZBLIC X b Ml o TRAIL-R3 1 #x
BELRVCTRHEFESN, BE7 o725 HBV
HAIHIC X ) TRAIL-R3 BB S hiz, 72
TRAIL-R3 ¥z 51x HBV B# & HBx 12 & ) #x 5
BAAG MO L3 -479 ~ -969 HI D IR T L s N b
SENWS DL BT EFERIEISENDEEF AT
L7-#5 5%, HBV #EEME Tt HBV 5 BMIgIC Ik
LT, TRAILFEWLET R = AHHlsh b2 &
AR E NI, WIZTRAILRI DO HEFBLIZ LY



TRAIL 12 & % HBV MG 2 m#E s b 2 &
LS L7,

[##] HBV 1& TRAIL-R3 5Bl 2 Juit X &, i
ML TRAIL FEM: 7 R b — ¥ 2 % [l L HBV #
HMEMRFELTBY, mERENEREO—DEEZD
n7,

4. '®F-fluorodeoxyglucose Positron Emission
Tomography/Computed Tomography Predicts
Tumor Immune Microenvironment Function in
Early Triple-negative Breast Cancer
(PET-CTRRHENUTLX AT« THEDES S
BM/INRIEDOREREME & FRIT 3)
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Background: The maximum standardized uptake
value (SUVmax) obtained using
BE_fluorodeoxyglucose (FDG) positron emission
tomography (PET) /computed tomography (CT) is
presumed to indicate tumor and active immune cells
in the tumor immune microenvironment (TIME)
based on their glycolysis activity. This study
investigated whether SUVmax could provide
information regarding TIME in triple-negative
breast cancer (TNBC).

Methods: Fifty-four patients with TNBC
underwent FDG PET/CT before neoadjuvant
chemotherapy. Expression statuses of CD8, forkhead
box P3 (FOXP3), programmed cell death-1 (PD-1),
and programmed cell death-ligand 1 (PD-L1) were
assessed by immunohistochemistry using
pretreatment biopsy specimens. The relationships
between immunological factors and SUVmax or
pathological complete response (pCR), were
investigated.

Results: High expression of TILs was observed in
15 patients (27.8%), and 17 patients (31.5%)
achieved a pCR. SUVmax was significantly
correlated with tumor size, Ki-67 labeling index, and
CD8/FOXP3 ratio. Multiple linear regression
analysis indicated that tumor size and the CD8/
FOXP3 ratio predicted SUVmax. TILs, the CD8/
FOXP3 ratio, PD-1, and PD-L1 were significantly

correlated with pCR rate. Multivariate analysis

indicated that the CD8/FOXP3 ratio was the only
independent predictive factor for pCR.

Conclusion: SUVmax could provide metabolic
information regarding TIME and might be beneficial
to predict the effects of neoadjuvant chemotherapy
in TNBC.

5. FRRIFLHBFETRBOSVERTOMATNK
AD in vitro B A

il Il Gy
FRHFEAHY BRSOk IE ~ & —

A7 LA CFRREIF MR CEEHEL
TWwie EfE 38511, DHRS3, NROB1, CYP26A1
T, K4 &AM (SK-N-SH, NH12, TGW)
WEAL, MRIERE, MR, BB, IR
B, I =—BREEZMRFTL, RNA -2 ¥
VT TEETREBR 2R L, EAMIIRPELL,
WGHfE X DHRSS A TGW BRI O £38 AR TH =
it F L, RNA JBlid, DHRS3HEAMTHEAL, 5L,
MRS D, CYP26AI E AR CHARRAEIL, NRIETEZRK,
HeGlEE D, NROBI AR THREME, F4E o BE
fEFIEAL 2 BB 720 Tet-On FHEBEFHBATY,
FIRRICBEE 2 BB L2 o7, & 51C, DHRS3 %
3 SK-N-SH & NHI12 #k% ATRA THLHI$¢ 5 L X 51
AL U CRfasg g 4 48k L 72,

VERS, Z0320%8mT OB IR
JERINB Db & BALAHE S NS L EZ b7,

6. Association between Carotid Wall Shear Stress-
Based Vascular Vector Flow Mapping and
Cerebral Small Vessel Disease
(Vascular Vector Flow Mapping - % 3 < S8 & Bk
Wall Shear Stress & /[Nl &% & D EEE)
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Wall shear stress (WSS) (ZIMILEREICIH D Bk
MIEIC & > TEC B EHIITH 5, FHBR WSS & i
/NI (small vessel disease: SVD) D BFRIZD W
TWRERKTHHITHRE S Tw kv, vascular
vector flow mapping (VFM) IMERED ZA X > 7 )L
[N S Ry ] || = Bl RN il R gy -
Wit & 2 e L, SHBhIREE WSS



ZREIZHIN T A2 LWTRETH S, VEMIZ L 55
Bk WSS & SVD DIFIRIIF B & DBFRZ W 5 212
THIEZHME L7

HERnrn & St & UCIRES/ S N30 7
AUNOZM S 7 FHEDEFIER 2R & L,
WSS TIZBI# 3 2 SVD Wit b, R RE % B
R L7z it 1134 (B1:59%, P34 s 71.3 i%)
DIFEFTT, HBNR WSS KT 1L SVD 2 a2 78, H
(2 FE AL O I JE PR PR PR OR B & B L 7z, E 7
WSS KT I3 BT R AR R & B L 720

AWFEH» S, HEICHETE S VEMIZX 5 WSS
T2 SVD 12 & 2 R D WA AL R AR RE LT &
B % Z AR S iz,

7 . Upregulation of mineralocorticoid receptor
contributes to development of salt-sensitive
hypertension after ischemia-reperfusion injury in
rats
(Zv MCH T 2ROBERBEZORIERZ S
MERFEICIE, IXSLIANLFIA FSEREDR
REMPESLTW3)
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R ML #EE (ischemia-reperfusion injury : IRI)
FANFEEEFLVELTHY OGNS, IRIZOT v
b IR AR MEDE L, FOFIEIITE A
70 Y PEERRE R T Fx Ty PO IRl
DEERZWBMTEIIBITL I AT VaANVF I b5
#k (mineralocorticoid receptor : MR) %] % ¥
Al7 ABRmIL 4AHRICEESHREZS 7 7L
IRITZ#FFH L7z, IRI%7 HHIZETO MR O5EDS
Winl7-. IRIf, 1.0%NaCl % 5. % 7-# (IR1/NaCl)
ETNVEFATU Y ERS L2 (IRI/Aldo) THE
I b, PREEEN, EHAREE A &R L,
2N 513 MR blocker (MRB) %59 % L% 7%
®72. %72 MRB X gamma-epithelial sodium channel
(y-ENaC) OF&BIEIN % ¥ L7z, ENaC FHE 3 5
¥ MRB # 5-Kf & [ #%, IRI/NaCl, IRI/Aldo 5 v b
DREMEZLE L. ZOZEHD, IRIBOT v b
TIE MR OBBIEMAENaC % - L72F MU 7 4D
WPy AMCEEREHER-L, WoAmPeL= Y~
TrvIAT Y =T N RATE RO UG
L CEEESZ ST %2 586 3 2 W R AVRIE S h
720

8. Relationships of hyperchloremia with
hypertension and proteinuria in patients with
chronic kidney disease
(BMERREEICHIZE7O0-IVAOEESOE
BLUEAROER)
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FHIRAMES L CREAZKR TS LT &L
CHBENTWE, LeLARYS, ZOFEMARRT IR
HOEEThb, BUEERMH (CKD) BHEIIBIT2
F MUY A (Na) HIROGMIESL L OCEARISHT
LA RT WD B75, M & REH ORI
B 70—n (Cl) of#HzRIiFIIHRE,TH
%o AWFETIE, CKD BEIZHBWTHE ClMAEASE I
JEREHAREMELTWEHE) »EMN, CKDIA
FEZPE D I CLIREE QKT & B IiLE R 8 IR O w3
LOBBREHS I L7,

ZOfER, & CLILAE X CKD BF O WEILE B & O
HAROBV LA-FHRFTHLIEEZHS2ITL
CKD iBHEA AR ClLIEAME T3 % & DU ifn

EPMET TSI EERLIZ, ZHEOREME I
Na BEIKGFE LW E LI L,

9. Genetic deletion of translocator protein
exacerbates post-sepsis syndrome with activation
of the C1q pathway in septic mouse model
(bs>205—2—2>NIBOEEFXRIBE,
BIEETFILY T XICHEWT ClgRIBDIEMEIE %
- THUIMERERBEEB(Es€3)
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(¥ 5] Mo A7 1S BT, R - BRI 2
& BT B MIMAEREGIESEEIC > Twb, T
YA —%—% 5327’4 18kDa (TSPO) &, KIE,
BALA P LA, 27804 FERICHS TSI bav
VT8 YR ETHD. ERfEEELH (cecal ligation
and puncture : CLP) 12X AMUIEETF NV~ X%
W, UME R AE BB 2 3B 1F B TSPO D%l % <72,

[:] Bz, () wile type (WT) + Sham, (ii)
WT + CLP, (iii) TSPO knock out (KO) + CLP ®
SHECE D AHT 720 ANRATH), 5 ORATE), FAEERE
51 % AT B R TR U 720 F 721 B HLAR © RNA-



seq 12 & D BIETRBEOENZ T2,

[%54] TSPOKO = ZTid, I D% A,
REATE), 5 2RATE), WK TAEETH > 7.
RNA-seq f##7 T, Clq kXl o#=T (Clgb,
Clqc, Tyrobp) OFI EHN, RETHEAFICH
BMLTWw, INSOBMETHRBRIL, 5 OMTEIRH
TET & DD - 72,

[HEaE] Clq R 25 AE S A 5 B O RS - FRJIBE
FICHE L TWB I EHIRBENT,

10. Deep Association between Transglutaminase 1
and Tissue Eosinophil Infiltration Leading to Nasal
Polyp Formation and/or Maintenance with Fibrin
Polymerization in Chronic Rhinosinusitis with
Nasal Polyps
(BEzHOSEMERISERCHIZ 71TV ES
RISICE 2 REMR S LUHBICOENFSZ T
XTI EIF -1 CHABPIFRIGEE E DBiE
HEEIZDOWVWT)

T
PERSESE S B MR - BUSTRANRL

NS YAZNVE IF—E (TGM) RHE 5 ¥ /57
DEAGSEZMEST2BETHY, 820074V
74 =24 (T1-7B L O XITA WT) BPHFEET 5.
8 XA 7O RHEREB X OHF~E5 3BT
HBHID, AWMRETIIERE LM EZRMLE
XIIA RF 2B &7 4V 7 +—24%RT-PCRIC X
DEBLLIERLZ2. 72, AX LIFRROREOE
SEFEICIZHIE 2SS B 720, ERALTHEEEZRDLD
DDV TIEHBE P EEER B E I 2 BT L2 20
KR TGMIL TH B BB OTTE IS 2 T RS E ©
M %2 B 72, TGMI pEAMNL O A & MR T I B
Bk & TGML1 O [ 22w T Bk fb 5 Yefo &
LSCM ZfTWHEF L, & 512 TGM1 & 45 XIIIA K+
DT 47 v ERERE D WERE Lz 2o ofiRy
5, TGMI & 5 O MR T IZHEAET 2 4F i Bk o il
B RAE L Type2 45 12 B W THERER o BLER IC X
DI END Z EREXITA R LR T 4 71
VEARICE ) AETEES X OHRICHE LTS S
LIRS NI,

1. BRICB 2 BEERMABKET 7 F > D/NE
SEF 1 - THEAMINTI2HE

NI
BEMEEI ISR - SRS

AAERVNEZ BRE L7078 T, MARUNRERE Y 7
F ~ (PCV) 1% complex otitis media (ComOM) @
myringotomy with tympanostomy tube insertion
(MTTID) $PE %I L 722 & o s H 5. A0
ZE T, comOM DIFEFIH D728, LT OfFHT 217 -
720 [J58:] AFETIE PCVT %5 2010 4E 12 %658, 2011
SEANMSCEERE, 2013 4F 11 H PCVI3 ICE#E S 7z,
HAZEOREK L 7-RHEHEBE L 7 MER» D
% JMDC 57— % X— X % Big Data f##T 12 L 72
2008 ~ 2017 4E /N o> MTTI K % 4Ei# - H ide
\ZfRHT L 720 PCV 3 ARI, PCV7, 13 D BIEAERE
THE L7 [F3R] MTTIHE R 1B cE— 228
Y, PCVEAR & VB AHLAET MTTI BT
HL Tz, HimfgE o <id, PCVEAR LD
PCV71ix15~17 # H T, PCV13 312 ~ 14, 24 ~
26 » A THBIZHAS L Twi, [£2] OME i3, %
e L TREDORRLHERENRKEVWEINTS
0, WEEMFEEL ETRAAMICHEREE NG DS, 37
AL E 0BRGN LT MTTI AT S h b, 1
WIBIZB VT, ComOM @ MTTI jii 55 58 B K T 1,
OME O ZERIZEKYE DB 5% RET %,

12. Effects of Remimazolam and Propofol on Ca**
Regulation by Ryanodine Receptor 1 with
Malignant Hyperthermia Mutation

(BMEHEEZSI B ITERE D DIR YT/ Y
CRBGOCa RBICHTELITY I AETO
K7+ —ILDEE)
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Bt 187 Y r2EE RYRD) 283
b b RREMIN 203 (HEK-293) #ifa#z vy, B
BE (MH) EZUREZICBIALIRYILABLIY
TaERT F — IV ORENEE W,

Jiik B4R RYR1 3 & O MH Z 5% RYR1 % 5
BL7- HEK-293 e V¢, LIV ILFRE
TaRT F—IVOBRTFTTOA 7 = A4 YHIBIC X 50
BEOMBIANA VY7 4 (Ca) BIEEZ LR L 720 WET
FRBEICIIRIED v t Mg 2 R L, p<005 %
HiEE Lo

WEE  BFAERI S X OV MH Z R RYR]1 2R L7z



HEK-293 Mg lcBWwTL Ix VS a7 aR
7+ — IV EARM L THMIEAN Ca BB T 2 I65 1
REI N D572,

W LIV ILABLIUTEET +— VL, MH
EZMRECBVWTMH 25 ERISHFRE 2 B0
BEPEIZEE <, MH 23582 L7 & & 1B 2 DR &
LCREHHTZZE03TE 5,

13. Effect of COVID - 19 on hepatitis B and C
virus countermeasures: Hepatologist responses
from nationwide survey in Japan
(COVID-19 /x> F Xy I BE - CRIJ AL RETF
RIRICEZ HEBICET 2 ERIEERE - FHE
HEMEEWRE LA2ERE-)

Hussain Md Razeen Ashraf
[RBGEEAEHIL R - BRI

Aim: This study assessed the effects of COVID-19
on HBV and HCV related services in Japan and
compared Japan’s situation with a global survey.

Methods: This online cross-sectional questionnaire
survey of hepatologists from the Japan Society of
Hepatology was conducted from August to October
2021 to address hepatologist impression on the
effects of COVID-19 on hepatitis-related services.

Results: 196 hepatologists participated from 35
prefectures. Approximately 40% survey participants
reported a 1%-25% decline in HBV and HCV
screening and confirmatory testing. In addition,
53.6% and 45.4% reported no decline in HBV and
HCV treatment initiation, respectively. Comparing
with the global survey, the reported decline was
observed in Japan for screening (HBV: 51% vs.
56.3%, HCV: 51% vs. 70.9%) and treatment initiation
(HBV: 32.7% vs. 52.4%, HCV: 41.8% vs. 66%).
However, patient anxiety/fear (67.4%) and loss of
staff due to COVID-19 (49.0%) were reported as
challenges for resuming services to pre-COVID-19
levels.

Conclusion: A decline in HBV and HCV-related
services in Japan were lower than in other countries.
No decline in treatment initiation showed redirection
from testing to treatment, but prolonged anxiety/
fear among patients, loss of staff due to COVID-19

response must be addressed to achieve elimination

of hepatitis in Japan.

14. BACH1 promotes clear cell renal cell
carcinoma progression by upregulating oxidative
stress-related tumorigenicity
(BACH1 %, BRILR FL XBEEERMOT v 7
L¥al—23 2N L GRAMBREEMZED
ERICEST3)

Rk L
PR TR R

IR X JAEIRR SN B BRIL A b L A D350 K
FTHBEIEPHMONTVEY, ZOVERIIHIHT
BRI 2 0% v S, BREA b LRSS T
BACH1 OB I BT % B ENZD W TR L 72,
SRR IOMGET T, BB A 77 B Hh 3161 (40% )
TBACHL lpETH ), AELTFEARKNTTH -7z,
in vitro fEHT TIZ BACHL I& B Mtk i 15k - i
EREEHEL TV 72, RNA ¥ —%4 ¥ A Tig,
FRMERBT (EMT) O ERMEZED .
E 512, BACHI iZHiEELEEE HO-1 2|l 3% 2 &
TRIEZZRT D I EMFAMONT VB, Bk
WZBWTH RO REER 2, RIBICTTRAETIVE
JAWTHARNIZE T 5 BACHL ORI 21T o 72 &
=%, BACHIL IZM{L X b L ARA L5 L, EMT
R O 2 FHE L T, BACHL X BMHE
ONEEEVEICEL ST 2 e S0 E o572,

15. Establishment of longitudinal transcranial
stimulation motor evoked potentials monitoring of
the forelimbs and hindlimbs in an ischemic stroke
rat model
(BMMRZERETIVT Y MIH DRI LU
B OREIREER B ESFREMNE=2Y T
DHEL)
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Evaluation of motor function ischemic stroke rat
models includes qualitative assessments such as the
modified neurological severity score (mNSS).
However, mNSS cannot evaluate the function of
forelimbs and hindlimbs separately. We

quantitatively assessed motor function in a middle



cerebral artery occlusion (MCAQ) rat model of
ischemic stroke. We recorded transcranial
stimulation motor evoked potentials (tcMEPs) from
MCAOQO rats and measured the changes in onset
latency and amplitude at the forelimbs and
hindlimbs up to 28 days after stroke. All MCAO
subjects showed hemiparesis. The amplitudes of
tcMEPs in both fore- and hindlimbs were inversely
correlated with mNSS scores, but the amplitudes in
the forelimbs improved later than those in the
hindlimbs. The onset latency of tcMEPs in the
forelimbs and hindlimbs remained almost unchanged
during the follow-up period. Our results showed the
differences in tcMEPs amplitude recovery times
between the forelimbs and hindlimbs after MCAO,
which emphasizes the importance of separately
evaluating forelimbs and hindlimbs in post-ischemic
stroke models. This minimally invasive and
longitudinal quantitative method could be useful for

further research on diseases and neurogenesis.

16. Functional analysis of Semaphorin 3A in retinal
ganglion cells under hypoxia in vitro
(EEAETICH T 2 MEMEEMRE O~ T+ U
> 3A DREREREART)
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Purpose: Glaucoma causes irreversible damage to

retinal ganglion cells (RGCs) and axons.
Neuroprotective strategies are necessary to prevent
the progression of optic neuropathy in glaucoma. We
first analyzed from the viewpoint of hypoxic
stimulation because that circulatory failure may
occur even in anterior glaucoma before visual field
abnormalities appear at recent glaucoma symptoms.
Here, we examined the role in RGCs of Semaphorin
3A, which plays an important role in determining
axon elongation during development.

Materials and Methods: RGC cultures were
prepared from the retinas of 4-5-day-old rats and
subjected to hypoxia stress (1% O2) or normoxia
(21% 02). Then we examined the expression of
class 3 Semaphorins.

Results: Semaphorin 3A was increased in RGCs
under hypoxia conditions. Western blot and
immunofluorescence analyses revealed down-
regulation of the RGC differentiation marker TU]J1
under hypoxia. Hypoxia-induced down-regulation of
TUJ1 in RGCs was blocked by siRNA-mediated
knockdown of Semaphorin 3A. A multi-array
cytokine assay revealed that vascular endothelial
growth factor expression was increased in RGCs
under hypoxic conditions; its expression was
suppressed by siRNA knockdown of Semaphorin 3A.

Conclusions: These results indicate that
Semaphorin 3A exerts an important neuroprotective
function that is closely related to interactions with

vascular endothelial growth factor.



