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E M IgE €/ 7O0—F )ik
[#<1) X<%7 (omalizumab)]
ENMFT—h—

PURHF R 7 IgE o8N, Wil oBiEIZHE T 5 &
EZbNTw5. EEMBO—FMOREFTIE, v Mebt
IgE €/ 7 0 —F VPR omalizumab IR AH 5. L
7L, omalizumab (X1l IgE & EAKZ LT 5720,
¥ 5% IgE DWW R § 5. &R LCiFdh
W IgE B EIX L A+5. L72d55> T, omalizumab OF%
Lo FHgs, o IgE#idNg +F~v—h—& L
THATE L. EXTRA study OFiE, Th2 B34
FY =N =%z 5N TV DIFENO(F:NO=195 pph),
FAMAF Bk S (=260 ul), ik~ 4+ 2 F » (=250 ng/
ml) ASEE O TIX 48 HDomalizumab D 5- DR HAS
77 LRI ARE NS E I L7z, —F, IFRNO,
FAYMBFERER R, M5 & 2 F ¥ 2SMEAEO#ETlF omal-
izumab OBEG-ORYENT T L KRB ILREN L Do 720,
Ltk M5 NO, RAYIMEFRREREL, IMiE~<) & A F 2l
FE A omalizumab {HIED/NA F = — B — 127 B W HEMEAS
5.
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N F TOWFETRE I B FE R HEL IS Th2 1
YA A A VIL4, IL-5, IL-13 285 LTw5b Z A
LN o 7z T4, WREOEHICIL4, IL5, IL-13®
HfilgE, & bire MEE' 7 u—F ViR E H o8
HEHEDSHEINTWD, BBRLNVTHDLH, kb
Lt IL5 €/ 7 u—F itk [2K1) A~7 (mepoli-
zumab) ] DSUFERERVERG OB &2 34 5 2 L S
ENTWwWA?, DREAM Study Tl 621 %4 DU FEER: W
BRI BT B mepolizumab O I B BR Wi B4 I H] o
MIEEMEFR L 72%. Mepolizumab &5 T AR ML O 4%
RO FHIICT L7z, Mepolizumab O35 O3 5] 12
EARR I DU REEREANA A~ —h— L LTHATE
brEZHN%. b Mubt IL13 €/ 7 u—F Lk
lebrikizumab 28 MLiE XY + A F >~ (FF#lliZ Topics 1 %%
W) S oREClE, BERE & L T, lebrikizumab (2
X B EREGE IR & W 2 LD St iR )
AF EOHIEEDT IL-13 F / 7 9 —F VPR lebriki-
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zumabiBED N F v —Hh =% LMD E . ek
LIt IL4 2R o (IL4Ro) Pifk (IMA-638) 1114
720 CTh L IL-13 2 Hld 5. IMA-638 A1 AN . 56 51
ZBWTIiRRE 2 S L7227, il iz e v MEdPL IL4
ZHMKa#E (IL4Ro) Yk [F 2 ¥ <7 (dupilumab)]
MERERG AR DD 5 2 L AME I NEH S hTw
59 —7J5, Blov Medt IL4 25k os (L-4Ro) ¥t
& (AMG317) 13 AW BN B Tt RE 2 2 L e 2o
727 FRToOe Medt IL4 ZH5 Ko (IL-4Ro) PUik
DG BIRBRICEH TE 52D TRV EARIEBEN
7z.

REFNF IR IHRA b
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LRI (costimulatory) 43F12i T MIEIZHH TS
CD28, 4-1BB, CD40L%0X40 % 173% % (Topics 5%
W), Thooyry Mg b~z o 77 —-9%
dendritic MIIEIZHI L T 5 4-1BBL, CD40L, OX40L
SFTHBH. —K, HH (coinhibitory) 4-F1x T #
W 7 F VIR Y 7 F Ve ANS T L —F D55+
T& 4. Coinhibitory T3 RIEFNF = v F V7 RS
~ b (immunological checking point) & Z 2 5N TW 5.
ZDORFEN 55T A CD28 45T D% D cytotoxic T-
lymphocyte antigen4 (CTLA-4) % ¥T&%. CD28 4
T LR U LCTLA4 DY 4~ K CD&0, CD&6 41 Th
%. CTLA-4%5-T1% CD28 53 T-Difith% T 7 v % il
9 5. %72 coinhibitory 431 ®—27% program death-1
(PD-1)5¥TH5AH. VA Y FHPD-L1 (B7-H1, CD274),
PD-L2 (B7-DC, CD273) #1T, #tifbk~2ru 77—
VX dendritic MBI 5. F72, PD-L1 IJEHND
WCHDRBT L EBMOENTWAS, ik, & MEHIPD-1
YUk, PLPD-L1 Puik, PLCTLA-4 PUIRIC X B HH 0%
PEIRED A T ) — < Rl LIRS RS 5 Z & aF
WSz BRI, $UPD-1 Puik, Pt PD-L1 PifRA, &
TR EEGOMERE AR Th o722 EAER SN
TWaY0 BIE, BRAL T MEPTPD-1 $itik, $PD-L1
Puik, PUCTLAA PURIC & 2 Bl O L= O B B A
HETHTH 5.
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A new era of medicine is now upon us as knowledge of regenerative medicine, bioinformatics, immunology, and
molecular biology are becoming essential for diagnosis and therapeutic intervention. Furthermore, new technologies, such
as molecular drug targeting [e.g. tyrosine kinase inhibitor (TKI) and antibodies as drugs], next-generation DNA se-
quencing, and genome editing using the CRISPR/Cas9 system are becoming applicable for use in respiratory medicine.
Therefore in this issue, we review 1) biomarkers (Ohta S, et al), 2) regenerative medicine using iPS cell (Saito J), 3)
animal models for respiratory medicine (Tetsumoto S, et al), 4) next-generation sequencing (Sunami K, et al), 5) costimu-
latory/coinhibitory molecules (Ishii N), 6) innate immunity (Yamamoto C, et al), and 7) genome editing using CRISPR/
Cas (Mashiko D, et al). We believe that this issue, focused on “Cell and molecular biology: Impact on the clinical practice of
the future,” will help in the understanding of changes that are developing in respiratory medicine.



