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Dynamics and endoplasmic reticulum stress response of
Russell body formed by mutant antithrombin

(BEMT F hr AKXV IEK S5 Russell body D
AN ENRE & /MR 2 b L 2R

# &% A% EE  (EEHA)
#HOR O HR
# &% M B



AR X NEDEF]

ERMT F hr B L0 AL S L5 Russell body o il i N EhE &
INER A S L ARE

=S

oy HER S RE F PR ORAHE L

NIRRT W # R DG E RBMEIZE S L T\, it EGR S s
WoH X7 BTN RIS S S AL, FESE S A 21T 1E L < folding S5, £ D14,
INHDOX R EX, AR O exitsite T/HANICER I, Wt/ RELTILY
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— . EBEREZURI7EPPEAEN PR ST/ NRENICERET S L& ARk
K% 5 Russell body (RB) & FEIXAL D HEER N HBLT 5, Sitia 1T, BEMBIZE W
TERA IgM W SN T/MaRICHERET 2 &, MENICER IgM 2 E M LICE
KPR N BT 52 &2 RH L, 1890 412 Russell BAfilaNICAE T H2EHEICK D
R SN2 EERICKHATRB &fd Lo, AEOREERIT, BEMl-7F Y7
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D2 AR L, &2 CARMIETIR, EER AT(CISR)ICEVIEKR LD RB D
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AT(C95R)-GFP % 8l &, Live-cell imaging (2 X ¥ RB OfiaNENE & it L 7=, &
512, RB JEAL &M )sZ T LT, AT(CI5R) D /MR # FE 2 £ © unfolded protein
response. ER overload response X U8 AT(C95R) D 43 fB £ I (2 > W\ THEMT L 72,
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RB L/hjafkx > U —27 L otk fluorescence recovery after photobleaching
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k7 — 27 @ photobleaching % 60 min fkft L T3 RB D& A HA LRV & XY RB
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GFP) # 3Bl &H 5 & AT(C95R)-GFP I% mChery-DP1 23 J& 1E 3~ 25 il i & 32 0 /) i 44 7
HHERRE Sz, — 7. pss-cfSGFP2 X mChery-DP1 & — %4 % 43 4fi & 7x L 7=, % 7= cross-
correlation of the half-split fluorescence signal @ fE#HTIZ L 0 K D FH R Z2H BT 5
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DY — MEBEN O ERBEIIBIT T 2B ENEZAETS2Z L TRBRBEIINLD A
REMEAS R S Tz,
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15T, XBP-1 mRNA @ splicing # RT-PCR /£ Cg#r L7, —J7. EOR % NF-xB % 1 i
9% p65 ODZNEAT Z immunoblot EIC X 0 fEHr L7, B4R AT, 2854 AT(C95R) %
FEELMALIC Dox RINME 12-72 e L A M L RSB Z M L7223, elF2ad U 2
ft.. XBP-1 mRNA @ splicing, p65 DEANBITIIBE N>, —F, LidHiao
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IEHIZ folding Siv7eho7- % 2237 8 (unfolded protein) 2/NMafRIZERHT 5 &, /Mg
KD TE M 2R3 5 72 unfolded protein response (UPR) & L2 o 7 F /L a3 ESE) ¢
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i, NF-xB Z90 L7 B T OIEMHAE R Z 5,

% Z T AT(C95R) A/ IMaARIZ#FE L RB 23 ER & 415 4R B8 T UPR 72 b N EOR & % |
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