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[HE] BB KBIRE S 4 (lupus nephritis, LN) 53 FIf B2 48 E 1 CD19'B 41 g v R 37
B X & 254 H M 1(X-box binding protein 1 unspliced, XBP1u) MBI 37 X &2 &8 1 ##H T
(X-box binding protein Ispliced, XBP1s) mRNA [3%ik, IR XBP 1 76 LN BEAMIERE L. FiE M
FHSERT 96 E 7 PCR B AR 65 1] LN Hu& Fi 30 4 fa BE XS IR 40 41 A 1fi. CD19'B 4 fg ' XBP1u,
XBP1s {3235 7K, 7 2040 A 21 1fi 7 CD19 CD138 K 4l i /CD19'B 4il i L 4, 43 #F LN
B XBP1 %Kik 5 B 4N RE R G IRAH e bR IAH G . 558 (1)LN 41 CD19'B 4 i sh A4l
' XBP1lu mRNA 3%k 7K -4 (0.078+0.034), /&5 T-{a FEXT HR 41119 (0.035+0.011) (P<<0.05) . = T4
FE W20 19(0.049+0.016) (P<<0.05); LN £ CD19'B 4 i 1% 3l 1 41 #* XBP1s mRNA(0.076+0.037), &
T R o IR 2H 19.(0.022£0.010) (P<<0.05) . 1= T % #1240 19 (0.043+0.017) (P<<0.05); (2)LN 4
CD19 CDI138" 2 4 f1/CD19'B 4N fits b 513 sl I 2H 24 (0.059+0.024 ), I 25 155 {8 32 4 IR 4 119 (0.034+
0.011)(P<<0.01) . & 31121 (0.059+0.024) &= T K 72 41 14 (0.073£0.036) (P<<0.05); (3)LN 3 XBPlu,
XBPls ik 5 CD19 CD138 3¢ 41 Jifi/CD19'B 41 Jitg b 5] 2 1 AH 56 ({4351 4 0.138. 0.036), HHi W
B DNA YUK . RGEMELLBERIE R T shPEHE BOE B 2 IEAHE G {H 2510 0417, 0.058), 51T
EH. AME C3 R HAHE(EH 9 H-0.559, —0.219)., £ (1)LN & M i 2 4% 40 i o
XBPlu, XBP1s mRNA 7£76 24 Rk m i BEAE N, H 5 RGO SRA BRI Sh T 5014
18 B i WU DNA Fiik 2 EAHE; (2)XBP 1 78 LN H3% B 40 b 265574 &, S 40 MR BAH G, 4%
78 XBP 1 Al g ek B 40 iS5 LN B
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[ Abstract] Objective To detect the expressions of X-box binding protein 1 unspliced (xbplu)
and X-box binding protein 1 spliced (xbpls) mRNA in peripheral blood CD19'B cells of patients with lu-
pus nephritis (LN) and healthy subjects and explore the clinical significance of XBP1 in LN patients.
Methods  The expression levels of xbplu and xbpls in peripheral blood CD19'B cells of 65 LN patients
and 30 healthy controls were detected by real-time polymerase chain reaction (RT-PCR). And the ratio of
CD19 CD138 plasma cells/CD19B cells in peripheral blood was detected by flow cytometry. Results  The
expression level of xbplu mRNA in CD19'B cells of active LN group (0.078+0.034) was higher than that
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in control group(0.035+0.011)(P<<0.05) and in stable group(0.049+0.016)(P<<0.05). The expression
level of xbpls mRNA in CD19'B cells of active LN group(0.076+0.037)was higher than that in control
group(0.022+0.010) (P<< 0.05) and stable group(0.043+0.017)(P<<0.05). The ratio of CD19 CD138"
plasma cells /CD19'B cells in LN group(0.059+0.024)was significantly higher than that in control group
(P<<0.01) and stable group (0.073+0.036) (P<<0.05); XBP1 expression in LN patients was correlated
positively with the ratio of CD19 CD138" plasma cells/CD19'B cells (r value = 0.138 & 0.036), positive-
ly with anti-ds-DNA antibody and systemic lupus erythematosus disease activity index(SLEDAI)score
(r value = 0.417 & 0.058) and negatively with hemoglobin and complement C3 (r value = —0.559 &
—0.219). Conclusion  The expressions of xbplu and xbpls mRNA in peripheral blood mononuclear cells
of LN patients in active group are higher than those in healthy group. Both are correlated positively with
SLEDALI score and anti-DS DNA antibody. The expression of XBP1 is up-regulated in B cells of LN pa-

tients and it is significantly correlated with plasma cells. It implies that XBP1 may participate in the patho-

genesis of LN through promoting the differentiation of B cells.
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ARG MEL BEIRHE (systemic lupus erythematosus,
SLE) j& —Fl [ B S e P B, FEBE R it A B hiik
7 A AR B & (lupus nephritis, LN) &y SLE ™
FIFRIEZ —. B BPURTEE E AT & &
AE T AR LN B A, KB, RAFHE =
W, PiXWEE DNA B2 SLE 1y br G i iA, W
5 LN BB TG shiAHOE, BT LN JR Y7 B 2R
T IAER RN S B AR R, SR AT SR T AR AT A
WIR BN, X E G S E A 2R ik
30% BH AR N EARIE R, Bk, 255
BIVRYY LN .

5T B, 95 I 3 (endoplasmic reticulum
stress, ERS)Z: 5 [ Bf G 53 4 5 5 A1 B M 95 5
HOCHEFE K W], ERS 2 55 SLE (9 & %, H 1 ERS
7E LN i & 2 i fE ™. ERS 76 LN i fEH]
NI AE

ERS ' X & 45 & & 11 1(X-box-binding pro-
teinl, Xbp1)J& N AEVF 2 A B SBE PRI Y A
B EEAE Y. WE5E A B, ERS 11 Xbpl 155K 4
Ji A3 LA DI AR OC Y, Xbpl £E B 41 (1 54k i
B EEAEH . PRI, 1 1k i LR 75 oK
la(inositol requiring enzyme 1 alpha, IRE1a) #% 1%
1% N DI i o X Xbpl 1 5 454 HIHE 26 A% IR
J¥ 51 XbplmRNA ][4 , XbplmRNA & IRE1 1%
W8 VTG A ME— ™ B4R X &4 AR
M 1% 5 K+ (X-box binding protein 1spliced,
XBP1s)mRNA HHl % 4 i Xbpls & 1, A Xbpls &
H 1 376 2B R, 1 AR KL i £, &5 5 ST
i3, Xbpls 8 16 RS F A 40 M A0 H H br

R, JE 5T Xbpl-mRNA 4 fith it 75 1 i (X-box
binding protein 1 unspliced, XBP1u) i 261 M= FEfiR
YL, BRI RS & — 5 Xbpls [AIRE AR E AL
X3, 15 Xbplu = 5 s 45 H 3, R A e
HEHE R % 5% . Xbplu 78— & 4574 T REM ] Xbpls
16] £00 A B B B L3 s T RE, W15 UPR-IREL-
Xbpl fili. AR5 BUSIAL 7, Xbpl Ay i K- Fe e ek
BT LEER R, B A5k R 3K A i 2K
BBt Xbpl FRIASEH NN, Xbpl J& 3 20531k i
(S5 G S 2 P shW SE 0 R, Ak Bk
Xbpl BE[A ) B 2070k 2 20 K™ AR B A i 2
fie /= & 2 ", Reimold %" 1\ ] Xbpl "Rag
itk A F/N BUBL B85 Xbpl 78 S sie R 40 b r e 1k
FHIF &3 Xbpl ' Rag A1/ RUP AT 2500 (1 4
PERREE AR R [, HoOF T 4 ARt It A
36 T A0 MBI 3 2% T SR ie A e T, Bl S
JE 9 Xbpl ™ Rag itk A /NS Fe 350 40 A 2 1h 5
FpRAS 1 CD138, HLHJ Bl bk T % B ook H UK
A", L SEIEHIEF B R 4 HA SR A 1
(lymphocyte induced maturation protein 1, Blimp1)
ALY ZOR B AN SR AN Ak, £ 2R R A S
Pk, Blimpl J& SLE 5 &K Z —, Blimpl 7£ SLE
SR PR IR I B TR, R A A T B
T 45 7 Blimpl 1 Xbpl, Blimp1 fE7H 15 Xbpl
(2 R, B AT IR SR SR 200 M 1 53T B e Ak 1
A, i DL EFSE B Xbpl FEBUIATE sl 72 vk
AR, HAE AR TR FRIER LN % i 7
Hrd n] REAR AR H O E B MR, BERE I Xbpl Y
T AT REZIRYT LN i — M 7E 74k . Hilid %
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7 Xbpl 7E LN H A9 PS5 . I, %0 58 8 1
Kl LN #82 8JE 1 CD19'B ZH i Xbpl 1Y # ik
Tt IG5 5 A i B 52 35 AR AR I A DG 2R 4T 437,
WIAARTT Xbpl 78 LN &% R A1 .

MR 57T %

— . B %

PEHL 2020 4 6 H 1 H 2 2022 4F 10 H 31 H
TE R KA M A B 2 B BR T R = Bt ' IR B XL
BEHRIZH LN B35 65 #, 54 2021 4F 3 B KR
W E R INYRIT R . HA J0 i
AYIm R R IR [ FFEEPE IR > 0.5 g/d, BT A f
MZLA 1 PR AE R slR A AR M A AL R, Z2 IR
> ()], 48 RGP BRI PR TG Sh 5 5L
(systemic lupus erythematosus disease activity index,
SLEDAD 73 LN 434 i s 4l fn s 4, Horp
SLEDAI #53<<10 434 LN f2 £ 4], SLEDAI #-43=
10 43 A iE B4 . FaoE B LN 41 30 9, 35 2 i, &
28 f3il; W& B LN 41 35 451, 55 2 i, £ 33 il WA
Pt (1) ABERTA (5 AR B 25 B R IR 7 45 25905
(2) B AT JOOKS Pt 15 52 5 (3) AT | Hy 22 3k V) 3
(O RATHBE . RBEMHIF . AW HIFE5Y .
Hebrprie: (DA2E; (2)iE 3 HAF AR, Q55
(3).OJHThfe ™ 5w 35 (4) HEBRIER Gy | g |
DIIREA A AR ZR 45 50 B 40 35 i e, ()30
TE T B S R = 2 B B T AR U B e T T2 AR A
IEHH 302 XTI . FE W LN 41, 76 sl
LN Z P50 L8] AFE 0% L WA L AR 53 A B AR E 4R
BOKE 55X A L, 25 L5t (P>
0.05), ARk, D EEBREHIERESYS, %
HIF 5% 28 T R 2 N I 2 e P s R 5 B AR R 22
AL &, B LS 202005012,

— 2 BRXA5MNE

REER AT HE . CD19 W Bk (78 [ 25 K g ) . S5
TRt i BT A CD138 Hiiik CLRHER}
AR, PerCPCYS. 5 Fric 89 B4t A CDI19
oAk (A s\ BAF R 2 7)) . FACSCalibur Ji =
A ( 2 By Al () A PR F]) . qPCR i
it H & (HA TOYOBO 24 7)) . %% E & PCR
TR CREETT B A= il S BB A FRSHE A R |
N B A48 2 A (b ot iy R 2\ ) L PBS
MR+ 2% il . T K 01 G g IR Ak 23501 ) )
PCR 5| (A TRARAF) . BMERES 5

PrE AR R B AR o M R G (R M BEI7P I 48T )
PCR ¥ 44 (L1 REEA ] ) . 7300 S 26 o &
PGR R4t (Ll A H AR A FRA R o

= Fik

1. sF B A # /> 4 28 §@ (peripheral blood
mononuclear cells, PBMCs) ik %&£  TE B REM T E
FK M 20 mL, Z8H0EE I SR FH 43 25 V0 5 0 B 0
47 B PBMCs, 4351 I =X 4l i AR A DU B 41 i
AV HEFIREER 43155 CD19'B 41 A .

2. RNA # B 4= cDNA 4 F CD19'B 4iljig
vk R LS, =8 ke, RNEE. 75% &
B AC . DUTE, 48 HUAH I RNA, F RNA i T
RNA fig 7K v, ) s v B 5 20 o ffi ] Prime-
Script ¥ % S 7] & Sx5 | Wy 4k 3 2% WK 2 ul,
G SET IR AW 0.5 uL. WA TR S W
(50 pmol/L)0.5 pL, BEHL/SAZHERS 197 (100 pmol/L)
0.5 uL, it A B HL RNA (L9 B <500 ng), )5 il
A RNase Free dH,O £ 10 pL, 7oMR A5 K IG
FEH 37 °C. 15 min, 21 98 °C & N RN 5 min
J& . ¥ 20 °C VKA - PR A B R E 1T PCR
E/: 1

3. % K0 EE PCR R PCR SV IR ACH:
SYBR Green PCRIE & & (2x)5 pL. 1E 1] 5] ¥
(10pmol/L)0.1 pL | A5 (10 umol /L) 0. 1 uL . ROX
B 1E e #1(50%)0.2 pL. cDNA A& #g 2 pL. ddH,0
2.6 puL, RATIR S E M AR MNEE b, BT
PCR A P iR 47 B 0L, 15 B S WL 45 A2 95 °CL 10
min FAEPE (95 C. 30 s 3B ;60 C. 35 s, ZEAH 72
°C. 30 s, 42 MEIR, J5 HEMH 72 °C, 10 min, F 4 C
1), 519 F %) XBPlu F: 5' AGTCCGCAGC-
ACTCAGACTAT3"; XBPlu R: 5' GGTCCAACTT-
GTCCAGAATGC3'; XBP1s F: 55GCTGAGTCCGCA-
GCAGGTG 3'; XBP1s R: 55GGTCCAACTTGTCCA-
GAATGCC3'; B-actin F: 5' TCACCAACTGGGAC-
GACAT 3'; B-actin R: 5' GCACAGCCTGGATAG-
CAAC 3. L FH BUbR 1 il £ 2k 3 550 2 PR AH % %
ik,

4. % X AFICASN A s PBMC Zif X, 4o i KA
a H 400 pL PBS & PBMCs, ¥ %5 [ X B |
CD19 PerCP 5.52 pL 45, CD138-FITC Hi47 4 pL.,
CD19 PerCP5.5+CD138-FITC 4 pL SURAFER IR ),
BT 4 °C BT 30 min; 445 A 2 mLPBS i
A1 B0 5min(4 °C, BOER N 14 em, B0 5 HE
1 000 r/min), 57 b ¥ W& ; 45 5 N 1E & W 200 pL, &
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2,4 °C, B 2 h J5 EALKEI, H WinMD %k
B i A

W, Gt F ik

AT BB SPSS17.0 it 17,
IEA AT BORME F % + s SR FHERR 3y 22
5341 (One-wayANOVA) X Z 41 1 % BHE AT HLHC
K H Pearson AH 53T M Z2 02k % A [m1 )4 43 #ir B
B A8 1 22 [A] A AH DG OC & 5 SR Spearman Bk AH 5 73
BT AS e DA TE 285 43 A1 0 ERE, HL 25 SR RO AS: 55, DA
0=0.05 YEARIKHE, 227 A 5e T L (P<0.05) .

& R

—. — AR IA AR

AU S RS AN, BRE . I E
i, IgA. IgG. IgE. IgM, C4 Z R KH it & L.
A X R4 5 LN g |) L, mersk . A ZE
SAG R L LN RRUE A 516 s 4 e,
CLYME. MR, AR LLARBRTIRER L AMA

C3. SLEDAI ZRAFI 2., (k1)

=, %M 2 CD19'B @@ ft P XbplmRNA 4 & iA

LN 4] XbpImRNA ik I 3 15 T 1E X B 41
(P<<0.05), LN i 3141 XbpImRNA 1) 33k i 2 &
T LN fa 2 41 (P<0.05). XbplmRNA ik LN £t
EH S IER XA LE, 25 Kgit2¥E . LN
15 Bh2H Xbplu, Xbpls mRNA 5235 K01 & 5
FhRE Mgl AR IR, H2ESBEASIEE L
(P<<0.01). faEW4H Xbplu, Xbpls mRNA H) 3%
IRIKOF R THERRXT IR, 22 R A Fit2 3 L (P<
0.01). ($2)

= IR B tm e I AR b

5 E %4 AH G, LN 41 CD19 CD138" 341
Jf1/CD19'B 21 Jfd b 45 i 35 1 1 (P<<0.05); LN 1% 3l
ZH CD19 CD138" 3¢ i s /CD19'B 4 ity Lt 1] &t 5 &5
T LN & %€ 41 (F=8.15, P<<0.05); CD19 CD138"%¢
4 ifl/CD19 B 4fiJig b il #E LN F2 i 2415 1E 5 % i
i, ZRIgitEE . (k3)

F 1 LN BE S @ ISRy s

Tab 1 Comparison of general clinical profiles of LN patients versus healthy controls

a5 It o o] e it A (<10°7L)
fa T R4 30 36.58 +7.12 27(90.0) 127.68 = 13.12 215.12£51.66 5.46+0.72
FesE I 30 34.02+12.16 28(93.3) 115.65 +21.68 161.36 + 62.10 6.52 £3.68
e R G 35 36.02+ 11.85 33(94.3) 87.28 £22.67° 155.67 + 82.29* 5.03+3.73
Zibl % FEF (g/L) BRI (g/L) I FEEE (mmol/L) (ﬁljh) ({;3
fa X IR 4] 30 44,52 +3.53 27.84+4.96 4.84+127 -
T e 30 37.04 +8.07 31.27+9.13 4.44+1.95 42.20 +29.80 13.68 +7.96
GBI 35 27.29 + 8.86* 26.03 + 7.50 5.65+1.98 56.38 £31.01 11.16 £ 6.56
25 ks IgE(IU/mL) IgM(g/L) %EE/‘L? SL(?;)AT
ft T IR 30 - _
FUEHIA 30 268.09 + 631.05 1.38+0.91 0.75 +0.31 5.64+2.72
THEhia 35 157.47 + 268.16" 132 +0.69 0.48 +0.25" 13.89 +2.80

4 ESR WET AR, C3 SMAMA C3; 1gG WA kB G; IgE N AEEkE M E; [gM Bk 1 M; SLEDAI i SLE B0k 1E shitE 841
LN IR 485 TE S AH 5] BE4H LA, *P<<0.05, "P<<0.01; 1G4 54 BI2H b4, ©P<<0.05, ‘P<<0.01; “-" R JoEn; Bl s bm i

AN, R £s.
x2 34%iAFH CDI19'B 41/irf Xbplu, Xbpls mRNA HIHIRTFA R LK (X+5)
Tab 2 Comparison of relative expression of Xbplu/Xbpls mRNA in CD19'B cells(&+s)
245 %L Xbplu mRNA FXf ki Xbpls mRNA HIXf k&
JRERRE X HE A 30 0.035+0.011 0.022+0.010
piyiss GEA 30 0.049+0.016" 0.043+0.017"
IR 35 0.078+0.034" 0.076+0.037"

TE: xbplu JyAEBYHEAY xbpl-mRNA Zifih A2 5T xbpls TR x G245 G H 1 | HR 75 SR AL, *P<0.01; SHUE AL HLEL,

*P<0.01,
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W, Xbpl #9&A KT 5 B 4 fe LB 18] 69 48 5

LN /5 Xbplu £k 5 CD19 CD138" ¢ 4f Jifd/
CD19'B 4fl ffi Lt 5] &2 & 2 1F #H ¢ (1s=0.138, P=
0.028), Xbpls £ik 5 CD19 CD138 ¢ 4 ffi/CD19'B
Y11 91 5 25 1E AR 5% (rs=0.336, P=0.034) ; Xbpul
Xbpls #iA 5 CD19'CD27iC1Z B 4 ffi/CD19'B 4
F L6 T A G . (3R 4)

% . LN &% XbplmRNA 5 15 /& 3§ 4748 % 1
5

K H Pearson AH 3¢ 43 #T LN & ¥ XbplmR-
NA RBH ML EA . #MA C3 27 (P<0.05),
5¥t dsDNA Ht ik 2 1 2 1EAH E M (P<0.05), 5

SLEDAI W4 2 IEAH XM (P<<0.05) . (58 5)

L Xbplu, XbplsmRNA 3 ik 7K 3y K 45 &,
FIA0M, ML/ . LL40ME TR, 24 h IR &
i, HEM . BREE . 1gA | 1gG, IgE., IgM, #MA C3,
SLEDIA 4 [ 48 i, i LRI A2 &K Xbplu
il Xbpls 5 SLEDAI S IEAH X%,

it

AR WF5E % B, LN 41 CD19'B 4 g h Xbplu,
XbplsmRNA (%R 3K 7K -85 Tt e X B2, [ i i
B4 T Fa € 4 LN 41 CD19 CDI38™ 41 Jifd/
CD19'B 4 ifd L 491 il 2 v Tt FRE X HR A, [W] Fsf 475 3

R 3 LNYHESERXRARAM., 1012 B 41,5 CD19'B 40T LB (%, X+ 5)

Tab 3 Ratio of plasma cells and memory B cells to CD19'B cells in LN and normal control groups(%, %= s)

2151 % HeAnit/B 4 e 2 Hy/B 4
fat xR 2 30 0.034+0.011 0.038+0.015
LN %320 35 0.059+0.024" 0.037+0.014
LN feuE 4l 30 0.0730.036™ 0.035+0.014

T ST A LA, 'P<<0.01; SRaE4H HAL, P<<0.05; LN IRIE S 4 .

R4 Xbpl WEXKFSHHM. 1012 B 40,5 CD19'B 4HAf b HlAgAH

Tab4 Correlation between Xbp1 expression levels and the proportion of plasma cells and memory B cells to CD19" B cells

WiH XbplumRNA XbplsmRNA
r i PAH r i PAH
HANRE/B AHf 0.138 0.028 0.036 0.034
iefZani/B 21 0.058 0.125 0.601 0.069

e (EAE B8 Xbpl 4 X-B456EH 1.
£ 5 Xbplu, XbplsmRNA AHX} A B KAHIM: /7
Tab 5 Correlation analysis of relative expression of Xbplu/Xbpls mRNA

TiH Xbplu mRNA Xbpls mRNA
r A PH r A PMH
BE 0.138 0.028" 0.036 0.034°
ML —0.045 0.020° -0.559 0.001°
1Mi/NHR -0.271 0.175 -0.220 0.254
P dsDNA i i 0.417 0.001° 0.287 0.023"
S-S -0.402 0.201 -0.312 0.260
BRE 0.101 0.318 0.1238 0.224
ESR 0.087 0.499 0.326 0.009"
IgA 0.086 0.503 -0.086 0.526
IgE 0.146 0.253 -0.003 0.982
IgG 0.114 0.373 0.034 0.790
IgM 0.095 0.461 0.135 0.229
C3 —0.448 0.000° -0.219 0.047°
SLEDIA 0.058 0.000° 0.600 0.000°

1Y o P<<0.05;° 2 P<<0.01; ESR HLTARMIITFAEZR; C3 MM C3; IgA BN A; 1gG MRk E N G; IgE MRk E N E; IgM N
GRERREE A M; P11 dsDNA i b iU DNA Bifd; SLEDAT ly SLE B il shPERe 50 (L NAHSE R 50 xbpl hy x &45AEA 1.
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HETHRUEH . LN ¥ Xbpl £iA5 CD19 CD138’
KA H/CD19'B 4 Afg Lt 3] 5 1EAH ¢, 54T ds-DNA
Piik . SLEDAI V4B 2 IEAHOC, 5 i 8 1 . #b
& C3 BAMFHK,

FERBAF R SE, Xbp1 55 3% 4B 7= A= Bk K A
S HUAIE BB UIAH G, mlbR Xop1 HE R 5 36 40 e
A Ji A B 8 B G A S Xbp 1P /N ERUE: B 4
Hifik = Xop1 He K HAERH 1L A SR R RAE /N
BT RUIE B, $27 P95 P R 38 B 1T Xbpl 5 1 B4t
TRAH G, BIFTE & B, 2 A 050 BE S0 T Xbpl 1Y
FIR, IF R BRAEARAS /)N BB ARL v 2 1 ol 410 1) 50) RE D
DIRAE B BPUIARFE A, BEE R /N E F IR K
92 S ARRE AR, 5] B I R A9 9% & B FE SLE M3
H Xbp 1 (103 35t Wtk 388 U7, T AR I AR A 5T K B
Xbpl 76 LN 3% iK1 8 5 H 5 & s AR oG, 2
7 Xbpl FIRETE LN &bl ke 1T s Z/EH .

Xbpl AIREFES S A SHUAIE B R S AR
Pt dsDNA Lk fE LN 19 & i ML b e 3 2Z24E
EL 2R, [ 76 2 e S IR 75 5 — A o I o 7%
# H (endoplasmic reticulum stress-inducing proteins,
Herp) BEMS 25 A5 HL dsDNA HUiASEHT DNA K i) i
FE M & BUR, X R P AUEE DNA B ik HAT Db
B R, 1 Xbpl BEVE T Herp A 1K, Xbpl ™ /i
R R LI BUB RN BT dsDNA PLARAR 28 5 iz 2],
1M Xbp1 Y /N AP AU A A e F e
Xbpl 1] GEiH 1 5 Herp Y352 5 dsDNA ik
BIF= A . R Xbpl LR B 40 IR AF 5T 2,
Xbpl BEAE HF 1gM A& & o ™. 7E AR B 4l
Ji 3 Ak S 3% 40 ik A v 1gM 95 A2 Xbpl BY 1F
i E A", Reimold%%:™ H] Xbpl "Rag #i & T
/INERUR BT A 28 S0 ) e 92 35K AR 1 R A K TR R
O B R, Xbpl TR IE R 2 A 48 A
S5 TR, AT L5 R K,
Xbpls 5 Xbplu 7E LN ¥ F+ =5 5 50 16 o0 22 1E A
%, 3 H Xbplu 5 Xbpls 5 1F 41 5&, ERS & 4 B}
IREla &A= A ARBEIR fLi#E— 2 57 1] XBP1lu mRNA,
PR REAR, A i S [ F- XBP1s, XBP1s A%
KAERL SE R PEME . Xoplu [A] B L AETE 55 Xbpls
MM 25 LN W R . RATH 5 &,
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