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Btz PRSI 98 16 A 1B A LG TRIM22 F1 KLF2 K°F-45
ﬁi'f#ﬁﬂﬁﬂ??ﬁ%‘ ¢ &

WA, £ (LIEREEBRRVIE BN RE, i 202150)
1 : B AR Sm 4 £ (ulcerative colitis, UC) #& 31 & d i = 45 M3 K3 % & 22 (tripartite motif protein

22, TRIM22) . Kruppel #4535 B F 2 (Kruppel-like factor 2, KLF2) K-F55mtE AWk Ro % ., Ak #®R bR
B E S IR B2 ER 2020 4 1 A ~ 2023 4 1 AIiEe 97 Bl mb 2 ih K G I8 E AE MM . 56 4% i &
F (fginem) F= 80 4 4@)%44&%% (*FRE4) AR, HHPEBERBRE S ABIEA (n=46) . PHEA (n=31) F=
TR (n=20) , WRIELTEWEIRE R AIFHLM (n=68) Fe R14F220 (n=29) . KB 2R W% (ELISA) #&
M| 7 TRIM22 = KLF2 7J<$ Pearson FR4EAR % 547 L 5 % B Mayo o AB %P, % B 4 Logistic B3 547k 5 1A 4
KFEHINBE RIFH OGP a B E, %8 ROC W &34 IS AR T R AT TR, R R4, S Maf %
28 dr 7% TRIM22 (37.16 £9.22 pg/ml, 51.05+10.83 pg/ml, 64.29+13.51 pg/ml) ‘yﬁb\‘ﬂ'ﬁ, A KLF2 (45.27+7.98 pg/
ml, 36.91+7.34 pg/ml, 27.03 £ 6.25 pg/ml ) t R MAK, £+ AR %t &L (F=121.076, 143.946, 3 P<0.05) . % %20,
% B 48 o F 48 o TRIM22 (56.07 = 11.18 pg/ml, 67.29+13.04 pg/ml, 78.56+13.69 pg/ml) &K F &, fik KLF2
(32.07£4.95 pg/ml, 25.86+4.32 pg/ml, 17.25+4.09 pg/ml) KA, £FBEH %5 EL (F=24.541, 74.141, ¥
P<0.05) . B K E I B R iE TRIM22 'wfcﬁa Mayo #F 4 2 EAB %M (1=0.692, P<0.05) , fi% KLF2 5%
B Mayo #4 2 fi A% (=-0.716, P<0.05) , feiF TRIM22 5 KLF2 2 fi #8 %1 (7=-0.659, P<0.05) . 5 E &
HILk, PEAEE ~~%‘ﬁiﬁ?ﬁ?ﬂf‘4‘i@ﬁﬂ (OR=1.232, 2.298, 3§ P<0.05) , o TRIM22 K- 7+ &2 RI4F4564 e B
% (OR=1.835, P<0.05) , foiF KLF2 K-FF 324547 B & (OR=0.731, P<0.05) , sn7F TRIM22, KLF2 F=Ht&-4ein
3¢ KAFEEA TR ML, AUC /\SM 0.806, 0.803 #= 0.907, #5+FEAHM FAM N4 K T L p3gArtbm (2=2.049, 2.053,
¥ P<0.05) . &5t FmRgm K EHMEF F TRIM22 K-F9F3%, KLF2 KFTFl, SF55mHE~5 TR ERIGRE R
Ak, IEARBRAH M T AE A G KT A TR A AT A0 AR E

KR SIS A 22; Kruppel BERG SRR T 25 Bt PEL
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Relationship among Serum TRIM22 and KLF2 Levels, Disease Condition and
Clinical Outcome of Patients with Active Ulcerative Colitis
SHEN Dandan, WANG Hong(Department of Gastroenterology, Chongming Hospital Affiliated to

Shanghai University of Medicine and Health Sciences, Shanghai 202150, China)

Abstract: Objective To explore the relationship among serum tripartite motif protein 22 (TRIM22) and Kruppel-like factor 2
(KLF2) levels, conditions and clinical outcomes of patients with active ulcerative colitis(UC). Methods A total of 97 patients
with active ulcerative colitis admitted to Chongming Hospital Affiliated to Shanghai University of Medical and Health Sciences
from January 2020 to January 2023 were selected as active group, 56 patients with remission (remission group) and 80 healthy
volunteers (control group) as control subjects. The patients in active group were divided into mild group (n=46), moderate group
(n=31) and severe group (n=20) according to severity of the disease, which also were divided into improved group (n=68) and
non-improved group (n=29) according to the clinical outcome. Enzyme-linked immunosorbent assay(ELISA) was used to detect
serum TRIM22 and KLF2 levels. Pearson product moment correlation analysis was used to analyze its association with modified
Mayo score. Multi-factorial logistic regression analysis was used to analyze the influencing factors of failure to improve, and the
ROC curve was used to assess the predictive value of serum TRIM22 and KLF2 on failure to improve. Results The levels of
serum TRIM22 (37.16 + 9.22 pg/ml, 51.05 + 10.83 pg/ml, 64.29 + 13.51pg/ml) in control group, remission group and active
group were increased in turn, while the levels of serum KLF2 (45.27 +7.98 pg/ml, 36.91 + 7.34pg/ml, 27.03 + 6.25 pg/ml) in
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control group, remission group and active group were decreased in turn, and the differences were statistically significant
(F=121.076, 143.946, all P<0.05). The levels of serum TRIM22 (56.07 + 11.18 pg/ml, 67.29 + 13.04pg/ml, 78.56 + 13.69 pg/ml)
in mild group, moderate group and severe group were increased in turn, while the levels of serum KLF2 (32.07 +4.95 pg/ml,
25.86 +4.32 pg/ml, 17.25 +4.09 pg/ml) in control group, remission group and active group were decreased in turn, and the
differences were statistically significant (F’=24.541, 74.141, all P<0.05). Serum TRIM22 was positively associated with modified
Mayo score (=0.692, P<0.05), while serum KLF2 was negatively associated with modified Mayo score (r=—0.716, P<0.05) and
serum TRIM22 (=-0.659, P<0.05) in patients with active ulcerative colitis. Compared with mild patients, moderate and severe
patients with active ulcerative colitis had an increased risk of failure to improve after clinical treatment (OR=1.232, 2.298, all
P<0.05). Elevated TRIM22 level was a risk factor for failure to improve after clinical treatment (OR=1.835, P<0.05) and elevated
KLF2 level was a protective factor (OR=0.731, P<0.05). Serum TRIM22, KLF2 and two indicators combined had predictive
value for failure to improve, with AUC of 0.806, 0.803 and 0.907, respectively. The predictive value of the combination indicators
was greater than that of single indicator (Z=2.049, 2.053, all P<0.05). Conclusion Serum TRIM22 level was elevated and
KLF2 was decreased in patients with active ulcerative colitis, which were related to disease severity and clinical outcome.

Combined testing of two indicators can be used as the biochemical marker for early clinical prediction of failure to improve after

clinical treatment.
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w97 Pk 45 % 48 (ulcerative colitis, UC) & —
R A T A FERERANREIE T )2 AR S P S AEYE
i, BAMWBK. WiEREEME. TEATER
AR B AR R Ak R, R IR i P,
RS W I DAk 1 ™ s M R e AR T
UEINES LY LR ok e Y[R et B L)
“ErniE” | HIERAERAE, KAWENS 2
TR R, AR EEE R R B R B SR
B AU = . RES B 0 A A e A A Bl I R 2
Iz R4 W R O BRI R o I PRSI 58 e bl
Wl S 0E . SAE SN B s R R AEAH G, RAE RN
TraEpm e i Y, =S4 IR R E 1 (tripartite
motif containing, TRIM ) 25 T 4Hffi34% . 43-fL A0
JHT- AR AR AR, S8 T v S T T A s R A A
¥ -k B (nuclear factor-k B, NF-« B) {55 %,
P HEJRAE A TR 5 & R AE SV e TRIM22 J&
T TRIM ZEE BB, 7 e B e vh 3k B i ] {2 i
Ik Bo [EMEIFI05 NF- « B A5 S #%, N 40 i
B, BT R T, TRIM22 AT RES 5 T B 4G
W R Rt AR, EUE: 1 A B B L 55909 1 B s 1 ¢
#. Kruppel ¥ #% 5% K+ 2 (kruppel-like factor 2,
KLF2) & HARER A M s S 1, J0E T
IR ECL A4 T (R A S RE A RLE T, DN ] S5 Sz
HFR IR A PP T 46 2 T AR Az AR 7
( chemokine receptor 7, CCR7) MMifeiE b 1%
& 3 (C-X-C chemokine receptor type 3, CXCR3 )
FIFER, TR T 4 S O gt ™.
KT KLF2 5595 145 98 0 R WA b
HEA 5T B XTI RES R 52 . ASBF9E B 7
HEVT I TRIM22, KLF2 755 45 R B
IR IR S 591 B RS R oG 2 o

1 MEl5H®
1.1 #rRxtg LL20204F 1 A ~ 2023 4F 1 A5 I
T fke o 27 ot B I8 5% I = B 12 3R 02 1 97 {95t
SS9 15 sh I B MG SR AL, WAARE: @O
SR LUER A IS N E RS %, RS (R
FEPERIRIZ W 567 R DL (2018 JbET ) )Y
QW kBT R, QMR Mayo W41 = 3
Iy OPWABFFERTARIEZIHEIRTT; OFR= 18 %
O©FBH IR EEFEANERES . HBsbrfE: O
ORI P Lot @ O EREA 2 K B
REREAGA s M TEREE . M BK R4S
1 9& K W 4t i S5 B i e R BB A s DR R
YELE I 9 RBRAE A Bt s h & OHAbE |
PEPEJRAE SN PRS0 e B B e i & s O e
fL. WAtERHAE LS A Y ok s OB IR B Bk #i
PR, @FREZIGIRIAI T SRR A, Ik
FIBERBNGIRES SR o I R BEA LS B 7 2l 40
HHCEAEWS . PRI AY 56 513597 1 25 W 4 2% it
W (B4 ) F 80 BMaFEIAK# (X IELH )
TR AR E R A BUE RS I R 2 Wik
H B Mayo #W4r< 3 45, BRI AMFFRT =4~
A WTEEKIMIG L, P HEBR AR E R 1S sh 4 .
TSR 51 6, 2ok 46 195 AR 39 ~ 53
(4637+5.18) % ; IRFTHE% 20~25 (21.49+£2.25)
kg/m’; JEASTLHE: B A M KRGS 45 B, A2
N Lh Rk 29 B, gk gk 23 B, A Bk
314, A 25 Bil; A 40 ~ 51 (45.60 £4.99)
% KIS %0 20~24 (22.06 £2.34) kg/m’; JR 7250
Bl 96 K 2RSS i 96 23 10, Zo2B 454 16 19,
LR 1T Bl XI5 M 49 1], 2ot 31 415
AR 39 ~ 52 (4592+534) % K548 1 19-24
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(22.25+241) kg/m’s IGSHIWILL . L8 04 At R
E4E e N S C N N 3 O TSR AR 2 S5 g AR L o/
2R TG F R X (Fl=1362,0.418,2.539,0.847,
¥ P>0.05) , AAlert,

ARG CREREE S ) . HAFR
FHEIFRBEACIRZE S 2t ([2020] /R HHHLES 006 5 ) o
12 BBLRF TGI6-II G mE 0Pl (IR
SEFLBHE A R E] ), 800TS- BEbRY ( SEEAR ) ,
TRIM22 1 I A 92 1% B AG I 30590 & KILF2 (L7
kAR A FRAF] ), LX20 4 A shA ks Hr Y

(Beckman A H] )

1.3 7k

1.3.1 Mayo ¥4r: KM K Mayo iF5r #2458 " 1T
SEBG YA ARG SVE, WE N HEHFE IO
i PRI BRI SR TN U A DT T, 43y
RO ~ 345, K125 BT 3 ~ SR
JETG A (n=46) , 6 ~ 10 53 A NG Eh4H (n=31),
11 ~ 12 50 HEEESIH (n=20)

1.3.2 3097 K IRSS ey . 15 sl 30 i 8 A B 5 AR A
W18 25 T APRETRYTY . HIRSEVDRIE S - (fE[E
Losan Pharma GmbH, L20030A) , 1 &K 2 ', —
K3IWs MR A () AR E 20 A BRA A,
20180611) , 1R 17, —K 3. it o
NS b imis i, MR R RN SIS . 14 X
H—AITRE, PURIE RS EZ 2 1 ~ 27
Feo VRITIIA H G 2 A S I T WG R 2 s 1
)2 RS & R A KRV €A CLRT YN S 2
HREERHE, HRRSEESIRE 2 IEH K @
RAFEG . W PRAEARA B S, I RIS AR R W i
SR R INE R P a2 o8 i, RUFE:
41 29 fl.,

1.3.3  IfiL{% TRIM22, KLF2 /KFRG . >R 4 % i
HARK H, BrmtEaim R B H AB R BRI T
25 R i bk il 4ml, 3 000r/min 2.0 20min, 2.0
2 10em, 3B ML RAFAE 80 CORF k. R
TRt K 28 W 32 6 00 1t ¥ TRIM22 1 KLF2 7K,
PRAE AR A 4 BRR) & Ui 5 A T

134 HAbIEIRZRMCE: I ANAE=5R, &
T . B, RE, s R,
I 11 55 4K T 45 A0 (body mass index, BMI) ; 5
= e s, 54 I8 M (fasting blood glucose,
FBG) . =Mt H i (triglyceride, TG) . JALAH [F
(total cholesterol, TC ) . /5 % B 5 8 11 - NH[E B ( high
density lipoprotein cholesterol, HDL-C ) | {X#% &5
1 - M E B (low density lipoprotein cholesterol,
LDL-C) .

14 %itF o4 Brf EdE R A SAS.3 BT

Goitardr, ih TR H IR £ bRiEE (Xxs)
A, AL LA R K5, ZA SRR
J7 22534, Dunnett-r K5 50470 WG LLAsE, @ TR
n (%) £, R KK Pearson FUE A /34T
IM% TRIM22, KLF2 52 B Mayo #F43 i9AH &1,
Z K&K Logistic [P 53 BT 15t 97 1 45 1 9 16 s 1 8 &
KIFEFLRME R, 2013208 TAERHE (receiver
operating characteristic, ROC ) il & T £ 1fiL ¥
TRIM22, KLF2 Xf A G555 M AE, >R Delong
Ky LA R bR R AOIhZE Rl (AUC) , P
< 0.05 HERAGIHFE L.

2 #R

2.1 =71 TRIM22, KLF2 K& F b4 L%
1o BRI ZAP R, 16314 R 52 f 09 41 1
7 TRIM22 /K 3775 T % R 40 (1=6.829, 6.902) ,
MW R TR (=15551) , R EBA%
TFERE X (¥ P<0.05) 5 17 o) 4 R 2% g 0 24 i 7
KLE2 /KA TR (1=6.715, 8.239) , 1hshiH
AT EAIA(=16.902 ), ZFAGHHEX(H
P<0.05) .

£ 1 =4HMmiF TRIM22, KLF2 7KFELLE (x+5, pg/ml)

WO i poptiil
i
MH o) (as6) (nes0) F P

TRIM22 6429 +13.51 51.05+10.83 37.16+9.22 121.076 0.001
KLF2  27.03+625 3691734 4527+798 143.946 0.001
22 AREAE S EREE S 0 TRIM22, KLF2
KPrdr DR 2, BNE I TR, A

FEE FE L M7 TRIM22 ZKF-3 TREY (=3.187,
3917) , EEAE T EA (=6811) , ZH7H
HGitrm X (¥ P<0.05) 5w RELH AN 4 1S
KLE2 /KK TR EH (15822, 12.055) , THJE
AR THEH(=12.055), ZREFFITHE (Y
P<0.05)

2.3 i TRIM22, KLF2 5 % B Mayo #4949 48 %
M 28 Pearson FRAE A4 HT, IMLTE TRIM22 5L
R Mayo 71 7 2 1E A ¢ % (7=0.692, P=0.001) ,
IMLE KLF2 58 B Mayo P42 S (=-0.716,
P=0.001) , Ifil i TRIM22 5 KLF2 & 1 4 56 ¥4

(r=-0.659, P=0.001) .
R2 AREFEFEEREEREMNE RIM22,
KLF2 /K FEEb%E (x+s, pg/ml)

Ed T e
(n=46) (n=31) (n=20)

TiH F P

TRIM22 56.07+11.18 67.29+13.04 78.56+13.69 24541 0.001

KLF2  32.07+495 2586432 1725+4.09 74.141 0.001
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24 RRE KA

BEIG AT E WEI K

UF AR B 4™ B, I TRIM22 & T4F 5%

4, I3 KLF2 IR Tarfhd, 2RHE

TG

(¥ P<0.05) . HAMFEFRPL ] L 22 RIS T
=Y (HP=>005),

=3 M ERRENHARGERERBERARBIRER x+5, n (%) ]
B T4 (n=68 ) RIFHEA (n=29) e P

el 5 33 (48.53) 18 (62.07)
1495 0.221

e 35 (51.47) 11 (37.93)
RS (%) 46.01 +5.06 4722+529 1.064 0.290
IRFAEAL (kg/m®) 2126 +2.34 22.04+2.46 1.679 0.098

AR P 23 (33.82) 13 (4483)
7 45 (66.18) 16 (55.17) L% 0308

TR 7 19 (27.94) 14 (48.28)
% 49 (72.06) 15 (51.72) B 0053
FBG ( mmol/L ) 6.22+046 625045 0307 0.768
TC (mmol/L) 2.19+0.58 223+0.53 0329 0.751
TG ( mmol/L ) 157039 1.52£038 0.582 0.562
LDL-C ( mmol/L) 2.65+0.63 2591061 0431 0.666
HDL-C (mmol/l.) 1.62£0.38 1.67+0.40 0.583 0.561

I fa R 39 (57.35) 7(24.14)
i 23 (33.82) 8 (27.59) 20.324 0.001

£l 6(8.82) 14 (48.28)
TRIM22 ( pg/ml ) 59.61+12.17 75.26 £ 14.59 5463 0.001
KLF2 (pg/ml ) 28.95+7.34 2253£6.10 4.149 0.001

25 RREM X EHNPEFRIFEHEGY R E S
Ao W 4. DAIGIRES /2 S i I As & (0= 4F
e, 1= KRR ), KR 3 P EA SRR LA AR
W P E R . TRIM22, KLF2 ({728 iy
A2 Logistic 1A, 25 IR, 58 5 LA,
x4

rRE I E B R E R U R AR XU i ( OR=1.232,
2298, ¥ P<0.05), Il i TRIM22 7K *F Ft & J&
A 1 £ B P % (OR=1.835, P<0.05), Ifl 74
KLF2 7K F w2 R A i 4P R &= (OR=0.731,
P<0.05) .

S R R IE N E B E RIFHEHZEER Logistic MAS 17

% B SE(B) Wald P OR 95%(Cl
R - - 56.389 0.001 - -
i 0.209 0.038 30.250 0.001 1232 1.144 ~ 1328
qifE 0.832 0251 10.983 0.001 2.298 1405 ~ 3.758
TRIM22 0.607 0.228 7.088 0.001 1.835 1.163 ~ 2.891
KLF2 -0.313 0.089 12.368 0.001 0.731 0.614 ~ 0.871
gl -6.134 0.928 43.691 0.001 0.002 -

T BRI RBIKT.
2.6 i iF TRIM22, KLF2 *+ &k &F 4 & 30 0
11 UL SRR 1o LRI I BHEREA, 4r 4%
O REAS, 2 ROC i 8 3T 44 1f % TRIM22
HKLF2 X R - () o o i, 25 2R Wom, i
TRIM22, KLF2 Xf & -5 ¥4 B A {5, AUC 4

x5

HI2R 0.806, 0.803, LAWHHE A5 e HEEK A FIUI AR AY
FERR ] Logit (P) VE RS AGEAE &, RAGECEA
KA AUC 7 0.907, 54 A6:m ) 3] Wajﬂﬁﬁ
—FERREIN ( Z=2.049, 2.053, P=0.023, 0.022) .

I3i& TRIM22, KLF2 Xt R iFEHIFMMNE

mH AUC 95%CI i Tk R EAReR it
TRIM22 0.806 0.750 ~ 0.862 67.56 pe/ml 0.83 0.63 046

KLF2 0.803 0.747 ~ 0.861 25.70 pe/ml 0.83 0.66 049
el 0.907 0.850 ~ 0.963 - 0.90 0.74 0.64

7E: Logit (P) =-5.076+0.673 x ( TRIM22) -0.281x (KLF2) .
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B 1 IniE TRIM22, KLF2 Bl ke ROC #4k
3 it

K E B MRS W R KR 116/ T1, IR
AN TR U R RS S e T e S IR A 4%
i IR S N S B PR LS W R K SRy, Frs e
T IR R A N L g S e 320 45 g 30 vt B 1T 50070 5 B T
003, INIGATIMERE , ELIG s ISR A A AC B A T,
A R F R R O R 1 R S W
EIRYT O S Kt R4S s BB ARG . BTG SR
£, Mayo PF43 & PPAl 597 PR 45 I R i T sl v
WrE, HIHh RS 2 FWEZ R, Zn5R T
o FELTE A T VR P e S AR B, (AR AR
X AR M H L AIE RS W A AR A
K -6, C- M. PRS2 5 AT % 05 ML 9
TS, 10 5 RES R 06 R YA T A L L U

TRIM H A7 848 45F93k . B-Box £ #43k F14 i
WRTEAS I IAE N R =N TSR, T2 S 5401
AR b, T EARNES, KRZETRIM K
B A B3 {2 RIEEEE T, WA SR EA
SRz Z A, ThEe g A 0 5 0 e
O I 2 95 S B384 i s A e e A o 17181,
TRIM22 J& F TRIM K& % 1, RikFEFE A F A
W11 SR b, TR P53, MRS E RN T
Fik L, IR RIE S TS 5P A R
24 U9 TRIM22 5 Toll 5 % H gk Ak 44 <7 1) H ]
G RAHEAER, PTIE [ NF-« B {5518 1%,
2 E Z2 b S RE A % S AN 43, RIS K R AE I
f B B B TRIM22 1] 171 il NF- « B/NLRP3 %,
VRGBT / PR S A RE S A R T Y
WFT % B P, TRIM22 THAEZAS S5 5 R AE M M A
XK, MEEpEATSEEN . AT, Btmtasm
RHEH M TRIM22 ik i, HiGshRET&
VI s D S R T N VAN % (=L =Ry o7y ]
REH KB K. NF-k B {5530 K& — 44 g

AR5 B, TRIM22 7] #4715 NF-« B {5 5 18 %,
fie i7F 1L-6 FIfh I8 RAE R F ( tumor necrosis factor,
TNF ) - o 5550 BB, I YRS W 2 R
SES U AN, E WA TR R AR A 1E R Y i
B, WS ] 5 R A0 i P IR o AR R R E
Rk, TRIM22 ik L] 51 [ D) ie 55 mife
A tE S i 4 kA ke P G RIE R, I
TRIM22 7 15t 97 1 25 W 98 3 sl AN [R) 7™ E R B ER 3
ERBKEA 25, I H5M R Mayo #F4r 5 1EAH
X%, R R ELASIN I 7E TRIM22 R4 A lfs PR Bh i
s ™ EL R AR b

KLF2 HA BEAR A5 R bl 5 S s 3k DA B | 311
Hildsk, SR T O R E L AR ARG
HIREAY, EES S Y S LR BH
EE, TREPIR . RPN R P kok A fk
FAER, RATEES RN TR B
KLF2 3 a3 300 1055 P9 R 20 i O e I 3R ik, T
Y I H P R A0 I RE B AR i A e gk v,
R I P 2 A A T e w0 P R 2 e AR i
AT, 3 AT 5 BB v P Rz 40 K ST T L4 i
A 5 0 30 ks BERE AL R, PR SR B ik 5 A2 0
1 B ShirsEmR B, BEBR KLF2 B9/ AR T
Yl F 1 CCR7, CD62L # ik T, CXCR3 Fik
T, ANEWREH AR T R gnas b, e 3Rk
ELHZUh T R AR R A, AR L O WLAE
J o KLF2 & A7 1 i IL-18 , TNF-o #l IL-8 55
PRGN JAE PR T TG AR I & BT R BN P AR
gEIL IR, IS KLF2 7E s g i 4 5 rh ik
TR, HIESINEE TEEL, RHKLFR2 25T
ZBR R AR ENRTBE S LU R HLHIA G BHE
PS5 RAE R RIEVEMG B, RAE N ) 3 S
YE M H T KLF2 mRNA 32 35 1M 30H K O B AL
KLF2 25 7 i iE [ A 240 0 60 85 B e 322 L % 4 i
WEAERT R, WA IR B b e H %, HoK
SRR EAIE IR e BT REAZ L, I A
Jig % Je BTy KILF2 38 ik V842 G 2 40 B o v 40 it
RIEF 774, HACE BRI s 4 i 58 15 1
K RAER F 1L BERE, iy Jofly, s fEibes
et B BEAERST AL P, KLF2 J& TRIM22 |-
Uiie i s I 7, TRIM22 119 3° 9§ 13 IX & KLF2 [
BSR4 KLF2 FIRZ 26, Mk H SAAAE
KEFEE TRIM22, AR RIMHLIZS S, B
TRIM22 5 KLF2 8 7 A%, %45 B 4878 KLF2 1]
VERTEAEIRYT RS, il % KLF2 FiA/K-F4 B)
TIRIT g R . st B, 1My KLF2 5
MR Mayo P42 A SCHE, BBz S8Rt v 7B R
PPAR S T E R 0 4l Bh R s
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Wtz 45 W 2 1 Sl B B IR T OB T e
TRVERE, (EREpR s, F P A ik R4 R
X il R VRN T AR E R S AT R,
Ifil ¥ TRIM22, KLF2 5 I IR 4% J& B 5%, TRIM22
KV T e B R R T B A R g, T RE S A
> TRIM22 7K VB85 4 J 2 58 E S I Bk, i
NIRRT KLF2 ZK-F- T i 88 AR e R A
JRURS: B3 ARG, - 400 FT e 55 KILF2 410 i 28 A S iz o
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