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WE: B T DIRe R ALK Coorf1 208 KX T HA (concanavalin A, ConA) 531 B & FEtk
iF4¢ (autoimmune hepatitis, AIH) KSR A RAERMIIRETT, & B4R (wild type,

WT) KA C6orfI203E NIRRT (Coorf1207) KRHA24H, BN AL ConA T4, ConAEF12 h
HHConAF 524 hdHIL34H, FBHPWTKEFC60rfI20" KR %8R . HF1ConAifF12 hHF1ConAik
524 h#H K LLConA 35 mg/kg T T # ki 4 2 T AIH K AR, T ConAi% 512 hfl24 hjG 4 HiI4bFE.

R R L A R IR Z IE 74 (alanine aminotransferase, ALT) FIK[JXRBAIEEEEE (aspartate
aminotransferase, AST) 7K*F; KAV ANAEAA IR RANE ML FF. IR B Z Rk B 45 b A ok g
MO E MR AR Ll SR A B 3) T 53 28 M3k o Ok MK B4 i R 4B B . 485 5R R ConA TS
SHWT KR 5 Corf120" KRIMIEALT [ (57.03 £16.39) U/L vs (55.82 + 12.35) U/L]JFIAST [ (99.94 +
18.56) U/L vs (110.86 + 21.84) U/LPKFEF LG4 L (1= 0244, -1.616, P =0.809. 0.115) .

ConA¥E 512 hZAWT K BRALT [ (494.27 + 250.41) U/L vs (206.44 £ 98.66) U/L]FIAST [ (2043.42 +
1618.09) U/L vs (777.22 + 383.95) U/LIK TP B & T CéorfI207 KR, EZRBRITFEE N (1=
4.445, 3216, P =0.001, 0.016) . ConAif 524 hZHWTK R 5C6orfI20" KEMHALT [ (196.31 +
76.10) U/L vs (211.63 + 83.28) U/L]FMIAST [ (892.88.42 +354.95) U/L vs (931.44 +397.92) U/L]/K
FEERLG I FE L (=-0.384, -0.205, P =0.707. 0.841) . S5RZConAFHESAHME, ConAifS:
12 hf124 hHWT KB A C6orfI120" K RIMFALTSAST/KFEH BT E (PH< 0.001) ; 5ConAES
12 h41MIE, ConAi% F24 WAIWT K RUIMIZALT 5AST/AK VB E AL (PH< 0.001) , C6orf120" K&
M ALTS5AST/KFZERH LG T3 2E L (PE> 0.05) . K&ConAFES4 . ConAd 512 h4H MConA
75524 W Corf120" K B 4z FPPEREAII T 43 LEds) i 2 i TWT KR [RZConAIE F4H:  (21.57+3.88) % vs
(10.63 + 3.34) %; ConA#E 512 h#H: (69.26 + 2.36) % vs (55.80 + 6.34) %; ConAif524 hi:

(2457+£3.76) %vs (13.09+345) %], ZRAGIFENL (1=-6.042, 4136, -5.513, P¥#<0.00D) .

RZConAFE SAH CoorfI20" KEAMNEIML] (33.24+9.80) % vs (13.77 £5.33) % FIME] (8.96 £2.65) %vs
(432+0.92) %Pk LLFIA B E T TWT AR (¢=-6.049, -5941, P¥j<<0001) ; FFAF[ (20.85 +
5.74) % vs (19.25 = 4.93) % F)lg R LE] (0.95 £ 0.26) % vs (0.88 = 0.45) %A 40 40 Ay LL 451
ERTLY2E N (1=-0.701, -0.466, P =0491, 0.646) . ConAi%5:12 h#HHN124 h#HC6orfI1207 K,
SNEIL[12 h: (59.16 £ 11.72) % vs (39.31 £5.88) %; 24h:  (50.16£5.95) % vs (38.99 +591) %]
FAFFAE[12 h: (3343 £647) % vs (2520+3.92) %; 24 h: (23.23 +4.36) % vs (1434+230) %]
PR AL B m TWT KRR (PH<<0.05) , BREMRELE2h: (033£0.10) % vs (0.45 +
0.20) %; 24 h: (0.53 £0.13) % vs (0.43 £ 0.15) %]FMAE[12 h:  (11.39 £ 4.47) % vs (8.55
5.07) %; 24 h: (1222 +2.11) % vs (8.69 + 5.13) %] ki MM LLG 2 B RSt % B X (PHI>
0.05) o 3YLEAWT K RACorf120" K W AMNE I FFHE i 28 Bk E. 45 B JIR ik o A 4 0 B A9) 222 5 )
BHYi5E L (PH< 0.001) o KRZConAif SHC6orfI207 K RAMNEM] (2.21 £0.78) % vs (4.02 +
1.23) %] MFWE[ (3.18 £0.62) % vs (6.72 = 1.37) %]. HRBEHMELE] (4.28 £1.25) % vs (7.18 £
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2.21) %] FIEAF] (5.42 +£0.55) % vs (10.19 £ 1.35) %]EMRZHA L3 BB TWT R (a4 51H
4291, 7.797. 3.919. 11.388, P#J<< 0.001) . ConA#s5 12 hfl24 hZHC6orfl20" K i Z itk 2 45
EMEMAELAI[12h:  (3445+8.05) %vs (14.13+6.18) %; 24h:  (19.95+6.44) %vs (1135+£1.96) %]
SBEEHTWITKRR (1=-5.664, P <0.001; t=4222, P=0.001) , #MNEIM[12h: (17.63 £3.69) % vs
(2255 +4.73) %; 24h: (21.08+5.73) % vs (1828 = 7.84) %]. AFE[12 h: (24.81 £8.06) % vs
(25.88£9.91) %; 24 h:  (9.11 £ 2.84) % vs (9.98 + 2.55) %FMAF[12 h: (15.56 + 8.16) % vs
(13.89+£6.23) %; 24h: (18.39+4.08) % vs (18.70+ 1.88) %] EME4HM L2 BTS2 XL (P
#1>0.05) o SULEWT KB FIC6orf120" K AR ML FFME - 7 28 Bk EEL 2 R J e [0 4 o Lk £ 2 S5
VI GT#E L (PY< 0.001) o Z5i8 C6orf1 203k IR R R vT A 3 b4 200 38 7 i 4900 o) 15 e 40 i 14
B, 7EConAWE TR RAIHF, Coorfl20F Rl S5t 05 A (R E R, HALHITT 885 ko g
R 4 i P 925 R TR TR R

EEER: C6orf120; H 5 GIEMN % kg, ErEdii

Effects of C6orf120 gene knockout on neutrophils and macrophages of autoimmune hepatitis induced
by concanavalin A in rats

Wu Yuanni', Zhang Rui’, Han Xiaoxu®, Song Xincheng', Zhang Jian®, Li Xin'"? (I.Department of Center of
Integrated Traditional Chinese and Western Medicine, Peking University Ditan Teaching Hospital, Beijing
100015, China; 2.Department of Center of Integrated Traditional Chinese and Western Medicine, Beijing
Ditan Hospital, Capital Medical University, Beijing 100015, China; 3.Department of Gastroenterology,
Peking University Ditan Teaching Hospital, Beijing 100015, China; 4.Department of Gastroenterology,
Qingdao Municipal Hospital, Qingdao 266011, Shandong Province, China)

Abstract: Objective To investigate the effects of C6orf120 gene knockout on neutrophils and macrophages
of autoimmune hepatitis (AIH) induced by concanavalin A (ConA) in rats. Methods A total of 24 wild-
type (WT) rats and 24 C6orfI20" knockout (C6orf120™) rats were randomly divided into 3 groups: without ConA
administrated group, ConA administrated 12 h group and ConA administrated 24 h group, respectively, eight WT
rats and eight C6orfI20" rats were allocated into each group. ATH model was established with ConA 35 mg/kg
intravenous injection into rats in ConA administrated 12 h and 24 h groups and rats were sacrificed at 12 h
and 24 h after ConA challenging respectively. The levels of alanine aminotransferase (ALT) and aspartate
aminotransferase (AST) were detected. The ratios of neutrophil and macrophage in peripheral blood, liver,
spleen and mesenteric lymph nodes of rats were determined by flow cytometry. The proportion of neutrophil
in whole blood of rats was detected by automatic five classification hematology analyzer. Results There were
no significant differences in plasma ALT [(57.03 £ 16.39) U/L vs (55.82 + 12.35) U/L] and AST [(99.94 +
18.56) U/L vs (110.86 + 21.84) U/L] levels between WT rats and C6orf120" rats of without ConA administrated
group (¢ = 0.244, -1.616; P = 0.809, 0.115). The ALT [(494.27 + 250.41) U/L vs (206.44 + 98.66) U/L] and AST
[(2043.42 + 1618.09) U/L vs (777.22 + 383.95) U/L] levels of WT rats were significantly higher than those
of C6orfI20™ rats of ConA administrated 12 h group, and the differences were statistically significant (f =
4.445,3.216; P =0.001, 0.016). There were no significant differences in plasma ALT [(196.31 + 76.10) U/L
vs (211.63 = 83.28) U/L] and AST [(892.88.42 + 354.95) U/L vs (931.44 + 397.92) U/L] levels between WT
rats and C6orf120" rats of ConA administrated 24 h group (z = -0.384, -0.205; P = 0.707, 0.841). Compared
with those of without ConA administrated group, the plasma ALT and AST levels of WT rats and C6orf120™
rats of ConA administrated 12 h group and ConA administrated 24 h group increased significantly (all P <
0.001). Compared with those of ConA administrated 12 h group, the plasma ALT and AST levels of WT
rats of ConA administrated 24 h group decreased significantly (all P << 0.001), and there were no significant
differences in plasma ALT and AST levels of C6orf120" rats (all P > 0.05). The percentage of neutrophils in
whole blood of C6orfI20" rats were significantly higher than those of WT rats of without ConA administrated
group [(21.57 + 3.88)% vs (10.63 + 3.34)%], ConA administrated 12 h group [(69.26 & 2.36)% vs (55.80 + 6.34)%]
and ConA administrated 24 h group [(24.57 + 3.76)% vs (13.09 + 3.45)%], respectively, the differences were
statistically significant (t = -6.042, -4.136, -5.513; all P << 0.001). The neutrophils proportion in peripheral blood
[(33.24 + 9.80)% vs (13.77 = 5.33)%] and spleen [(8.96 = 2.65)% vs (4.32 = 0.92)%] of C6orf120" rats of
without ConA administrated group were significantly higher than those of WT rats (¢ = -6.049, -5.941; all P <



0.001), and there were no significant differences in the neutrophils proportion in liver [(20.85 + 5.74)% vs
(19.25 + 4.93)%] and mesenteric lymph nodes [(0.95 + 0.26)% vs (0.88 £ 0.45)%; ¢t = -0.701, -0.466; P =
0.491, 0.646]. The neutrophils proportion in peripheral blood [12 h: (59.16 + 11.72)% vs (39.31 £ 5.88)%;
24 h: (50.16 + 5.95)% vs (38.99 + 5.91)%] and liver [12 h: (33.43 + 6.47)% vs (25.20 + 3.92)%; 24 h: (23.23 +
4.36)% vs (14.34 £ 2.30)%] of C6orfI20" rats in ConA administrated 12 h group and ConA administrated
24 h group were significantly higher than those of WT rats, and there were no significant differences in the
proportion of neutrophils in mesenteric lymph nodes [12 h: (0.33 £ 0.10)% vs (0.45 + 0.20)%; 24 h: (0.53 +
0.13)% vs (0.43 + 0.15)%] and spleen [12 h: (11.39 £ 4.47)% vs (8.55 £ 5.07)%; 24 h: (12.22 £ 2.11)% vs
(8.69 = 5.13)%; all P > 0.05]. The neutrophils proportion in peripheral blood, liver, mesenteric lymph nodes
and spleen of WT rats and C6orfI20"rats among without ConA administrated group, ConA administrated 12 h
group and ConA administrated 24 h group were statistically significant (all P << 0.001). The macrophage
proportion in peripheral blood [(2.21 £+ 0.78)% vs (4.02 + 1.23)%)], liver [(3.18 + 0.62)% vs (6.72 + 1.37)%],
mesenteric lymph nodes [(4.28 + 1.25)% vs (7.18 £ 2.21)%] and spleen [(5.42 £ 0.55)% vs (10.19 £ 1.35)%)]
of C6orfl120" rats of without ConA administrated group were significantly lower than those of WT rats
(t=4.291,7.797, 3.919, 11.388; all P < 0.001). The macrophage proportion in mesenteric lymph nodes
[12 h: (34.45 + 8.05)% vs (14.13 £ 6.18)%; 24 h: (19.95 + 6.44)% vs (11.35 = 1.96)%] of C6orfI20" rats of
ConA administrated 12 h group and ConA administrated 24 h group were significantly higher than those
of WT rats (¢t = -5.664, P << 0.001; t = 4.222, P = 0.001), and there were no significant differences in the
proportion of macrophage in peripheral blood [12 h: (17.63 £ 3.69)% vs (22.55 £ 4.73)%; 24 h: (21.08 £ 5.73)%
vs (18.28 £ 7.84)%], liver [12 h: (24.81 + 8.06)% vs (25.88 £ 9.91)%; 24 h: (9.11 + 2.84)% vs (9.98 £ 2.55)%)]
and spleen [12 h: (15.56 + 8.16)% vs (13.89 + 6.23)%; 24 h: (18.39 + 4.08)% vs (18.70 + 1.88)%; all P >
0.05]. The macrophage proportion in peripheral blood, liver, mesenteric lymph nodes and spleen of WT rats
and C6orf120™ rats among without ConA administrated group, ConA administrated 12 h group and ConA
administrated 24 h group were statistically significant (all 7 << 0.001). Conclusions Knockout of C6orf120
gene can promote the proliferation of neutrophils and inhibit the proliferation of macrophages. In ConA-
induced AIH rats, C6orf120 gene deletion has protective effect on liver injury, which may be related to the
regulation of neutrophils and macrophages.
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H &Gz R4 (autoimmune hepatitis, AIH)
PR A RN T IR SORE R, R
Wi — P AR . ATHEZ LT 4 %
PE, IR R I A [RIRE B2 1) I3 TH 2 PR 2 B 4 7 il
(alanine aminotransferase, ALT) FFi&. HIEEREA
G (immunoglobulin G, 1gG) Fl () y-EREHFH
KMAGHH B SRR, 53RN S v
2 WRE-ZRANMIRIE . A0 M B AE P RE O Ak
ECL200 Mt 25 N B SR 25, AT ERUR A ML A1 1 oA B
, HETANZHEE S EE. B SPEEE. 3B
51 R R e 2L 2 3R 2 5 I i 52 2k
. FFAE 2 B BRI AR, I A A4 MR A
b A0 M 4 A A ) [T 9% A B AE ATHRS AR
KRG AR RIEEEAER . TR, &40
PR 20 i B2 ZEAE I TS 20 B A E A, Rk B
L S AT A 2 S BRI, fEATH
b, R A PR PR AR R I U S 2 AR S B JE B AT ) T
JUE 4 5 7 TR R ¥ B BRI 4 o e ot 7 A

Mo FanEga /& (interleukin, IL) 10. IL-6f0
TL-1 8452 BIR A T AR A /R T, {H g 4Tt e 448
IR 2 SRR TR JORE AT Rk,
S PR £ R [ 20 P AN R] G i 4 2 rh i B
AT EE AT i B ATH ) Ao p L £ (1t 8 2 R e
C6orfl120%: R & — N INREAR RN S R N- i Ik
E AR . KR ANEC6orf120%E R AL E A
W CKRALT1q12, WAFEAMTF6q27) , HFEHE
HERFEAME, FHERFE. B 50RE1ZE
HRIEEAEFAL P ERRED Gt
ZEER BT R AT TP, SRRV, b
Cé6orfI120FE X 7] {3t J) G 2 HA (concanavalin A,
ConA) % SIATH K RCD4" T4 5E . i
CD4°CD25 FOXP3 TregH ifd ft) 3¢ 14 I N VA 40 i A 1
(145 Wh s X KBRS Be M ATHAS 40 E UM, SR
AR LR, C6orf120%: Kl 2 7] i Treg i
. FEThI7HER, M ConAds 1K &R A
. R, FRATHEN Zh e ok AL K Céorf120W] B
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Z 5 AN HAIHR R AR . 3T
S0 B AN B R M AE R R VR, AR A B T
FEPR R HEAR, @i ConAiR G 8 57 LB P ATH K B
AL, RT C6orf120m Xt ATHIK B P4 R 4 i A1
5 I 24 L ) 52

1 AR5

1.1 £3%3h4p BAEM (wild type, WT) KR IE L
TALR e B FAMR R AR AR, FEREARK
BC6orf120" 75 N FElk A= M BHL A IR A 7 1 %%

LB G 3 AF C6orf1207 K . BT K BRI -4
F0 IR 22 R 2 R S5 B4 v O B TG RE A A4 2 5
Y, SHR/ZE, IRE (21+2) C, MHXHEE (50 +
15) %, ANTHH12 hifEH/ 12 hBREE RIS, . K
BOE BB ETOK, RIE. Bk FEL. WHAKYE
e i e R Y B K TR AL B

1.2 54 A K RATHAEAR 692 5 BN 6 ~ 8 & i
SDHEEWT R B AN C6orfI207 KB, 1RFE (200 +
20) g, BRI K24 1, 43 B BE L R &
ConAE S 4. ConAis F12 h4H MConAis 524 h
4, FHPWTKRMC60rfI20" KR %8R . Hrh
ConAif 512 hH MConA i 5:24 h4H K i LA35 mg/kg
B R kIE S ConA, EATATH A BRAER, R
22 Con A5 T3 4 K BT HoAh P 4H v E ST Con AR AL 2,

ConAifs 512 h#1 f124 hdH K& 735 FiE5FConA 12 h
124 hisf bAE CREARIERTZE B AZEKI2Z D) ,
HCARJE I PR 5% Rk 2L 465 R L

1.3 T Z2FBAEBIRF] FACS Caliburifi =41
X (EEBDAA) ;3 &HNAEMMS T (HAR
HITACHIZA ®]) 5 LH7504 E 3) 143 2K L3k 43 #7
X (£EBECKMANZAA) . ConAM} I H £ [H
sigma/y &) ; Anti-rat Granulocytes FITCHi{A. Anti-
rat CD45 PerCP-Vio700H7 /A F1 Anti-rat CD68 APCHL
PRI 4= 22 K g A~ 7] s RBC Lysis Buffer (10 x)

1 H T 3% E eBioscience /A 7] ;. BD [l i A 5 i A1 it
Ve B T35 [E eBioscience /A 7

1.4 MLERAEAT

L4 1 HEAA R KBRS, BUF
Jes # k2 ml, 3000 r/minE50r15 min (B0
7A15 cm) Ja R UM, RAHHITACHIA H3)
AEAR A BT ORI I K T R IR B R L Al (alanine
aminotransferase, ALT) FIR| 1A R R AL
(aspartate aminotransferase, AST) /K-,

1.4.2 J A MR A 40 A K B B O B4R J o

JHERE S W Rk B 45 A AT 2 27, @It RBC Lysis
BufferZd fif b i ML 2L 40 M, J B8 41 8] I 5 A4S 4% 4

A7) ) 20214F F134% 1

J, I 40%A180% percoll 25 & K 5 BY 043 55 JHF i)
JRANM, JEIEEEEE . IS 2 M AR R Bt N AR
B4, JEiIRBC Lysis BufferZ i 4 &5 R i P 1)
WREEAHAE, oAl & R A 2, 150 plar i,
B& J6 in N\ Anti-rat Granulocytes FITC 1 pl. Anti-
rat CD45 PerCP-Vio70051440.5 ul, 4 ‘C#EyR 4
615 min. SAJE[E € B, 5 VRS N Anti-rat
CD68 APC 5 pl, 4 Cli#/4+t30 min. fx/5PBSIH
YeJa L g AR . AR g ARIS T % i
K4 uCD45 Gr'; B4 uCD45 GrCD68" . K
flowjo 1O 73 Bt A 25

1.4.3 A A ki gn ke il R RIS, K brifE
Bk o S R UK RN s ki, BT — kMR
PrfeR e, ETFBURERES, RS R ImE
TR Pt R G355, e B A s A dR i
BRI ORI R BR 4 I PR 40 i L A5

1.5 %t 3438 SRHISPSS 250807 Hd b 2
AHFFCHALT, AST. H k2 g b 5] 2 15 e L
B ATt ETR, fFEIESSAM, it s®x, W
2 8] EL IR F B STREA ek B, 25 BT ) 5 18] (1) B3R
7725181, PR ILBCR FHLSD-rta . LAP << 0.05
RNERBGERE Lo

24ER

2.1 ConA#EF B RXRAIFAH T KL ConAls S
HWT KR C6orfI207 KB IMIEFALT 5ASTK
TR EZER (1= 0.244, -1.616, P =0.809.
0.115) ; ConAiEF12 h4HWT KR ALTHIASTK
SRS T CoorfI207 K, (t = 4.445, 3.216,
P =0.001, 0.016) ; ConAif 524 hZHWT K AN
C6orf120" KB IMIEALT 5AST/KFZ R L4 i &
X (t=-0.384. -0.205, P=0.707. 0.841) . 5%k
2 ConAifs SLHAALL, ConA#ES12 h#H 124 hAHWT
KEHIC60rf1207 K B MIEALT 5 AST/K P4 5. 2% T+
& (PY<0.001) ; 5ConA#ES12 h#HAHE, ConA
%524 WAWT KR IMIEALT S5 AST/K V1 i 35 PRI
(P¥J< 0.001) , C6orf120" K R IMIEALT5AST/K
FERBLEGI R (PE>0.05) o WEERIL,

2.2 SRR . FFRE. R K C 4 Ao IR IR b 4
far sl KL ConAE T4 . ConAifsF12 hH K2 ConA
#5924 h4LC6orf120™ K 5, 4= I Hh s 40 B EL A7) 2 2
EZETWTKRR, ZREFH%E L (1=-6.042,
-4.136, -5.513, P¥< 0.001) . 5K%ConAi%
S4HMEL, ConAifS12 h4l 124 hZHWT K B AN
C6orf120" K &A1 A P 40 i b 451 25 B 2 T i (P
¥)< 0.001) ; 5ConAifsF12 hdHAHIL, ConAiEF



24 hZAWT K B AN C6orf1207 K 5.4 I A 1 b 248 o L
W35 i B A% (PHI<< 0.001) . W32, KZConA
F AL C6orf1207" K 54N i AR A Hh 144 40 i B
BB EEFETWTAR (£ =-6.049, -5.941, P¥<
0.001) ;5 JH A7 Z bk B 45 A P A 40 g L A1) 22
RS ¥E L (¢=-0.701, -0.466, P = 0.491.

0.646) . ConAi% 512 hfl124 h4lC6orf120" K 4+
J IR Hh b 2 e L 2 B 2 FWT R R (P
$1< 0.05) , Higg Z FE IR E2 5 R0 B o P Rz 40 A Ll
2 R LG E X (P> 0.05) . 5AK%ZConA
HEFHMLEL, ConAEF12 hfll24 hZHWT KR4
I PP A AR RE: m AR T B L ) S S N . g R
MRS E ) B2 PR (PHJ<< 0.05) . 5 ARZConA
FESHME, ConAifsS12 h#H Céorf1207 KR 4ME
I AR 4 A e ) S B i, B AR IR
ZE ) K (PYY<< 0.001) , ConAis 524 h4
C6orf1207 K 53 A 0L AR AE R 40 200 i L f51) 4 2% 184
I (PH<<0.05) , FFEAN Rz 2 R IbR 2L vh b 41 i
Ebf 2 2 g1 m L (P> 0.05) . H5RZConA
FHSAAEL, ConAE 512 hZ WT K B Fh g ki
A Lb ) 2 25 = T ConA T §:24 heH (P < 0.001)

C6orf1207 K 53 AN E AN FFFAIE b b 40 A L £51) 85 225 v

CpE . 6

T-ConA#E F24 hdll (P¥<0.05) . W3, E1.

2.3 SN, BFAE. B AR ELEFo I RE B oK 40 LG
5] RZConAif S C6orfI1207 K FRAMNE ML, JFF.
J¥7 Z J5 3k O &5 R R U e T 4 i L A1) 35 S IR T
WT AR (flisrH54.291, 7.797. 3.919, 11.388,
P¥J<0.001) . ConA¥5512 hil24 hZHC6orf120" K
B 2R TS bk B2 s o e i B ) 2 2 v T W TR R
(t=-5.664, P <0.001; t=4.222, P=0.001) , 4}
JEIIL PR RO A W 4 B B A1) 2 S TE B
(P¥)> 0.05) . 5RZConAi%ESHME, ConAl
F12 hdH 124 hAHWTR AN I AR BRAEF
RS E R L BN (P< 0.05) ,
ConAi% 512 hZHC6orf120" K B4 & A0 Tk B W
B L A7) 2 N, i AR K T 4 i L)
FBRAL (P < 0.001) ; ConAif 524 h4l C6orf120™
K BR A7 ] A0 R A i 4 A Bl A1) S 3 B (P <
0.05) , JFFJE AN fizg 22 bk U2 45 | Wk 4 i B 491) 22 S I
it E L (P> 0.05) . ConAifsS$12 h4HWT
R A AL P R0 1 28 9k £ 235 Wk 240 i Lt 49 S
ZE T ConAiF 524 hdl (P¥J<< 0.05) , C6orfl20"
KB FF I A i 2R bk L 65 b [ e 4 o L) 22 2 s T
ConA#E 524 h4l (P¥J<<0.001) . %4, E2.

&1 WT XRH Coorf120" KR Con A IS FINE ALT F1 AST KFE (x+s, UL)

. ALT AST
WTX &, C6orf120" K R, HE Pih WTX R C6orf120" % &, Hh Pl

* #2ConA#s$40 57.03 +16.39 55.82+12.35 0244  0.809 99.94 + 18.56 110.86 + 21.84 1616 0.115
ConA#% %12 ht 49427425041 206.44 + 98.66 4445 0001  2043.42+1618.09 777.22 + 383.95 3216 0.016
ConAi% 524 hen 196.31 + 76.10 211.63 £83.28 0384 0707 892.88 + 354.95 931.44+397.92  -0205  0.841
Fff 36.079 15.652 32.561 10.788

Pii < 0.001 < 0.001 < 0.001 0.001

It 447.563 74.979 1017.771 367.021

PJE < 0.001 0.015 < 0.001 < 0.001

118 148.813 155.292 510.396 339.583

Pk 0.014 < 0.001 0.001 0.001

8 298.750 10.131 507.375 27.438

Pt < 0.001 0.779 0.001 0.734

12h 215 ConA ¥ 24 h 4HAHEL:  “-” NTCARREHE

VE: v P, 9 ConA T 12h 5 KZ ConA i AL, . P, N ConA iES 24 h H5 K% ConA i SFHMLIL, 6. P, N ConA S

£2 WT KRF Céorfi20" REESMAPMERIMIEEES (x+s, %)

485 A #%ConAis540 ConA#4§12 h4i ConA#%4-§-24 h4 Fii P&
WTK &, 10.63 +3.34 55.80 + 6.34° 13.09 + 3.45™ 226.020 < 0.001
C6orfI120" X R, 21.57+3.88 69.26 + 2.36° 24.57 +3.76 213.868 < 0.001
Hh -6.042 -4.136 -5.513

Pi& < 0.001 0.001 < 0.001

H: H5ARZ ConA iS4 WT KRAMEL, r=4542, °P < 0.001, "t =246, "P=0345, 5 ConA %5 12 h 4 WT KR AL,
°t = 42.95, P < 0.001; H5REZ ConA T4 Coorf120" KEMLL, % =47.69, ‘P < 0.001, °t=3.00, °P=0.287, 5 ConA %5 12 h

C6orf120" KEAMLL, 1=44.69, P < 0.001.



3 WT KR Coorf120" KEIMNEM. AFAE. 5 RIS B RBRAE P IERIARBILL G (x5, %)

) ) 20214 134 F1HH

487 ks i
WTK R C6orfI20" K &, Ha Pt WTKA R C6orf120" X £, Ha Pih
A% ConAisF41 13.77+£5.33 33.24+9.80 -6.049 < 0.001 19.25+4.93 20.84 +5.74 -0.701 0.491
ConA#$12 h4 39.31+5.88 59.16 £ 11.72 -4.281 0.001 2520+3.92 33.43 +6.47 -3.074 0.008
ConA#%-3-24 h4a 38.99 +5.91 50.16 +5.95 4616 < 0.001 1434 +£2.30 23.23+4.36 -6.244 < 0.001
Ffa 76.487 17.983 - - 19.460 13.377 - -
Pt < 0.001 < 0.001 - - < 0.001 < 0.001 - -
t4E 25.546 25.921 - - 5.956 12.580 - -
P < 0.001 < 0.001 - - 0.002 < 0.001 - -
LIE 24.067 13.692 - - 4,904 2.388 - -
Pt < 0.001 0.009 - - 0.005 0.303 - -
A8 1.479 12.229 - - 10.860 10.192 - -
Pt 0.598 0.026 - - < 0.001 < 0.001 - -
. LZEN S AR 3
WTK R C6orfI20" X R, i PiE WTKX A C6orfI120" K R, Hh PiE

A %ConAis$41 0.88 +0.45 0.95+0.26 -0.466 0.646 432+0.92 8.96 +2.65 -5.941 < 0.001
ConA#%-312 hsa 0.45+0.20 0.33+0.10 1.500 0.163 8.55+5.07 11.387 + 4.47 -1.518 0.142
ConA#$24 ht 0.43+0.15 0.53+0.13 -1.612 0.124 8.69 +5.13 12.22+2.11 -1.735 0.125
Fit 7.431 24.446 - - 4.556 3.242 - -
Pt 0.003 < 0.001 - - 0.019 0.051 - -
tih 0.430 0.618 - - 4232 2.433 - -
PE 0.005 < 0.001 - - 0.001 0.072 - -
LI 0.449 0.418 - - 4374 3.263 - -
Pyt 0.002 0.087 - - 0.026 0.020 - -
tAh 0.018 0.200 - - 0.142 0.831 - -
A8 0.893 0.055 - - 0.940 0.530 - -

Ve R AN )R BT - R AR 0 B ARCR P B SE AR AR ¢ Rz, 3 4L 1A R R0 O BR A& 3R A ELBCR AT 7 2223007, M EEBCR AT LSD-2 K

tiv P, N ConA %5 12 h L 5K % ConA i SAAMEL, £, P, v ConA #5524 h H 5 K% ConA FSHMLEL, 6. P, N ConAiES 12h 4
5 ConA 5 24 h 2 AL,

B 1 WT KR Céorf120" KRINEIM . FFBE. 5 ZR B B 450 % B oh MR 4R AR AR AR S5 47

“-7 ONTERIRER
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%4 WT KRB Coorf120" KESNEIL. FFAE. MRIEHEERBATERMMELS] (x5, %)

48.3) ke i
WTK R C6orf120" X &, HE PiE WTX & C6orf120" X &, HE PiE

K% ConAifF40 4.02+1.23 221+0.78 4291 < 0.001 10.19+1.35 3.18 £0.62 7.797 < 0.001
ConAF$12h28  22.55+4.73 17.63 +3.69 2.621 0.200 25.88+9.91 24.81 + 8.06 0.241 0.813
ConAif$24ht8  18.28+7.84 21.08+5.73 -1.023 0.317 9.88 +2.55 9.11+2.84 0.451 0.750
Fii 94.282 85.157 - - 35.510 47.257 - -
2i: < 0.001 < 0.001 - - < 0.001 < 0.001 - -
Ha 18.532 15.413 - - 20.878 19.961 - -
Pfa < 0.001 < 0.001 - - < 0.001 < 0.001 - -
A8 7.510 14.970 - - 4983 4258 - -

e Xi: < 0.001 < 0.001 - - 0.050 0.034 - -
X 11.022 0.444 - - 15.895 15.703 - -
PE < 0.001 0.773 - - < 0.001 < 0.001 - -
. Y RN JE P

WTX R C6orf120" X &, Ha PiE WTK & C6orf120" X A, Ha Pfy

A #ConAifS4 7.18+2.21 428+1.25 3.919 0.001 10.19 £ 1.35 5.42+0.55 11.388 < 0.001
ConA#f§12hs8  14.13+6.18 34.45+8.05 -5.664 < 0.001 13.89£6.23 15.56 £ 8.16 -0.585 0.564
ConA##-$-24 héa 11.35+1.96 19.95 + 6.44 4222 0.001 18.70 + 1.88 18.39 + 4.08 0.187 0.825
Fi& 16.603 240.491 - - 9.825 19.331 - -
Pt < 0.001 < 0.001 - - 0.001 < 0.001 - -
XA 6.949 27.794 - - 3.700 10.134 - -
P/ 0.008 < 0.001 - - 0.029 < 0.001 - -
A 12.774 7.075 - - 8.509 12.970 - -
Pfa < 0.001 < 0.001 - - < 0.001 < 0.001 - -
A8 5.828 20.719 - - 4811 2.836 - -
Py 0.023 < 0.001 - - 0.019 0.197 - -

T RV AR AN R K BRI 5 F8 AR A LR ST A AR ¢ AR 58, 3 41A) R R oK RS- FR AR I LR R 77 22 400, W LB R LSD-¢ #5565
t,« P, N ConA %S 12 h ZH 5 K% ConA % SAAMLEL, 1,. P,y ConA %S 24 h 45 K% ConA i FHMLL, 6. P, N ConA %S 12 h 40

5 ConA %5 24 h HAALL;

“-7 ORTERA KA .

2 WT KA Coorf120" KRNI, BFAE. B RN BLEFA2AE EREMAAOR MR S
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ConA BRI T JTIGHEVIPINERE S EH, 2
—FANEMRE B E R, T2 T AIHSL s
FERL, WFFR R, ConAik S K HT 45140 & — Filr g 7Y
Tk EL A B AR s R B 45, ConAJE I 5 v PRUE
1hCD4™ T4, Ho/ N S iELICDA™ Tk 4
Mgt SR ATFE, EBEMEMIAConALE &SN
Feamp, LR RIS S E0S b ke
0 B M A, REBCKEALT. AST, ffif
WHHALT. AST/KFTFmE, AR A48l ATH (1) 97
HPLHIT, R B R ATHR &% HLE 12 WA
J7 L OIS TR, (HATHZ 7 75 &4 g il
FIEITUIE G, RS F AR A 1) J5 B Rt iR
FEfRR .

Hh PR AT R [ R R B I A, AR
TH8E, REEMNE EL, LLEMIELHR
i 2 o B RS 4R IR R R, ELE
MY, R IR AS B8 R FE P A N, A
I, HCATERREE A I s D A Y. dhk
4 Mo m] = A 22 Fh B B BT 9 A0 o AR IR 43 R
iR, XA R AT FAOEERRY . shAh, kil
ik HA e g i Thae, 75N 3 5 IUE R I AR
i ERE . Wang 2 POR) B R 0B WL 820
B TR AT B0, T ZEL 2R v J2 3 f e b 4 i i
ik o AT A I 5 o I A P 61 3 B T 4% TR
BRI YangZ5PIERE AU 2B A I 5 T
BT A AG IE RB0, e Rz 40 B AT HEROS A F: ()12
BBV o1k, WmthAFIEEE . A5
KW, fEConAE IR, SWTKRA
E, C6orf120" KR AT ThRESatcss, AN AT E P
Hr R B BE N, $2oR Coorf1 2034 R AT g i@
PERLZ ) G2 15 T R P LR R AR F

5 Wk 4T e U 35 G s 0 P, 7 A 928 1R
WHOREEEEN. EMMBRIER 2, BT EE
s B 70 28 L I S A P 4 R SRR e T A SR R A
ok, fEHLSUEE PR EEERP. dkig
MO JREAE SORE IR 5, LR P 1 A% 4 i i K 4
55, SRIE AN B AR SRR, X Bl A
2 it R Y5 1 [ e 4 L R BR SHR: AT P R 8 3k 4T R Y
MITNREHEAT, WA 250 A 33F 6] T A& A0 20 40
AR ZI AR, KEL RGN, FH
J2 AL T RN B R A PSR VR ) LA i, 7R
Wi R, GRTHGBES ., K ag
B, #EConAisFHAIH AR T, SWTKRMLE,
C6orf120" K BATThREB i e 8, i 2R ok B

) ) 20214 134 F1HH

E WA £, $2RC6orfI205: R B2 EConA T T
MAIHF A RPER, HALGIT a5 Bk e
Fe R .

A RIEGFAEL I AL . B, KRIFWTKAER
M C6orf120" K BRI H G FEE AT ISy, T3
SEEMFHLS G, PG ik, KX
PR AT B T I 200 TS S 20 TR A D a4 PR A
YHHL R T AT 00T, JE Sk IR RKE L SR K
UL S e AN AR 22 07 T e AT SR uE SE IR 25 R 5
=, A MR B IR ) REANAE A AL AT R AL
FORAERT NECRYE A& BB 2 (R e R ST IE 2
AR I0AE; fJe, A% E VRN o Bk
THESE, RMLUERM2A!, RERKERBEL, 7
W5,

Zi b, fEConAif FIIATH AR A, kg
MEW s L3, SWTRRAML, Céorfl20"
KBRS . C6orf1 2052 R fi b5 w] A2 1
AT 2T i 8 5 4 1) R AT B . C6orf1203E K]
RN K RATHEA R ER, ALK AT a8 5 9 1
LA 0 4 i 5 4 P e B R T K
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