Fas s H 6 AL R B2 2 B A 4 Vol. 45 No. 6
2023 4F 12 A Journal of Youjiang Medical University for Nationalities Dec. 2023
. XM, FEREAD, BN, A B PR 5 R A 6 5% 3 . ; » > s
' ARSI AR AN B AR ROV L SEL MR R 2 R R B S IR A Sk I T S L) ] ; ( E ,#_.”,:. Ji",]

‘ AT R B 24 B 2 R . 2023 ,45(6) : 944-948.

¥

BMHESEFERFRSMBEXIENA TR

WiE  EE 'R ERR
(1. HFTIREEFEMBEERFEALAR,. B FHAE
2. FEMBERBEREFAHAF S, HE 5330003
3. FILRKEFRHARAEFK. B HBE 5330003
4, EXIRKAEFHEMEER2BEZA,H ®HE& 533000

5330003

W OE: ZEFAFARAACMARERUABSBEKREINEAAREEZERIIRMER, ChERF . ERY
JEfm EEHEERA R ChREEROMXERFFEEZR Y LOBRELARRA FERA Y AN RERT i
B, ERARKA-BRFELEHNAS —BEAR AT HIUER . P WELWAL . CAHAXHET L AT RFRY £
BRAENFHEHIAE, BESEXRBRESRBHEABNINATRRBE LD AR AXBETHFRFEXHEEF
ARMBESEAZRASRAAXROXR . A ZEERAMBE AR AR ROAERHAATER N ERE £ R B X

SHEEREAFEZBENRNARRRESE,
KBR:ZEERMMEFBER
FESES:R73-3 XEkARIZED: A
doi;10. 3969/j. issn. 1001-5817. 2023. 06. 020

2 DB A 3L TR B IR 3R B 45 F I R &
L[] | A BB o O I 0 0 DR 1 v B 2
PR AR5 ) BE R AT ) AH S 07 I 0 9 A 2 B R L
M) 22 BB, I 2 4k S 1 B Y R B 7 g, B
AUERERWI MR B E S A Z R, I E 5w
WA IR E R 0 R R TR B R G 18 M 25
PEERNERY kLB AR R H 55 &I
FEAE . RMEEETNT 36 015 ] 65 % K LA b 4F R 4
Bt 8 5 1Y g ol 288 K 43 A AT 43 A L 45 SR e B A i
S S A B Ry 1L 73 Rl R 5 Ak 4 ok
I HE (26. 6 %) .2 BB PR (13, 1%0) | e i 14 O IE 95
(7.8%) B Wi I (6. 8%0) . 18 M 95 B 1 IF 42 (6. 120D,
AN T ) B A, g 0L P L 2 TR PR L R L 0 RS L R
0 HF A P 9 7 P T % 45 A 55 1 R L S A 2 iR
BB N BE b B A e A . BRI e 2 R
975 5 988 A G 1 18 ML F 9 IO S D i L H LB D
BUIA FEiE— DR E . AR SO R T 3T AF R Hh g SC8 i
JE A G M 2 DR 2R e 5 I A O 1 SR . X £
PR 22 95 g A1 i 8 22 T X ) G 2R 1 AT 5 9% Rk 0 AT 2534

NEHS:

1001-5817(2023)06-0944-05

Ayl PR I A B v % 22 PR 3R A A AR KU, A DA T B
=%,
1 B EEERKR.MEHTR

EAE /P EA Sl i SE IR NS S
FAE T 51 A A P — &S dat A Ay 2 P e A
Q@RS ITED  HOR A ac D o 55— 2R 2 A AR &
o 9 A8 50 A0 g L 0 U O RO A
L 2 1 M 558D Jim o SRR PR 2 I R B . bR
B4 fEHE N R HEN 2 — A FRR I
T [ H AT 8 3T 5 AR B AR AR A R LY 40,504
i 953 S AL A 2 300 A AN ) B0 DR AE TR L R A
PR 9 56 R o3 A T I JS R BT AR L TR e e XU B 18
P22 PR 2R AU (0 384 I i 4 m . H FA D A
o B A S P TR o A I 1 A P R R 8
BEDR A . Bl T [ 8 e At 2 19 Bk AU 45 AR 55
FERG PR 28 B MR AL AT o T BE IS I g 2K s L 18 M B
KA R AR FIBC T AR WG o, C 0 4 N 2B
i UM 2 — . DRI 22 TR 300 5 R B 5K &R
AU PR S T ELHY B AR S PR A2 36 AR AT

BB . MR M A A LI (2021GXNSFAA325002) ;1 P4 B 25 T A= 31 R ER- A5 (Z220170224) 5 | 78 =5 4% v 5 4F 200 B

WLl RE 7 42 TF 5 H (2021KY0562 )

F—EBER N M FH (1997 —) & HER - WF 5T A L WF 5T 5 1] - B R 22080 5 R O R A ST . E-mail : 2752098420@qq. com
BIRAEE® A WA 1962 —) , B B+ 5 F, TAEEMN, B L5 S0, S AR SR B NS REL R, Wil
Fs NA RS TT 1. O B9 LAl 5 I BRATE 5 s © WA 1T H2FT 18 B0 5 1 25 ML B 5T . E-mail : 1019846481 @qq. com

— 944 —



2023 4F

EERANEY PRV SR

6 4

2 BEZERERFREMEBEHEIEHRR

2.1 MRV AR S

2,11 18RRI S R B AR DL 18 I
(chronic kidney diseases, CKD) B & A9 34 il & — 4~ &=
B AL TR, CKD 5 B 41 M i 19 Bk R 5]k
THSERFEN T, RIEBER RV LR BE
% (end-stage kidney diseases, ESKD) H # Il & & Hr
O RS AL 2 B i BB A 9% (renal cell carcinomas,
RCC) FIJR I8 i AE (9 XU o oAb, AT 24 & 46 L 3R
A A 115 /I Bk g o 3 5 5 v 4 5 8 XU B2 AH G T
RPST A E L X KB CKD B I 40 i 5 A 208 18

.
2.1.2 AR ER S E R B SO IR L R

CKD 1 RCC Z 8] (4 i A7 9 27 Bk & © &8 S, (H H AL
WA . HAr e B A LR & 2 R AR R, A4
DNA i 73 FE 52 B0 M PR 359 7 25 L FC 0 97 A | e
0T A R R 4R A I I D R X g B
PEIRED A J %' 1+ Notch 18 #&F B T B #5145 F 3L
Ik RCC Z IR BLEEEE R . 78/ BUBTAS v, il it 1 '
Pifi2x 19 Notchl 55 8 1, 5 30 tH B4 i Y ve B
PR IF R 20 T R — T 5 T B0RL k k RCCH
I Ak CKD FR 35 5 20 0 1K 15 1 4% RE 23 5% il Jigg 38 7t A
YRR 0 i T 5 R 114 2 0 R 2 A R A B RS O
15 2290 A% vh 1 R 40 i R B A I 40 i 39 n 7 3 Y
Az AT B2 30 305 P 4800 7= A 5 s sh AR R 3 S B
L 235 ¥5 TN Ty e 7™ T 32 L 175 kA 4 i 58 A R i g O
L. AWFFETE L ESKD &3 I i b i B8O kA R
SEMFE B W 2-aminodipyrido[1,2-a:3",2'-d] Bk mk
(Glu-P-2) & B &S il i85 DNA 454 JF 53 DNA
W05 » DT 75 K 958 i

2.2 HWERIRS B

2.2.1 WERRIR S BRI OL  BE A 1
(3G N A BRI, BB B PR s N R B BB A R OG
P L 26 A8 5 15 i N BB A W PR R e Y AR L
Bl 25, 4%, FELc M b, O OGSy B (4t
RN 31, 4%, BAYEH 20.8%; P =0. 0D, xXF
BH DR AU IR RCC Y % A8 i B2 52 mi His .
2.2.2  FEIRIG S B0 Ao DR R B ML B R e
ik 82y 2R R X B8 4 ko ik = RN S R AR BB R ¥R . H
BB B R AT RCC 22 1] 56 B A4 32 B2 AL i J2 4 IR
o5 A 45 ) 1412 P T R DR A R e R R T v
19 55 2R MAE o A I T R 3R K T3l e e R 2 )
R SZ R F IGF & 40 19 5% i i 5 BUs iE . B AT IGF1
C Bk E B AT DL AR BEEODE AR KB D 2Kk o S T
AE . MARLIGFL M H Z A FEFE M. Bk, &
I RERR =25 T RCC WAL KB, 7 —Fh LSl 55

P P R LB B PR A RCC 22 [8] Bk g AL . BF 52
T IES IR R 1 RCC BB 2 R4 4%, i
B2 Akt/mTOR {553 % i BE#E L OGG1 il Cru-
berin 3 # DNA & & g 38 /) 9 > LA & DNA {3 .
X SO I A BT 3R A N A0 R A e R
B An i R g o, R B NE IR K RS T
e I % FTRE 23 7 B0 DNA &8 & B 2 0L, i S 2K
RCC % -,

2.3 MRS AT

2.3.1 WERK SRR AW IEN 11 AV R N (type
2 diabetes mellitus, T2DM) f&—Fj 18 P A i 25 LMk
9o W PR 1Y) v 1 X8 T ) B R B T ™ A R
Jiy . Bl 42K T2DM 3% A0 88, % AN [8] CHE 8 0 52
i B, b5 PR 5 R & % 41 I 9 Chepatocellular
cancer, HCO XU 3 m 2 ~3 f54H G, H B Mm T &
PENH OB PR R R BT g 5 HCC KUBS: 1 58 A7
K ABBE IR 5 HCC KUK 22 8] 7Y ¢ & i A B
2.3.2  WEBRIE 500 S e R AL H R B
FEE BN AR ORG 1 i 10 2 W DR 9 R TR 22 ] O R
AT 2, T2DM 3 o 2 9 JE 09 K5 M A 107 1 2F & R 1T A
b T A S 9 . R D 2H R ) g e RN AR RE (5 g i
HUE P BE Z AL D IORD 2R 1A 1) RE BE 1S AT 0D &
T2DM H1AE 5K 14 B8 5 T & o AL ) v G B 19 46 3 A
. AUE RN ik 0 e R A 5 1R Y B
By RALHOKF- T i AR B 12 PR IR 58 E 7K 7 F1 g
U7 B¢ P2 T2DM IR 9 45 14 I 197 1 22 18] A7 7 1Y B o
faArR, K TL-1 A LA 36 g SR A8 A F-—o 0 i
ARG BT R BN 2 JBR B 2R AR AN R 7 B R Y
EE SO i) <l | = Rl S R R = s i
Tt o S B 20 3 A A A0 GE L 10 40 M T e A
O 540 A ST UE 2 W B T S R
AR E T2DM T 1R i 107 1T R HE o 4 2% 5 pIL o) A
Z T UE B i 3 T R T RE S e R AR A R

2.4 A5 M L 2 1 It 5 i 8

20401 MV BH 2 it e Y R B R 2
ERE Z T WO 2 B AT 0 Sy 18 e B ZE P i g o N i
R OB EN N AP S b N SR R TN R TS Y [ R
(chronic obstructive pulmonary disease, COPD) %% &
S )R B A A A L b | R RE R ) R R AR A
Dy W9 . 55 10 T RE TE R 09 A L, B8R R R R
T RE A Y R AR S R R R R
o 38 B T2 8 A4 15 0 AT BB 55 A0 BEL 2 il 2 BE 45 55 Y

FATEA K.
2.4.2 M BH 2 1 il 5 9 A e T DR B L

LWL B COPD Sz M EEK R, 1
filiJiE A1 COPD & s Wl g2 2% WL 1Y DNA & H 2k &
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BT 229 N R R SR R Rk i AR AL . b g A T g
TR P16 1 200 it JE] 99 2 0 A0 6 M e 4 o ) 2A
(CDKNZA) fil O-6-H 5 5 I 145-DNA B JE 5% 7% [
(MGMT), J& COPD Fl il 5 & 457 ) B 56 Ak HE i 1,
IEAR X COPD #H 56 fili i H DNA H 38 Ak B2 28 ) £ 4
FRS NIRRT 58 K G % R T AN i i R
P XSZEET COPD [ 48 i 25 35 3 1 8 3K 3 Wi 3t
A A 2 W) il B W 5 . COPD S22 PR A7 037 52 B A 1
PRI 5 AE . A3 AN H R AE & COPD it 8 22 1] 11
B ZR o REAT S0 A 02 40 A 1 5 L P40 MR T 4R 28 R
EER A YEREAE . ] 40, TNF-o 76 COPD % |
I o Rl R e OB 51 B N A A | 0 N o g
A i (MMP-9 fil MMP-2) , 78 COPD % it i 3
k.S 5 A GUE I N KR R g AN G B A 2R R
Fot=rh o 5y — AN EE R AL SR R B B A il
957 2 B 348 1 D TR A A IO 9 A 2 ol A T R A S T
T2 RL AR 1Y) T R B A, 33X 23 e 42 e AR O O A aF
ARt

2.5 AR (T RE AR AH SR 5 0 5

2.5. 1 fRGF (T AR I AT AH SC i 7 T 95995 55 198 19 &
SR OL QAR 26 08 I T % % (metabolic dysfunc-
tion-associated fatty liver disease, MAFLD), A B FK
0 AR P G 05 M PG . MAFLD J& — > BFk, 0 3%
T MRE D5 AR PR B A PE AR D5 VR B MAFLD #H¢
(I B AR AT HCC B — & 510 B R &2 . H i,
MAFLD © B 0 40 i e ) E 2 N Z —, K2 4L
MAFLD i & ) HCC &b F F 11 /R0 20 B Bt , K2y 43%
F8) 968 i A7 AE TR

2.5.2 MAFLD Y5 HCC &5 H BZHLH  Hape
F MAFLD 5 HCC X & WM HLHIE KW, 5
E /AN AR N A A Bl L et
MAFLD 3 £ HCC A ™0, 5t 40 4l 4 >k Ui,
MAFLD #3¢ HCC 5 = KR EFRZRIPHE AT 4. B
PRI AT 388 3 8 Joe 5 2R I0AE L = W R P AR RE A5 L I
T HCC MR . Btk I & 835 118 M 5 5iE R
A B TR LA . B A8 ] 3 Bk iR Ty fig
I 15 1 PR J5 0 7 380, S 2 ROS 7= AR 340, g 5 M T %
BHE R AN F 3 m, A 45 1L-6 Al TNF-o A i
ZREUE &R AR NF-«B 1 mTOR #&207, &3
i AR 1 G 3 PR 7 1 5 6 36 T BB 3B 3 52 HCC 1
B NK 4H O A a0 e ks . Ak L v R 4
A, 1 38 2o R B A SO B g T B A 20 L PR R
b PR 7R 52 g B g g ot L PR, R R AT Ak
IO B P2E A Sy A LR L X MAFLD AH ¢ HCC Y
KA R AR RIS

2.6 HFaEAL 5 E

— 946 —

2.6.1 JFREAL 50 &K pAE O R AL R 8 P
Wi Cchronic liver disease, CLD) FYZARK M, o T HF 2 55
BRI CLD 397 TH 50 1 St . IR B Ak 1 22 5 % L AR
9 S S AE R AR AT BT 03 (HL T A R Bl AR 1 25 A AE
SR R0 b DRI RS T 0% 1 R AR R O R
i 1) 282 95 6 NI R 5% W RE R 2 B T, A il i — TR 5
o AR AR ABE TR HCC 19 & 9 R 2k 23/1000 i , JiT fiff
fEHE 5 45T 10 4E19 HCC 2R AR R 9N 8. 3%
12, 2%,

2.6.2 JFEEfLE HCC M &R K ALH R — I
fifi Ak — HCC J2& JHF JIE 2 95 1 8 2238 43 HCC 1Y & A= 7
RKFEBE b 32 JIF IE S R BE (9 52 il . 6 45 12 P 98 5 L JIF
JUE S 98 |35t A% 2 RN 40 ML AE 5 S AR b, X BB IR AR ET g
ZEFFE R AN R I R
ThEA PR Z IR0 18T 5 R] 51 R AT IR A BE 1Y
Ak, 18 HBV B 2 407 24 W B, 49 435 %o 3% 1if
T RPEE R R EOE S REN SR E RS
ALT /KFFmA %, I HAE HBV B4 3 1Y 1
Z8H WA F R IR A6 I 7 CTNF) f A 2 (TL)-1 1Y
P/ = N Ei e R - X N i e B 1 i i
988 0L 5 | PR AsF AP T 4 RT M ok S 240 i B T 23R 58 AR
FUER, DT A2 2 I 27 4 Ak | B £k Fn 98 19 & 00,
JFF U S5 4 R 5 | R T B R B 1 AR Ak, FE R BT
ok BE ) 8 4 AbGE H 7R T KN R R IE T R SR, X
IR BIT- 5 HCC WK A K. itk Ml (s 5
B AR AT 5 | I ROR B ) AR Ak, A B g R L AR
FFE W AE K] ZE (PN microRNA)TE JT 68 4L B H %
Sy HCC i fE . B HBV #1 HCV % % 1 & 11 8l °F-
5 90 1) & AR A G

2.7 BYEEA4VER RS HE

2.7.1 MEHEHEERESEEMLREN EEE
451 E %8 (chronic atrophic gastritis, CAG) Ay 4 i 2
I A 3% g 5 U D BT 4 LA R A I T RE R S . R
S ERGE HRH WOBAE I FET R HEA S = Haids
REHNE bR E Mg 2 12 2 4t H R gk
M. A HRGESY B A I8 M gt R R R A 43,
2% Ho g TR AT B R 50, 2%, RS R E RO H
SRR IR I A G MENE ME E A v R S e % U A
P

2.7.2 MEMHE RS BENAWERAE LI HP &
Pt Kt CAG In) B 9 & 24 & R 1R I, CAG 1Y #%
95 B & A D) LB, CORREA P 457 42
R EEE R —CAG— g b Btk A — F N
AR — b R P R — YR M R AR R, BRI N L 18
PEE % K H R kA HP G G B N ol S L
B E B LS S H AR AR R AR AT s R . HP
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TG, S AE X1 B I A ek S S A L
5| S IE H A0 M A A G L T A R AR L Ak R
B AR R -5 8 A AR BUR AR, 8 5580 R A B Y
BETE DX N, 2 Je AR B U B 3 v T R R E X R
UL HED HP 7] G 38 of 15 5 1 B SR A A K IR 3
FeaR g E B A A . W, HP A B ] A
PR BUR Y BT, AR TR AL, 51 R 4 i
AR, W RN . CAG AUFECE NS AR,
M AT | R 45 6 5 T RE R AR CAG Tl g il
b AR 22 il A R AR e R O 0 A

2.8  RIEVEMR S S

2.8.1 RAEVEMIG 5 S5 W 0 R RE L RAETE
% (inflammatory bowel disease,1BD) J& LA 4 & & P4
J T8 98 RE A AR ) i TE R PE B . IBD 1E P 7 K Y
R R (e o FL I AR R T AR 2% Tl Ak B K W 1BD
B RALAE P T B — IO A R, W
95 1 45 W 4% S0 B 45 L W i 1 AR JR R Rl 0,85 %45 10
4,20 430 AF I R UK 4351y 0. 0206 4. 812 Al
13.91 %5,

2.8.2  RAEVE MG S 45 B e 0 S 9 D DR R HIL
IBD #5728 55 2 F R 22 95 V) AH O, 40 465 95 05 A< B R 0N
HIFIEE, — WO E T CRC 1Y 13 A fa [ A
ZUT R M R AR L IBD KR G R E T
ChhBz B AR R AL IR 5 LCRC K% .
GONE M BT AR G ) A L R A2 i e A A i R 4
A S BB AR R ARSE . KRRz Bz R
23 fi IBD 45 A8 B RURS: W F HE n . CRC # k4= T A 18
PERAE 1Y L, 90 7T LS K 58 A8, 44 HRVMS M R — R
i P S 36 A — IR0 S AR 1 — g ) S R
— & BT 20 R 5 1T sCRC 2 78 88 FI e A8 1 JEAlt I, 5
HE IR — 98 B e St AR Ak SR e I
R g L TR O O 5 | RS AL AR 35t A R R WL st A% Y U L B
KR HLEE W 0 &AL AN IBD Hr s i i 3% 48
Az R 5T 5 4R Ak DA R e AR RE D BE AR R L fE E DNA
P05 38 T RE O BK 2 1% AR i LR R A g
KA IBD DLAM R A OG0 DL 1R 46 3% W 48 0 A
H5 TE AR E 1 W 7 30 445 W 9 1) R 2 R R e A O

FFEH .
3 #ig

Li L PTIR IR 5 R LAY AR 1 22 DR O = (LA
FEXRUI 5 & B AT B A L[R5 8 Bz 2 R B A B o
220N ANE SIS RS AT PRE L § PN
SR BOURAT A 2 U 2 i PR 91 K508 A0 5k /0 406 UE % 2 i
P o 22 i A B A 1 2 DR SR 2 R
E DL SRR I | A A A ) A R A A A TR Y
S Az R — S8 S 0 0L 1) A B A R A4 B U0 T AT R

Sea T, FETL e B A7 X 3K i X fi] ¢ 28 19 A — i A7
RCHYIR ST T BRI o (H B2 = A AT o DL A% P 0BT &
TR 114 B2 M 5 5 M o S 20 A b A ) XU PR R
FRZS A I 1 e DS  OF A2 JJe 09 S BE  1i A [ A2 1
B v 0 22 DA 2R i A AR XU A9 AR T R Sl
Il PRAJF 5, 548 R0 A XUEAE ] IR YT T I i .

S E 3k
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