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Potential mechanisms and prospects of yin—nourishing traditional Chinese
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[Abstract] The pathogenesis of lung cancer is complex. The treatment principle of “nourishing yin and moistening lung” in traditional
Chinese medicine has unique advantages in improving the prognosis of patients with lung cancer. Aquaporins (AQPs) , as key trans-
membrane proteins regulating water transport, are abnormally expressed in lung cancer tissues and are closely related to tumor prolif-
eration, invasion and drug resistance. Based on the core pathogenesis of “yin fluid deficiency—intermingled phlegm and blood stasis”,
this paper systematically reviews the traditional cognition of lung cancer in traditional Chinese medicine and the theoretical origin of
yin deficiency—induced tumor, and clarifies the correlation between yin deficiency pathogenesis and AQPs abnormality. The mecha-
nism of action of Shashen Maidong Decoction, Baihe Gujin Decoction, and other classical yin—nourishing compounds, single yin—
nourishing Chinese medicine and active ingredients in the prevention and treatment of lung cancer is summarized ,focusing on the exist-
ing evidence and potential pathways of their regulation of AQPs expression. From the perspective of inhibiting epithelial-mesenchymal
transition and enhancing chemotherapy sensitivity , the scientific connotation of yin—nourishing traditional Chinese medicine “increas-
ing fluid and resolving phlegm—detoxifying and dissipating nodules” is discussed in order to provide a theoretical basis for the clinical
application of yin—nourishing traditional Chinese medicine in the prevention and treatment of lung cancer.
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TERTAAZUR  AQPs KIS 5 2EHE AR A, I3 M fil 9 1E
WA ST RE . 8% B Hh 2438 N A 5 AQPs RIS R
4K 7S AL AT A PR 4 AQPS ik, B 3 BRI il s A549
20 LR TR B 1 O L R R R AR, R R
“TEBAAEEE B TRARAE T B IR A BT MK AR
1 P R 24 7 R B 3 PP VR ML

1 HEEETERRER S P E R A

1.1 a4 P E R B AL

B T G 2 4 (AR LI IR R, £ 0 IR
TR B A T A, DR G | I = A
EA T SRR b RS W EE ARSI N R AT S,
FEATHHURATHERG A HEFR T LU RE il B B AR, A
P R SR B

BT R 2 06 1) DB R YT o Wi Dk R I, A A B AN
SRV S, R SH 5 RO — B R AR B
W) T LAE 5 It B, T8 i 5 I e o B 2 v i A O —
D7 THNESRARXT AN 2, 55— 5 T BE K A= JRIBCA 5 5 TRl B i
7 M ATV, I G, IR 2 Bl , H AABER K
&, kAR, O I, Rt v IR S e s e
A, AR B OB (R 3 R R B SR R 2, S B R G B b 24 B
TSR T B AR,
1.2 Mhe IR E S Z R A &

PR B2y, il 2 2 P DR A A AR 25 2R

R AR 2 S B ) T2 ARG R 2R T B [ 22 b 24 o e
TR 909", 25 S5 P Tttt TLAE 418090 1 283
SR, PM2.5 5 8 5 il o IRz 22 [ 47 D s 1 70 2880 075G
FP WO RO ) 2 (AR A ) LA i P i
Pt 15 e A B IR O o 3 A% By SRR DU 7E A 1A S KL
B A AR PR AR BB IN B i S T R R AR TER
SiE RPN B , B 2 S BUM L B A M B L AL
13 W B I7 AR 6G Sk B o ik

HR R TR T M AT R AL BEEIRIR T, PR IE A
" RGN o AR SCH A i AR AS R ALAE
TEARE , R IEIA Y7 Ml 2 L 48 R B i 2 B2 " iR TR
IR B R SR A A N IR A HLAE T 5l L Iz %
BRI RE IR, BT 5K b £ Al IR B Lk R R R
T B ORUMHE R R A A B Y AR A BIL
BT e B LAY FL A RE AR A A B A
2RI AR, BN 5207 S i ig ih h
R IEAR A Z A i B —1

PRI , AR SCHE T B 7 RE— PR L4057 BIE , 3 4 “ PR IE
REAR IR A, LR SRR A 1B e i i 7 v
AR A, Dh i PR P26 B rh 23 A3 1 AR A

2 B WA 23t iR T IRE R R ALE

R R I Hh 245 it 9 T B 2 E A B OGS
BAE , (HHARE FIALHIBIF T i R ELHEARI AQPs YR IX B I fiE
Ak, BT RTIR 250X B R UE R BOGEAE T X AQPs AHOG |
e e T U 368 B ) VR4 8O0, LK B REIE S AQPPs S B )
SR, A PR Al I H 26 25 Wy 1) fil 98 B 33 A T BE S5 AQPs
AR IR FEEAFAE IR, O J5 S TF e % ] v 24 45 AQPs Bl 163 il
FIBLHI TSR B T WS 1) o
2.1 ki A 2T TR 69 AF R

E[A0E NERER = o L bt PO e QRN NIkt iS5
WU 3-8 iE/ 45 P14 B 18 % (phosphatidylinositol 3—kinase/
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bz - Wistar K Bl B TE 6.4 mL @i 2 g/kg YL 140/ Z -6 (interleukin—6,11-6) . IL-18 . F [24]
+1.2 g “HH IR E+1.6mL 23T e F -y (interferon—y , IFN—y ) &5 S I A T 7K - FRAIG 5
il S g A AR PR EE TN fE . CD3 PHE T ik B 48 (cluster of differ-
entiation 3 positive T lymphocyte, CD3") ,CD4"'H 47 Lt
K CD4/CDS K- [ M, CD8™ & 43 HL K-+ 55 5 7%
PI3K/Akt {553 % .
vz - TRSh H460 21 555 15 mg/mL  HHIIGGE TR S R4 IR Ha60 40 P ALl [25]
F I 4 & 2B 1B ) 77 -2 (tissue inhibitor of metallo-
proteinase—2, TIMP2) .
HE BV RS A549 41 iR 229 mg/L HWRIIEG FE - T IR B 5E A0 M A% TR 2R ) (proliferating [26]
cell nuclear antigen, PCNA) .
SR T T A B A0k 8/ 5 -2 2 1 (b—cell
lymphoma/leukemia—2, Bel-2) | | 1 Bel-2 #H ¢ X 8
H (bel-2-associated X protein, Bax)
£ EAFB RS AS49 4N AT 48 pwmol/L  FHIHESH A0 Nef2/HO- 138 B , AR I AR RRFE -, [27]
EES BB HRRE IR E RN ASAO NS 10 pmol/L JIEIBESH S HEAS ] EphA2/Aky S8 B, B A549 (28]
RS s (R Hh AS549 4B A S P2 A A 0 A A
A& BHD BB TR ASA9 AUIE S 10 pmol/L HIHIMFAANE ST T AN STAT3 (5 546 % [29]
A (AN H1299  A549 A A
% BB RSN AS49 FIH1299 4 i 8 40 wmol/L V5T TT e U AL AN N SRR ARG A>T [30]
7 (damage—associated molecular patterns, DAMPs) &
e, 5 S A S R M AP T
1% 4 BAFB KA HA60 . H1975 21 it 55 AU 60 wmol/L ST« BTG 2K e KA il caspase—3.-8.,-9; &AL [31]
Bel-2 il Bel—x1 1 #3k
V55 1 0 AMPKo-mTOR {551 %
BELF G 1/S 200t 91 - 400 ) 40 A J) B 26 10 D 40 i S 39
FE H AR MR 6 (cyclin—dependent kinase 6, CDK6)
(Chezili
1124 BAFDT-13 RS A549 4l b 20 pmol/L.  IESPH T 0E Aky/mTOR 1355 18 % A 2 11 W5 [32]
it EZ2 C57 /NERA%FD Lewis 20 05 Sl 369 mg/kg  JIHIBGSHE < ol 1 45 N B2 2E < 7 (vascular Endothe-  [33]
il lial growth factor, VEGF ) 3 il Iifvgd 7 4= 1l 45 7% A%
A G R A - TR CD4Y/CDS' B i B SR 4
JiL 0 R ALK Tre 400 45 SR 28 AN /KT 5 1847
P IRE GaBE / Ga RE TR
it CIEREY)  CST/NR B TR LLC ST Al 600 mg/kg I BE 5 < BEAG B4 T F -1 (hypoxia—inducible  [34]
ARG S AR A1 A549 2 AR factor—lot, HIF-1a) | % % Hfi %% 2 8 11 4 (glucose
transporter type 4, GLUT4) Fll C Ml 2 25 11 (hexoki-
nase 2, HK2) FR 3k , # i i g ARt
BRE AR mhER B R HeRh H1299 7 AR 500 pmol/L  J10 i 15 5 - 38 40 375 5: 7 1 4 (reactive oxygen species, [35]
ROS) =4, i CDK 1 RIAT L A 191 26 14 B1 %35, B
i 0 B0 5 R Y L T AMPK o f545-38 1%
PEEMT 5T ROS 74
AR - WAULFHEASIORTIREN  25gke  MEMAELIVRILEE KETE K (epidermal growih [36]
factor receptor, EGFR);
175 T BOE F WA DGR 1 Beclinl 4% Beclinl—
p33 Ml pl16-Ki67.
BR B2 A AR - 1A A549 41 b 2.0 mg/mL  IWHIGHL HIER ol REE A AR AN T [37]
E EL MRUR T HERl AS49 7 A EL ;. 200 mg/kg TG FEANG S T ) Wn/B—catenin 18 # [38]
TRH1 A549 A oA
AT 2 ARSI AS549 2 bR 20 pmol/L R A N WY 2 (AR = W O O 571 = W A AR X [39]
BRI - 14k AS49 21 a5 7 1000 pg/mL  iFESPT:: Tl Bel-2, i caspase; [40]
i A549 21147
BRE BFEDITA BT HR HA60 B I ;50 mg/ke; 7 ST G ASK1/INK T [41]
1A H460 \H1975 4 i 74 30 pmol/L PR B W« 0 INK 38 [
I - 1&5h PC-9-PIK3CA-M H1650 41l 100 mg/mL I T: B ROSAKCFAR AL R B 5 [42]
LAY FRARR T I JR iR 245 - #7h] PIBK/AKT 38 8 o
[ligee S BT BALB/c /N A% Luc—A549 E 7 i 300 mg/kg TSRS - AR a0 A 1 [43]
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Tl W 2 DR H S 2 L R b R~
1k (epithelial-mesenchymal transition, EMT) | [ 1# I~ jz —4%
R 19 (E-cadherin) R 3k, [A] B N I8 4% 48 22 1 Snail B3R5,
P AS49 4 Jf 3G 5E , 40 56 35 4 0% 5% 12 B 1 1/HK2 (glucose
transporter 1/hexokinase 2, GLUT1/HK2) At %l , °F 18 b i fid
e E A GLUT1  HK2 F1 L2 I 2 A (lactate dehydrogenase
A,LDHA) , 53U 20 i e fit (b N7 e £ 107475 40 M 0 121+
H AR 38 o 0 1) 8 2 Janus 4 B 2/STAT3 (Janus kinase 2/
STAT3, JAK2/STAT3) {5 5 38 ¢ , 0 3 38 58 WA X fir i Fr) £
TR AR TE IEN=y 7K, B AR TL-6 & 4, IF F i JAK2/
STAT3 18 B AR 8 FH #3k ._F1H STATL Fl caspase—3 #3k1,
222 wEBESE AaESmEACETER), RGN
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55 HRR A IR N I, R 3 B S RO R R, BT
JEAC SR A AR TIOR8 L R R I it S g T
A N =V A
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(activating transcription factor 2, ATF2) | %k it 4 J& &5 (M i -2
(matrix metalloproteinase—2, MMP-2) \ MMP-9 & ik | - 911 il
JAK2/STAT3 {5538 i , A7 28 e 3 A g TP I3 AR e HL AR Sk
3 SRR FH AT 4R s R S S e A A R
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PE T 3k T 40 it A 5C 25 4 (programmed death—1/cytotoxic T
lymphocyte—associated protein 4, PD—1/CTLA-4) G RERG 2 15,
HE5R CD8'T 4 TG, $2 e PO M8 Sy 2, B 4 15 e il
TR T, I DNA 505, 410 i 4 e, IR
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TNF—o S5 G5 B 4310 L R PD—1/Th 1 Sy ilt, 30l i 20
i A g 3 S, 3 BT L A ) mTOR 38 # , F9 Beclinl . A
WEAH &3 K 5 (autophagy—related gene 5, AtgS) | Atgl3 % H I
B E L RS A OCHE B 1 5285 3 (microtubule—associated
protein 1 light chain 3, LC3) #% 1k , i 5 A549 4 M & /E B
WS Ak T o R S 5k B A R R (phosphatase
and tensin homolog, PTEN ) {5 5 i i i 5 W 48 At M1 AU i
b, A2 38 CDS T 4i il 4330 TFN— , I B TFN—y 15 M1 8 fiy [ gk
240 M0 22 TR] ) T 5 SR 2 18 PR BT,

226 TRFHYE TRFHEBAEAGIEYIE RZ
D% H A EARH T PI3K/Akt  TNF-a . HIF-1, VEGF % {5
S T A B iR S e T RE AR A A B R A 4 T O
TR RARVR YT AR/ N AN NI BT R 1% 05 ik L9 cas-
pase—3 .89 & [ P, 410 il il i ol o 4 ) A ke il 4
P T, A 3205 i T AR NK A0 T 20 55 A g
YA BT TNF -, R FEBTAE /NGl i g i VE T o 2T BRGS
97 . 1 25 A0 J AN A L R R I D BE , 2 e 7 WL 2% it
B MER TCHE SRR A7
2.3 A PR LR AQPs B9 AT AR

I 4 LA 98 by %o R RS 386 ] v 25 98 45 AQPs Y F
T B C A RS AT A Nl 98 B AR Dt 2 B R A e
ZEF T GBI XE 20 AQP T AQPS 4 11 K 8 2
23.1 GKARTR AT ACRERA), BT,
P PR CEE RS CHRSEA A, BAT RIS AR
IEMZ R I, TR IR YT I 5 0T R e 3 MRS T T B A
FEG RN . FOEFAE IR B, 47K 7S T B3 24 1 3 v 42t
Y PEARE S VR i i A 549 4 H AQPS FY 4 119 mRNA 3£
i5 [ S 3 R AR 20 PP R R T MUCS AC Y 23 6K B IR
it 9 A0 YA AR e i S92 1 AR D7 e e B R A AQPS
SR R M VR T L A G IR T AR s iR 12
PRME T B 2 TR
2.3.2 RAMRHIECOIL  ZSMRH EOILIE A RV CNLZSIE B
PO, G LB L2 BT PR ARZE ISR 2R
B, AR AN B B AR T, FOXT AQPs 1) 45 RN LA B
BRE A B SCHIAF L FOR R SRR S M 1 S B
KBB4 245 4 A o WA A6 R 20 K By | B 2L 4 Hh AQPL
f9 mRNA FIEE 28 1 0 25 T 1 0 B, T 7SR Ml AL
TG R B — RCRE AR AR A A5 3] 10 28 e | il L 2
AQP1 A 25 AR, ELAKON, 52— (50 B AR 1 o AT
USSR IR, 7S 0 Hb 2R TT A R TR B R BRI AR
WHEEEL ALK G5 T W 2L AQPL R IAA G
AT FEAAL UL T 2B F2 oK K 2 IR 8 3
WL, TN F 2 RESE T M 2 JEAE AQPs Fak /4% iy
[, O Gk AR " SR SR AL T A ) 2= JE Al
233 FRIIWEMITG oK AR i WL A ] B R i
(tight junctions, TIs) EH . AQPS5 . Zh & [ 5AC (mucin Sac,
MUCSAC) 55 AH C K (1 3 2528 4k, I il 5 s i 451 5
T RE A BE Hh A T % B 18 M5 170 Jam W o ki il 48 S D A i ¢
(severe mycoplasma pneumoniae pneumonia, SMPP) 5| # 19 fifi
AL B AZ A5 A IR T AL, O 5 r B A T AR YR AR S
WFFE R I, % B8 iz i ek vT LU 3 2 i AQPS (19 3R34 , 41
il MUCSAC 119 43 5 58 18 75 Jifi P 13 7K v A3, DA T 34 1) i1
#70 H W, TR BURYT SMPP,
234 I FAERRESFLAGNTE A A BOHIK A R IR R
P A B R /) BRSERY  J 30>2 H T dd 2E R I D RE 1R
HERE 2 AQPS B FLHE PRI (2 2 , W A1 UL 375 11~13 1 TNF—
a /KF AT A FE-F-Wi A T, ELIR S AQIPS 4 I SCH R P 2k
T A8 R il 2 SR WA HAE IBL 2 — o BARix



EXRERKXFFR

Journal of Chongging Medical University

BT X £ 2 i 7 4 it , LIS e 2 W 5 i “=C B 44 g
e B HE AR R A - AQPS FRIA 5 " X — K R FAFAE
I3 2 Ak, S % A v 25 18 0 AQPS i i B A R Ik
AL ER A T A1
25 bR, WY 2y 24 0y 2R 2 R AR
o SR 928 40 P 355 P 00 BB S AR R T L
L G eV T S A AT D TE R ST T e B R (3
AQPs 1 P45 20 L N A1 K Wi im A 2800, i 3Rk
L5 IR 3G A AR ALY TR 2SI SG . IR AR B
2R A I PR AQPs A AR BT A1 L K o % I i 36
TR 2 A, TR LRI D72 5558 HEA o

3 KBEEBSHE

(BEREK) = Wi FA, mIPFT BRI KIE, HKZ E
PR, Wik Z R, SEAT R, BV T i A1 5 e 7 A
TREE IR G, T AQPs /1y I 2 4H it P S0 K i 328 i A 0
43T LT hR S b B AT A PN e R (HAE
GBI 5 AQPs Rk R I fE T H IF AR F R LR .
o B R R LA L R A R T RE S BUIEI (&
2 AR TSR, E 0 2 30k A A R A R R
AN AR S — RS B T8 I (A LRSS, I PN T
TR AL A BE T RE TR R AR R A A B
AT R0 G 2 Y R PR L . I AQPs FRIBHIIRESH
SR 938 1 UE A R A I S A O AR S R 2 —
B T - R BB 7 A% U R LA AT 43 KT R
AL AR, AR R HLAY 43R N . AQPs Y 5 % 3R E
S B R E TR A1 2 (0 43 5 5 T il — 2B s A
L HESh PR A5 M HLE AR, P A B BE -AQPs
B =B I ARG A, 3394 I o 24538 3 4% AQPs
BN B VA VR F A% O 2 SR

B, 3F— 3R AQPs 7E il b B VR ML, L S
VBRI AETR T SR v BEE X A iR TR T s 2 &
3.1 KBHEZRAWEME AN B LT RGN

AQPs BN T ANMIAE [ — 2SS 11, H 6 4> B B 4554
G A — A v S fLEE (5 40 P9 SR 7K T e g bl it
L AQPs Z M AR 8 L 45+ A AE HLAA iy 43 A, W] 43y
AQPO % AQP12 4L 13 Fi AY , B A1 7E Z Fh Al ZURI A% P 4y
M, I B SR i D AR A IR AR o 20 8L R B R GA
AQP1 ,AQP3 AQP4 Fl1AQP5,

AQPs VBN 4 s 5 AN R IR BE AT /K o3 T % s iy e, 1
PRI A S 22 Rh A T RO B AR DA O, A 4
FEHUARBAATA S 52X INEE . AQPs TN 15 58 i
A B P S0 B ST TR O LA IR T T R 0 s A S
', SR, AR A YT B, IR AR AT S b g i L& | i 2 3
PR A B B B AQPs ik o AN IR BT AL SUR TR Y
AQPs WV HY B R 8 AE T, 3l ok i — 2L BFT AQPs Xof A B L
15 B Y BAR ST VE AL & SRR TR TT 1Y AQPs L[]
4 9 e 2 A i 300 T A A SR AR SRR S

3.2 AQPs & 97 P & 09 7T fk 4T AU

AQPs IR M8 A 2 T AT B A (o, AS0T LA SE
Wi 3 200 A 1) S B RE T L 38 5 5 gl 200 ) 2B it A A
R LRI RS e 2190 T AQPs X i i 4 g A FT LAk (e T
FE AN IR, EEXT TP R S8 AR E AQPs 25 g it JRE 1 L
AT IR, Wk — A 3R 7N AQPs A Ry JHuRe v 7 0 1 EL iR
BLAI , DT B B AQPL . AQP3 . AQP4  AQPS 14 JJy fii 48 15 97 42
SR B
3.2.1 AQP1  AQPI 7Eilife 2l 2 b i i 3k, il S5 A R
J& A O 3 IR 1) AQP1 JEHE Wnt/B—catenin {5 5 il
1%, PR AR /N M i 2 SR, 3l a4 1 B—catenin 2K 1 A B R
Al 1% A, 42 55 B—catenin 25 [ R B PR, DA ITT 14 35 AS49 41 Jifg 384
B 5 v B B AR 1, [, AQPT Y B K 5 FL IR
O B UIAA G , mAIC AQP L AT HI ] Wnt/B—catenin {5 53
TV, BEACAE G BR (A ek , DA il LRI A il ke i =58
HF®ae e,
322 AQP3  AQP3FEMMRFAAI 4 2 1o 3 m ek, vl i
USUEE R P AL ) 2 il 98 E 727 — T, AQP3 1 #5 ROS/
PI3K/AKT i #% 4 3 g A 4, 2 8058 i A 3 2 2 A & (hy-
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